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LITHIUM CARBONATE 450 mg. 





Gradual Release of Lithium 


‘Eskalith CR’ 450 mg. Controlled Release Tablets, when administered every 12 hours, gradually / p 
release lithium without an initial rapid surge in blood levels. | | 


Convenient B.I.D. Dosage Schedule Y 


Controlled Release Tablets 
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Therapy in manic-depressive illness with 'Eskalith CR' 450 mg. Controlled Release Tablets offers 
the convenience of b.i.d. administration. And increased patient convenience can mean increased 
patient compliance— an important factor in successful long-term lithium therapy. 


Prescribing Flexibility 


The ‘Eskalith’ line of lithium products— 300 mg. Capsules, 300 mg. Tablets and 'Eskalith CR’ 
_ 450 mg. Controlled Release Tablets— offers you a dosage form and strength for every patient's needs. 


Before prescribing. see complete prescribing information in SK&F literature or 
PDR. The following is a brief summary. 


| WARNING 
Lithium toxicity is closely related to serum lithium levels, and can occur at 
doses close to therapeutic levels. Facilities for prompt and accurate serum 


lithium determinations should be available before initiating therapy (see 
DOSAGE AND ADMINISTRATION in complete prescribing infor- 
mation). 


Indications: Treatment of manic episodes of manic-depressive illness. Main- 
tenance therapy prevents or diminishes the intensity of subsequent episodes 
in manic-depressive patients with a history of mania. 

Warnings: Lithium should generally not be given to patients with significant 
renal or cardiovascular disease, severe debilitation or dehydration, sodium 
depletion, or to patients receiving diuretics. 


Chronic lithium therapy may be associated with diminution of renal concen- 
trating ability; such patients should be carefully managed to avoid dehydra- 
tion with resulting lithium retention and toxicity. Morphologic changes with 
glomerular and interstitial fibrosis and nephron atrophy have been reported. 
When renal function is assessed, progressive or sudden changes in function 
indicate the need for reevaluation of treatment. 


Caution patient and family to watch for diarrhea, vomiting, tremor, mild ataxia, 
drowsiness, or muscular weakness as signs of lithium toxicity, and to discontinue 
therapy and contact a physician should they occur. Patients receiving combined 
therapy with lithium and an antipsychotic should be monitored closely for early 
evidence of neurologic toxicity and treatment discontinued promptly if such 
signs appear. Caution patients about activities requiring alertness (e.g., operating 
vehicles or machinery). 

Lithium may prolong the effects of neuromuscular blocking agents. Such agents 
should be given with caution to patients receiving lithium. 

Lithium may cause fetal developmental anomalies, especially involving the 
cardiovascular system. If lithium is used during pregnancy, or if a patient 
becomes pregnant while taking it, she should be apprised of the potential 
hazard to the fetus. Except in rare and unusual circumstances, nursing should 
not be undertaken while a patient is on lithium therapy, since lithium is ex- 
creted in human milk. 

Not recommended for children under 12. 

Precautions: Lithium tolerance is greater during the acute manic phase and 
decreases when manic symptoms subside. 

Concomitant use with indomethacin and other nonsteroidal anti-inflammatory 
drugs may result in increased plasma lithium levels; therefore, increased 
monitoring of plasma lithium levels is recommended. 

, Lithium therapy may lead to sodium depletion. Normal diet (including salt) and 
adequate fluid intake (2500-3000 ml.) must be maintained, at least during 
initial stabilization period. Protracted sweating or diarrhea can decrease 
tolerance; in such cases, administer supplemental fluid and salt. 

Sweating, diarrhea, and concomitant infection with elevated temperatures may 
require temporary reduction or cessation of dosage. 


‘Smith Kline &French Laboratories, Philadelphia, Pa. 
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Where hypothyroidism exists, thyroid function should be monitored during 
lithium stabilization and maintenance; where hypothyroidism occurs during 
stabilization and maintenance, supplemental thyroid treatment may be used 


Adverse Reactions: Mild to moderate toxic reactions may occur at serum 
lithium levels from 1.5 to 2.5 mEq./1.. and moderate to severe reactions at levels 
from 2.0 toe2.5 fnEq./1l. Fine hand tremor, polyuria, and mild thirst may occur 
during initial therapy and persist. Transient and mild nausea and genera! dis- 
comfort may also appear during initial therapy. These effects usually subside 
with continued treatment or temporary reduction or cessation of dosage. If 
persistent, discontinue dosage. Diarrhea, vomiting, drowsiness, muscular 
weakness, and lack of coordination may be early signs of toxicity and ms 
occur at levels below 2.0 mEq./l. At higher levels, ataxia, giddiness, tinnitus 
blurred vision, and a large output of dilute urine may be seen. Serum levels 
above 3.0 mEq./1. may produce a complex clinical picture, involving multiple 
organs and systems. Serum levels should not exceed 2.0 mEq./1. during acute 
phase. 


The following reactions appear to be related to serum lithium levels, including 
levels within the therapeutic range: Neuromuscular/ Central Nervous System 
tremor, muscle hyperirritability (fasciculations, twitching, clonic movements of 
whole limbs), ataxia, choreo-athetotic movements, hyperactive deep tendon 
reflex, extrapyramidal symptoms, blackout spells, epileptiform seizures, slurred 
speech, dizziness, vertigo, incontinence of urine or feces, somnolence, psycho- 
motor retardation, restlessness, confusion, stupor, coma, tongue movements, 
tics, tinnitus, hallucinations, poor memory, slowed intellectual functioning, 
startled response; Cardiovascular— cardiac arrhythmia, hypotension, peripheral 
circulatory collapse, bradycardia; Gastrointestinal — anorexia, nausea, vom 
iting, diarrhea, gastritis, salivary gland swelling, abdominal pain, excessive 
salivation, flatulence, indigestion; Genitourinary — albuminuria, oliguria 
polyuria, glycosuria, decreased creatinine clearance: Dermatologic — drying 
and thinning of hair, alopecia, anesthesia of skin, chronic folliculitis, xerosts 
cutis, psoriasis or its exacerbation, itching, angioedema: Autonomic — blurred 
vision, dry mouth; Thyroid Abnormalities — euthyroid goiter and/or hypo- 
thyroidism (including myxedema) with lower T; and T4. 1'" uptake may be 
elevated; rare cases of hyperthyroidism; EEG Changes — diffuse slowing, widen- 
ing of the frequency spectrum, potentiation and disorganization of background 
rhythm; EKG Changes — reversible flattening, isoelectricity or inversion of 
T-waves; Miscellaneous — fatigue, lethargy, transient scotomata, dehydration, 
weight loss, tendency to sleep, transient EEG and EKG changes, leukocytosis, 
headache, diffuse nontoxic goiter with or without hypothyroidism. transient! 
hyperglycemia, generalized pruritus with or without rash, cutaneous ulcers 
albuminuria, worsening of organic brain syndromes, excessive weight gain 
edematous swelling of ankles or wrists, thirst or polyuria, sometimes resembling 
diabetes insipidus, metallic taste, dysgeusia/taste distortion, salty taste, swollen 
lips, tightness in chest, impotence/sexual dysfunction, swollen and/or painftll 
joints, fever, polyarthralgia, hypertoxicity, dental caries. A few cases of a s¥n- 
drome resembling Raynaud's have been reported. & 


How Supplied: 450 mg. controlled release, buff colored tablets in bottles of, 
100; 300 mg. yellow and-gray capsules i in bottles of 100: 300 mg. scored. gray 
tablets in bottles of 400. — ^ 
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. Sometimes, what a delinquent or predelinquent boy 


Sone ission on Accreditation 


* Copies available upon request. 


really needs is a good home. Like ours. 


St. Francis Boys’ Homes are a valuable resource to add 
to your treatment options ... another way to 
realistically change lives. Here, we provide year . 
round, twenty-four-hour supervised treatment for boys 
grades seven through twelve with conduct disorders. 


. Five-year follow-up studies of our program show a 


success rate in the upper quartile.* Our program in 
Kansas and New York is p upon the concepts of 
therapeutic community, reality therapy, Christian 
theology and ego and rise d | psychology. We use 
individual, group, family and milieu modalities 
supplemented by occupational, remedial and 
recreational therapies. Our size and staff ratio allow us 
to do all this, and more, on a refreshingly personal 
level. 

Find out how we can help you help him. For 
information and referral, contact: 

Richard W. Burnett, 
MSSW, ACSW, LSCSW 
Clinical Coordinator 

5t. Francis Boys' Homes 
PO. Box 1348 

Salina, Kansas 67401 
Please call collect 913-825-0541. 


The Kansas programs are accredited 
as psychiatric facilities for children 
and adolescents by The Joint 


of Hospitals. 


SL FRANCIS BOYS’ HOMES 
(EPISCOPAL) 


An equal opportunity employer. 
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Navane 


(thiothixene) (thiothixene HCl) 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/mi 
Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory col- 
lapse, comatose states, central nervous System depression due to any cause. and blood 
dyscrasias. Navane is contraindicated in individuals who have shown hypersensitivity to the 
drug. it is not known whether there is a cross-sensitivity between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered. 

Warnings: Usage ín Pregnancy — Safe use of Navane during pregnancy has not been estat 
lished. Therefore, this drug should be given to pregnant patients only when, in the judgment of 
the physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus. Animal reproduction studies and clinical experience to date have not demonstrated 
any teratogenic effects. 

In the animal reproduction studies with Navane, there was some decrease in conception rate 
and litter size, and an increase in resorption rate in rats and rabbits, changes which have been 
similarly reported with other psychotropic agents. After repeated oral administration of Navane 
to rats (5to 15 mg/kg'/day), rabbits (3to 50 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before 
and during gestation, no teratogenic effects were seen. (See Precautions. } 

Usage in Children — The use of Navane in children under 12 years of age is not recommended 
because safety and efficacy in the pediatric age group have not been established 

As i8 true with many CNS drugs, Navane may impair the mental andor physical abilities 
‘required for the performance of potentially hazardous tasks such as driving a car ot operating 
machinery, especially during the first few days of therapy. Therefore, the patient should be 
cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with alcoho! 

Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
effect may also occur in man. it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor 

in consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may iower the convulsive threshold 
Although Navane potentiates the actions of the barbiturates. the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvulsant drugs. 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known or suspected to have glaucoma, or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs. 

Use with caution in patients with cardiovascular disease 

Aisa, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, throm- 
bocytopenic purpura), and liver damage (jaundice, biliary stasis) have been reported with 
related drugs. 

Undue exposure lo sunlight should be avoided. Photosensitive reactions have been te- 
ported in patients on Navane 

Neuroleptic drugs elevate prolactin levels: the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 

Grugs is contemplated in a patient with a previously detected breast cancer Although distur- 
Dances such as galactorrhea, amenorrhea, gynecomastia, and impotence nave been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic acministration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies canducted to date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis; the available evidence is considered too hmited to be conclusive at 
this time. 

Intramuscular Administration — As with all intramuscular preparations, Navane Intramuscular 
shouid be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the buttock e, gluteus maximus) and the mid-iateral thigh. 

The deltoid area shouid be used only if well developed, such as in certain adults and older 

children, and then only with caution Io avoid radial nerve injury. Intramuscular injections should 
not be made into the lower and mid-thirds of the upper arm. As with all intramuscular injections. 
aspiration is necessary to help avoid inadvertent injection into a blood vessel. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with 
Nàvane (thiothixene) However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines, all of the known side effects and toxicity associated with 
phenothiazine therapy should be borne in mind when Navane is used. 

Cardiovascular etfects: Tachycardia, hypotension, lightheadedness, and syncope. in the 
event hypotension occurs, epinephrine should not be used as a pressor agent since a 
paradoxicai further lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible and 
frequently disappear on continued Navane therapy. The incidence of these changes is lower 
ean that observed with some phenothiazines. The clinical significance of these changes is not 
known. 

ONS effects: Drowsiness. usually miid. may occur although it usually subsides wtih continua- 

Y^ OleNavane therapy. The incidence of sedation appears similar to that of the piperazine 


roup of phencthiazines, but less than that of certain aliphatic phenothiazines. Restlessness. 
gitation and insomnia have been noted with Navane (iothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently. 
se Hyperreflexia has been reported in infants delivered from mothers having received structur- 
ally related drugs. 
in addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 
Extrapyramidal symptoms, such as pseudo-parkinsonism. akathisía, and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
.Severity Rapid relet of acute symptoms may require the use of an injectable antiparkinson 
agent. More siowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent 
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Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may 
appear in scme patients on long tern therapy or may occur after drug therapy has been 
discontinued The risk seems to be greater in elderly patients on hig?-dose therapy, especially 
females. The symptoms are persistent and in some patients appear to be irreversible. THe 
syndrome i$ characterized by rhythmical involuntary movements of the tongue. face, mouth or 
jaw (e.g.. protrusion of tongue. puffing of cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompanied by involuntary movements 6! extremities. 

There is no known effective treatmen: for tardive dyskinesia: antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that at antipsychotic agents be 
discontinued f these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
to a different entipsychotic agent, the syndrome may be masked. 

it has been reported that fine vermicular movements of the tongue may be an early sign of the 
syndrome and if the medication is stopoed at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient. have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. . 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other arti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia. hemolytic anemia, 
thrombocytopenia and pancytopenia. . 

Allergic reactions: Rash, pruritus. urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders: Lactation, mocerate breast enlargement and amenorrhea have oc- 
curred in à small percentage of females receiving Navane. If persister:, this may necessitate a 
reduction in dosage or the discontinuation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests, gynecomastia, hypoglycem:e, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased 
sweating, mcreased salvation, and impotence have occurred imrequentiy with Navane 
therapy. Phenothiazines have been asscciated with miosis. mydriasis. and adynamic ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting. diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythewatosus-like syndrome. 

NOTE: Sudden deaths have occasicnally been reported in patierts who have received 
certain phenothiazine derivatives. In some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. In others, the cause could not be 
determined nor could it be established that death was due to phenothiazine administration. 
Dosage and Administration: Dosage o! Navane should be individually adjusted depending on 
the chronicity and severity of the condition. In general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient response 

Some patients have been successtully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions fòr its 
use have not been established. 

Navane Intramuscular Solution: Navana For Injection — Where more rapid control and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. it is 
aiso of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or 4nwilling to take oral 
medication, the usual dose is 4 mg of Navane intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controlled 
on a tota! daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectable form as soon as possible. It may Ge necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concentrate — In milder conditions, an intial dose of 2 mg three 
urnes daily. if indicated, a subsequent increase to 15 mg/day total daily dose is often effective. 

in more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response 
Overdosage: Manifestations inciude muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity. weakness, torticollis, tremor, 
Salvation, dysphagia, hypotension, disturbances of gait, or coma, 

Treatment: Essentially is symptomatic ar d supportive. For Navane orai early gastric lavage 
$ helpfui. For Navane oral and intramuscular, keep patient under careful observation and 
maintain an open airway. since involvement of the extrapyramidal systern may produce dys- 
phagia and respiratory difficulty in severe overdosage. If hypotension zccurs. the standard 
measures for managing circulatory shock should be used (1. V fluids ancvor vasoconstrictors.) 

If a vasoconstrictor is needed, levarterer ol and phenylephrine are the most suitable drugs. 
Other pressor agents, including epinephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

if CNS depression is present and specitic therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
May cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
cal symptoms may be treated with antiparknson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of little 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules containing 1 mg, 2 mg, 5mg, and 
10 mg of thiothixene in bottles of 100, 1.000, end unit-dose pack of 100(10x 10s). Navane is also 
available as capsules containing 20 mg of th othixene in bottles of 100, 500. and unit-dose pack 
of 100 (10 x 10's. 

Navane (thiothixerie hydrochloride) Concentrate is available in 120 ml ($02 ) bottles with ar 
accompanying dropper calibrated at 2 mg, S mg. 4 mg. 5 mg, 6 mg, 8 mg, and 10 mg. and in 30 
mi (1 oz.) bottles wth an accompanying dropper calibrated at 2 mg, 3 mag, 4 mg. and 5 mg. 
Each ml contains thiothixene hydrochloride equivalent to 5 mg of thothixene. Contains alcohol, 
U S.P 7.0% v'v (small loss unavoidable) 

Navane (thiothixene hydrochloride) Intramuscular solution is available iri a 2 ml amber glass 
vial in packages of 10 vials. Each mi contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv benzyl alcohol 0.9% wiv and propyl gallate 0 02% wv. 

Navane (thiathixene hydrochloride) intramuscular For injection is available in amber glass 
vais in packages ot 10 vials. When reconstituted with 2.2 ml of Sterile Water for injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol The reconstituted solution of Navana Intramuscular For injection may be stored for 48 
hours at room temperature before discarding. 


For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 


ROCRIGGD ` 


A division of Pfizer Pharmaceuticals 


A ak 


md 


Jepressants, 

levels of 

phencyclidine (PCP). Diagnosis of depression thr@m@gh urinary 
MHPG, Dexamethasone Suppression Testing and TRF testing. 
For more information on NPL, please call toll free 1-800 1-9492. 
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Sleep disturbances are the most common 
somatic symptoms of depression.’ A 
Adapin begins its antidepressant action, 11 
provides rapid, effective relief of slee 
disturbances. 


Clinical data indicate that Adapin, given onc: 
daily at bedtime, significantly decreases 
latency to sleep onset, number of awakening 
and amount of wake time during the night, 
increasing total sleep time and improving 
overall quality of sleep.’ 


A good night's rest goes a long way t 
brighten a depressed patient's outlook. Bui 
Adapin goes further. 


Rapid antianxiety/antidepressant 
action 

Anxiety and depressive symptoms m 
demonstrate significant improvement as early 
as the first week of therapy,’ with optima 
response within two to three weeks 
Convenient dosage 

Once-a-day h.s. dosage enhances patient 
compliance. 


Excellent safety profile 

Side effects are reported infrequently and are 
generally mild; incidence of cardiovascular 
effects (hypotension, tachycardia) | 

very low. 


Economical doxepin therapy 
Adapin offers a substantial cost savings over 
the other brand of doxepin HC}. 
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doxepin HCI 
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: M i l 
Brief Summary of Prescribing Information 


$99 9 
Adapin' 
(doxepin HCI) Capsules 
Indications Relief of symptoms of anxiety and 
depression. , 
Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. , 
Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies. There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 
Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery. Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 
in mind. 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type reac- 
tions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have aspi- 
rin hypersensitivity. 

Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness. Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 
How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25, 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 

For complete prescribing information, please 
see package insert or PDR. 
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Young Adult 
Chronic Patient 


Collected Articles 
From E&CP 





An important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidlv expancing population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 


Order your copy now! 
Just complete and mail this form. 


OMARE GEMS CERO UU ARARE ARMIS GND ADES ET SNE TT GEE GH CHE GRE (REM SUN GE QUARE GAME KMS QE Se 
Please send me ..... copy(ies) of The Young Adult Chronic Patient: 

Collected Articles From. H@CP at $5 per copy ($3.50 per copy for 

orders of 5 or more). All orders of $35 or less must be prepaid. 


L] My check or money order is enclosed. (Payable to the American 
Psychiatric. Association) 

LJ Please bill me. (For orders over $35 only. All orders of $35 or 
less must be prepaid. ) 


MAIL TO: Hospital & Community Psychiatry Service 
American Psvchiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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Increasing amounts of paperwork can bog 
down any practice. But now, RemRol's com- 
puter specialists give you fwo solutions 
to keep your paperwork flowing smoothly 
and efficiently. 


How To Have A Computer P 
Without Buying A Computer. 


Now, you can have the power of the computer with- 

out having to invest in equipment. Just supply the 
facts—in writing, or by using our new Telephone- 
Access Service--and we'll relieve your paperwork 
backlog ... improve your overall cash flow... and 
free up your time to concentrate on your profes- 
sion. Find out more about the computer service 
designed with you in mind. 


How To Buy A Computer When 
You're Heady For A Computer. 


Now, RemRol's computer experts can select the 
right computer—and provide a customized soft- 
ware package—for your individual needs. 


Qur software package, the Private Practice Mana- 
ger is designed to handle insurance and billing in- 
formation— and all of the record-keeping—so im- 
portant to the management of your practice. It can 
be expanded to keep track of expenses and income 
associated with teaching and consulting activities. 
No prior computer experience is necessary. And, 
we provide any training and technical support, plus 
delivery and installation. 


So, if you're ready to buy a computer, we'll help you 
get what you need. Or, we can process your 
paperwork for you. Just tell us which way is best 
for you. 


For more information, call collect—(617) 783-1981— 
or mail in the coupon. No obligation. 


REMROL 
" The Brown Schools: 
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Residential Treatment 


Residential treatment has be- 
come highly specialized in the 
field of mental health. It is a 
specific treatment modality for 
those who need a totally planned 
and structured environment. 

The Brown Schools has de- 
veloped a wide range of profes- 
sional services that can be 
utilized to implement an indi- 
vidually planned residential 
treatment program. The degree 
of structure and protection, “the 
intensity of therapy, the methods 
of education and training are 
controlled and modified with the 
residents changing needs. 

Professionals i in the areas of 
psychiatry, psychology, nursing, 
social work, education, pre- 
vocational training. speech 
pathology, and recreation have 
developed expertise in the spe- 
cific area of residential treat- 
ment. Each service area is de- 
signed as a component of an 
integrated therapeutic milieu. 

The three residential treatment 
centers of The Brown Schools 
provide complete programming 


for those in need of twenty-four 
hour care. Services are available 
for children, adolescents, and 
adults with emotional distur- 
bance, mental retardation, and 
neurological impairment. Two 
small group homes in Austin 
provide for reintegration into the 
community and complement the 
services offered in the other 
centers, For information, write: 
Director of Admissions/ 
Department C-O 

The Brown Schools 

PLO. Box 4008, 

Austin, Texas 78765. 

Toll Call: (512) 478-6662 

Out of State Free: (800) 531-5305 
From Texas Free: (800) 252-5404 


THE ^. 
BROWN. 
SCHOOLS 


An equal opportunity employer. 
Psychiatric hospitals accredited 
by the Joint Commission on 


Accreditation of Hospitals. 
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| want to use computerization to 


solve the paperwork problems facing 


my practice. 





[| Please have a representative cali mae, 





Ci Please send me more ir 
on "How To Have A Computer 
Buying A Computer." 

L. Please send me more ini 
"How 1o Buy A Compute 
Ready For A Computer.” 
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| A DIFFERENT ANTIPSYCHOTIC 


MOBAN 


20029027120 


WHAT MAKES IT 
DIFFERENT.. CAN 
MAKE IT BETTER 
FOR YOUR 
PSYCHOTIC PATIENTS. 
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MOBAN is an Endo registered U.S. trademark. 





WHAT MAKES IT DIFFERENT 


MOBAN is a dihydroindolone—first in its class. 


CAN MAKE IT BETTER FOR ELDERLY PATIENTS: 
Significant hypotension has rarely been reported with MOBAN. Hypoten- 
sion is most likely to occur from the administration of the aliphatic 
phenothiazines. ' 


CAN MAKE IT BETTER FOR YOUNG ADULT PATIENTS: 


Dystonic movements, often seen in young people early in treatment with 
other antipsychotics? occur infrequently with MOBAN* (molindone HCI). 


No incidence of impotence. 


Nes MAKE IT BETTER FOR ALL PSYCHOTIC PATIENTS: 
A moderate incidence of extrapyramidal reactions. High-potency pipera- 
5 dm Haldol* (haloperidol) are associated with a high incidence of 


Low incidence of sedation. 


Weight gain and loss have been in the direction of normal or ideal weight. 
Weight gain has been associated with all phenothiazines. 


No reports of persistent tardive dyskinesia.* 


x Reports of the irreversible variety of tardive dyskinesia have not been received, but this cannot 
be used to predict that MOBAN cannot cause an irreversible dyskinetic syndrome. 


References: 

1. Goodman LS, Gilman A: The Pharmacological Basis of Therapeutics, ed 6. 
New York, MacMillan Pub Co, 1980, pp 395—414. 

2. Baldessarini RJ: Chemotherapy in Psychiatry. Cambridge, Harvard 
University Press, 1977, p 41. 
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$ MOBAN 3 (molindone hydrochloride) 


* DESCRIPTION MOBAN (molindone hydrochloride) is 
a dihydroindolone compound which is not structurally 
related to the phenothiazines, the butyrophenones or 
the thioxanthenes. 

MOBAN is 3-ethy!-6, 7-dihydro-2-methyl-5-(morpholi- 
nomethyl) indoi-4 (5H)-one hydrochloride. It is a white 
crystalline powder freely soluble in water and alcohol 
and has a molecular weight of 312.67. 


3 N-CHh CHr CH; 


N CH, 


H 
MOLINDONE HYDROCHLORIDE 


ACTIONS MOBAN (molindone hydrochloride) has a 
pharmacological profile in laboratory animals which 
predominantly resembles that of major tranquilizers 
causing reduction of spontaneous locomotion and 
aggressiveness, suppression of a conditioned 
response and antagonism of the bizarre stereotyped 
tehavior and hyperactivity induced by ampheta- 
mines. In addition, MOBAN antagonizes the depres- 
sion caused by the tranquilizing agent tetrabenazine. 


In human clinical studies tranquilization is achieved 
inthe absence of muscle relaxing or incoordinatin 
effects. Based on EEG studies, MOBAN exerts its 
effect on the ascending reticular activating system. 


Human metabolic studies show MOBAN (molindone 
hydrochloride) to be rapidly absorbed and metabo- 
lized when given orally Unmetabolized drug reached 
a peak blood leve! at 1.5 hours. Pharmacological 
effect from a single oral dose persists for 24—36 
hours. There are 36 recognized metabolites with less 
than 2-3% unmetabolized MOBAN being excreted 
in urine and feces. 


INDICATIONS MOBAN (molindone hydrochloride) is 
indicated in the management of the manifestations 
: of schizophrenia. 


CONTRAINDICATIONS MOBAN (molindone hydro- 
chloride) is contraindicated in severe central nervous 
system depression (alcohol, barbiturates, narcotics, 
etc.) or comatose states, and in patients with known 
hypersensitivity to the drug. 


WARNINGS Usage in Pregnancy: Studies in preg- 
nant patients have not been carried out. Reproduc- 
tion studies have been performed in the following 
animals: 

Pregnant Rats oral dose— 
no adverse effect 

no adverse effect 

Pregnant Mice oral dose— 
slight increase resorptions 20 mg/kg/day-—10 days 
slight increase resorptions 40 mgi/kg/day——10 days 


20 mg/kg/day----10 days 
40 mq/kg/day—-10 days 


Pregnant Rabbits oral dose— 

no adverse effect 5 mg/kg/day—-12 days 
no adverse effect 10 mg/kg/day-—12 days 
no adverse effect 20 mg/kg/day---12 days 


Animal reproductive studies have not demonstrated a 
teratogenic potential. The anticipated benefits must 
be weighed against the unknown risks to the fetus 

if used in pregnant patients. 


Nursing Mothers: Data are not available on the con- 
tent of MOBAN (molindone hydrochloride) in the milk 
of nursing mothers. 


Usage in Children: Use of MOBAN (molindone 
hydrochloride) in children below the age of twelve 
years is not recommended because safe and effec- 
tive conditions for its usage have not been 
established 


MOBAN has not been shown effective in the manage- 
ment of behavioral complications in patients with 
mentai retardation. 


PRECAUTIONS Some patients receiving MOBAN 
(molindone hydrochloride) may note drowsiness ini- 
tially and they should be advised against activities 
requiring menfal alertness until their response to the 
drug has been established. 


increased activity has been noted in patients receiv- 
ing MOBAN. Caution should be exercised where 
igcreased activity may be harmful 


MOBAN does not lower the seizure threshold in 
expérimental animals to the degree noted with more 

edalifg antipsychotic drugs. However in humans 
convulsive seizures have been reported in a few 
instafices. 


dhe physician should be aware that this tablet prepa- 
ration contains calcium sulfate as an excipient and 
that calcium ions may interfere with the absorption of 
preparations containing phenytoin sodium and 
tetracyclines 

MOBAN has an antiemetic effect in animals. A similar 
effect may occur in humans and may obscure signs 
of intestinal obstruction or brain tumor 
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Neuroleptic drugs elevate prolactin levels; the eleva- 
tion persists during chronic administration. Tissue 
Culture experiments indícate that approximately one- 
third of human breast cancers are prolactin depend- 
ént in vitro, a factor of potential importance if :he pre- 
scription of these drugs is contemplated in a patient 
with a p detected breast cancer Although 
disturbances such as galactorrhea, amenorrhea, 

ynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin 
levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither 
clinical studies nor epidemiologic studies conducted 
to date, however have shown an association between 
chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered 
too limited to be conclusive at this time. 


ADVERSE REACTIONS—CNS EFFECTS The most 
frequently occurring effect is initial drowsiness that 
generally subsides with continued usage of the drug 
or lowering of the dose. Noted less frequently were 
depression, hyperactivity and euphoria. 


E UM rapyra Reactions Extrapyr- 
amida! reactions noted below may occur in suscepti- 
ble individuals and are usual'y reversible with 
appropriate management. 


Akathisia Motor restiessness may occur early 


Parkinson Syndrome Akinesia, characterized by 
rigidity immobility and reduction of voluntary move- 
ments and tremor have been observed Occurrence 
is less frequent than akathisia. 


Dystonic Syndrome Prolonged abnormal contrac- 
tions of muscle groups occur infrequently These 
symptoms may be managed by the addition of a syn- 
thetic antiparkinson agent (other than L-dopa), small 
doses of sedative drugs, anc/or reduction in dosage 


Tardive Dyskinesia Neuroleptic drugs are known to 
cause a syndrome of dyskinetic movements com- 
monly referred to as tardive dyskinesia. The move- 
ments may appear during treatment or upon 
withdrawal of treatment and may be either reversible 
or irreversible (i.e., persistent) upon cessaticn of 
further neuroleptic administration. Reports of reversi- 
ble tardive dyskinesia in association with MOBAN 
therapy have been received. Reports of the irreversi- 
ble variety have not been received, but this cannot 
be usec to predict that MOBAN (molindone hydro- 
chloride) cannot cause an irreversible dyskinetic 
syndrome 


The syndrome is known to have a variable iatency for 
development and the duration of the latency cannot 
be determined reliably It is thus wise to assume that 
any neuroleptic agent has the capacity to incuce 

the syndrome and act accordingly until sufficient data 
has been collected to settle the issue definitively for 
aspecific drug product. Inthe case of neuroleptics 
known to produce the irreversible syndrome, the foi- 
lowing has been observed: 


Tardive dyskinesia associated with other agents has 
appeared in some patients on long-term therapy and 
has also appeared after drug therapy has been dis- 
continued. "he risk appears to be greater in elderly 
patients on high-dose therapy especially females. 
The symptoms are persistent and in some patients 
appear to be irreversible. The syndrome is character- 
ized by rhythmica! involuntary movements cf the 
Sp face, mouth or jaw (e.g., protrusion at tongue, 
puffing of cheeks, puckering of mouth, chewing 
movements). There may be involuntary movements of 
extremities. 


There is no known effective treatment of tardive dyski- 
nesia; antiparkinsonism agents usually do no’ alle- 
viate the symptoms of this syndrome. it is suggested 
that all antipsychotic agents be discontinued if these 
symptoms appear. Should it be necessary to reinsti- 
tute treatment, or increase the dosage of the agent, or 
Switch to a different antipsychotic agent, the syn- 
drome may be masked. It has been reported ‘hat fine 
vermicular movements of the tongue may be an early 
sign of the syndrome and if the medication is stopped 
atthat time the syndrome may not develop. 


Autonomic Nervous System Occasionally blurring 
of vision, tachycardia, nausea, dry mouth and saliva- 
tion have been reported. Urinary retention and consti- 
pation may occur particularly if anticholinergic drugs 
are used to treat extrapyramidal symptoms. 
Hematological There have been rare reports of leu- 
copenia and leucocytosis. if such reactions occur 
treatment with MOBAN may continue if clinical symp- 
toms are absent. Alterations of blood glucose, liver 
functiontests, B.U.N., and red blood cells have not 
been considered clinically significant. 

Metabolic and Endocrine Effects Alteration of thy- 
roid function has not been significant Amenorrhea 
has been reported infrequently Resumption cf men- 
ses in previously amenorrheic women has been 
reported. Initially heavy menses may occur Galactor- 
rhea and gynecomastia have been reported infre- 
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quently. Increase in libido has beer: noted in some - 
patients Impotence has not been reported. Although 
both weight gain and weight loss have been in the 
direction of normal or ideal weight, excessive weight 
gain has not occurred with MOBAN 


Cardiovascular Rare, transient, noa-specific T wave 
changes have been reported on E.K.G. Association 
with a clinical syndrome has not been established. 
Rarely has significant hypotension been reported. 


Ophthaimotogical Lens opacities and pigmentary 
retinopathy have not been reported where patients 
have received MOBAN (molindone hydrochloride). In 
Some patients, phenothiazine induced lenticular 
opacities have resolved following discontinuation of 
the eae while continuing therapy with 
MOBAN 


* 
Skin Early non-specific skin rash, probably of allergic 
origin, has occasionally been reported. Skin pigmen- 
tation has not been seen with MOBAN usage alone. 


MOBAN (molindone hydrochloride) has certain phar- 
macoiogical similarities to other antlosychotic agents. 
Because adverse reactions are often extensions of 
the pharmacological activity of a drug, all of the 
known pharmacological effects associated with other 
antipsychotic drugs should be kept in mind when 
MOBAN is used. Upon abrupt witharawal after pro- 
longed high dosage an abstinence syndrome has not 
been no:ed. 


DOSAGE AND ADMINISTRATION initial and mainte- 
nance doses of MOBAN (molindone hydrochloride) 
should be individualized. 


initial Dosage Schedule The usuai starting dosage 
is 50-75 mg/day 

-increase to 100 mg/day in 3 or 4 days. 

-Based on severity of symptomatology. dosage 
may be titrated up or down depending on indi- 
vidual patient response. 

—An increase to 225 mg/day may be required in 
patients with severe symptomatology 


Eiderly and debilitated patients shouid be started on 
lower dosage. ` 


Maintenance Dosage Schedule 

1. Mild—5 mg-15 mg three or four times a day 

2. Moderate— 10 mg--25 mg three or four times a day 
3. Severe —225 mg/day may be required. 


DRUG INTERACTIONS Potentiation of drugs admin- 
istered concurrently with MOBAN (molindone hydro- 
chloride: has not been reported. Additionally animal 
studies have not shown increased toxicity when 
MOBAN is given concurrently with representative 
members of three classes of drugs ti.e., barbiturates, 
chioral hydrate and antiparkinson d'ugs). 


MANAGEMENT OF OVERDOSAGE Symptomatic, 
supportive therapy should be the ruie 


Gastric lavage is indicated for the reduction of 
absorption of MOBAN (molindone hydrochioride) 
which is freely soluble in water. 


Since the adsorption of MOBAN (molindone hydro- 
chloride: by activated charcoal has not been deter- 
mined, the use of this antidote mus: be considered 
of theoretical vaiue. 


Emesis in.a comatose patient is con'raindicated. 
Additionally, while the emetic effect of apomorphine is 
blocked by MOBAN in animals, this blocking effect 
has not been determined in humans. 


A significant increase in the rate of removal of unme- 
tabolized MOBAN from the body by forced diuresis. 
peritoneal or renal dialysis would no: be expected. 
(Only 2% of a single ingested dose of MOBAN is 
excretec unmetabolized in the urine.) However poor 
response of the patient may justify use of these 
procedures. 


While the use of laxatives or enemas might be based 
on genera! principles, the amount ct unmetabolized 
MOBAN in feces is less than 1%. Extrapyramidal 
symptoms have responded to the use of diphenhy- 
dramine (Benadryi*) and the synthetic anticholinergic 
antiparkinson agents (i.e , Artane’ Cogentin’ Akineton’). 


HOW SUPPLIED As tablets in bottes of 100 with 
potencies and colors as follows: 

5 mg orange 50 mg blue 

10 mg lavender 100 mg tan 

25 mg light green 
As a conzentrate containing 20 mg molindone hydro- 
chloride per mi in 4 oz. (120 ml) bottles. 
*Benadrvi— Trademark, Parke Davis and Co. 
"Artane— Trademark, Lederle Laboratories 
"Cogentin Trademark, Merck Sharp & Dohme 
“Akineton-— Trademark, Knoll Pharmaceutical Co. 


6102-8/Rev. July 1984 
MOBAN is an Endo registered U.S. trademark. 


Endo Laboratories, inc. 


Subsidiary of the DuPont Company 
Wilming:on, Delaware 19898 
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The Eleventh Annual 


Clinical Neurolog 
For Psychiatrists ~ a 


Conducted by (212) 920-6674; or mail coupon with chec: rade 


payable to “Clinical Neurology" for $295 tanion to 


David M, Kaufma n, M.D. Continuing Medical Educaton, Albert Eins e n College 


of Medicine/Montefiore Medical Center, 15 C East 2 :Oth 





Manhattan: Hew York Academy of Medicine Street, Bronx, New York 10467. (Telephon? ‘ecistrents 
March 25, 26, 27; 8:30-5:00 p.m. will be billed $295. Tuition covers all mate i Is and 
textbook. To order textboo« only, enclose $32 50 

February 25, 26, 27; 8:30-5:00 p.m. j[———————————————— —À——À — m e e 


Please register me for the eleventh en ucl Clirical 


San Francisco: Holiday Inn, Fisherman's Wharf dM 
Neurology for Psychiatrists (enclose ti 't'on) ir 


March 11, 12, 15; 8:30-5:00 p.m. 
AN EXPLICIT, CLEAR, AND CONCISE WEEKEND PROGRAM — — Panhattan; _____Houston, 


San Francisco 


This intensive three-day program, conducted by 
Dr. Kaufman and quest faculty, prepares psychiatrists for 
the American Board of Psychiatry and Neuroloay. Through 
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i Please send me Dr. Kaufman's Clink ¢ “eure agy 
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extensive use of review sessions, videotape, slides, i 
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for Psychiatrists; |nave enclosedachec fo: $52 5C 
payable to “Clinical Neurology”. 


Please send me additional informaticr cbout 
the eleventh annual Clinical Neuroloc y 
for Psychiatrists. 


practice questions and Dr. Kaufman's textbook, Clinical 
Neurology for Psychiatrists, participants cover: CT, EEG and 
CSF analysis; dementia, memory disorders, aphasia, 
anosognosia, and other perceptual disorders; partial 
complex and other seizures; neurotransmitter basis of 
pain; and mental as well as physical effects of dominant 
and nondominant hemisphere, spinal cord, and peripheral 
nervous system injuries. 

Accredited By 

American Psychiatnc Association Albert Einstein College of Medicine/ Telephone. se ae 


Department of Neurology & Continuing Montefiore Medical Center office tore 
Medical Education (Approved for 21 Category 1 CME Credits)  — m~ "me me ee me me cum cá o Om 0s TUS HN UAE mm ME UU RM: GEM percent MEE 
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Street -———— eA : 
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The first comprehensive examination of psychiatric administration 
Psychiatric Administration 
A Comprehensive Text for the 


Cliniciam-Executive World War ll. David F. Musto. Recent Developments t tira 
Legislation. 

Edited by 

JOHN A. TALBOTT, M.D. PSYCHIATRIC SERVICES 


Seymour R. Kaplan. The Formal Structures of Psychiatr ( os fl 
tions. Roger Peele and John O. Lipkin. Public Ment] 1 als 
Arthur T. Meyerson. General Hospitals. Robert W Gibso u i. ien 
I, Levenson. Private Psychiatric Hospitals. Pedro Ruizar boa vas 


Cornell University Medical College 
The Payne Whitney Clinic 
New York. New York 


SEYMOUR R. KAPLAN, M.D. T. Tourlentes. Community Mental Health Centers 

Albert Einstein College of Medicine ORGANIZATIONAL AND ADMINISTRATIVE THEORY 

Bronx. New York Alan M. Kraft. Behavioral and Organizational Theories f od R 
Biau. Sociological Theories. Herzl R. Spiro. Psychodyri. 1 do? 


January 1983,4 32 pp., $38.50 


ISBN: 0-8089-1529-0 Be Seymour R. Kaplan. Phases of Development in E». ot. tet 
Order Code: 794501 ER Eaton: 

LEADERSHIP AND TRAINING 
The first comprehensive. multi-authored text on the subject. this Wallen. Banon and Gail M: Baron The PAchiatte d T aov 
long-awaited volume has been compiled to fill a void in the trator. Seymour R. Kaplan. Trainirg for Dior hafta: qi npe 
psychiatric literature. All aspects of the administration of psychiat- teators MilremGreenblatt The PalitesofAdiministtdfzase wae 
ric facilities and services are examined. including organization and Benarroche and Boris Astrachan. Interprofessional Rule £404 
delivery of services. history of psychiatric services. description ol ships. Richard Scott Webster. Susan W. Talbott and Eru i +i sin 
primary settings (publie hospitals. general hospital psychiatrie Administrative Development. Stuart L. Keill, Planning Es tari a 
units. private hospitals. and community mental health centers). Services. Thomas J. Conklin. Quality Assuranee Wt er A 
organizational and administrative theory. aspects ol medical care Hargreaves and C. Clifford Attkisson: Program Evahubor Fiel 
management, facility management, budget and finance. and civil M. Bonn -Averediiatian-cand Regulation of Psychiatric Fo ftis 
and criminal law Zebulon C. Taintor. Automated Data Systems. 
The authors present a detailed overview of the practices involved in FACILITY MANAGEMENT, BUDGET AND FINANCE 


providing mental health care. leading to better understanding ol all 
mental health organizations. Readers will be able to apply the 
lessons gleaned in this volume to their own particular settings. Any 


Frederick D. Raine. Facility Management. Haroutun Y 3 tertan 
Budgeting. Robert C. Brice. Financing of Psychiatric Stis! s 


mental health care professional. whether in hospitals or community THE LAW AND PSYCHIATRY 

services. Inpatient or outpatient services, under public. private or Peter M. Crain. Civil Law. Harvey Bluestone and John ERU 
voluntary auspices, will find this important new book invaluable. Criminal Law. 

CONTENTS: Grune & Stratton, Inc. 

HISTORICAL AND ORGANIZATIONAL PERSPECTIVES G &S Subsidiary of Harcourt Bra.¢ lovanovih Pub. rr 

John A. Talbott. Trends in the Delivery of Psychiatric Services. {11 Fifth Avenue New York NY 1005 sà 


Herbert C. Modlin. M.D.. A History of Mental Health Services Prior to : 3530 
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Postulated Mode of Action 
he postulated mechanism of action 

s that Ludiomil acts primarily by 
blocking reuptake of norepinephrine 
it nerve endings. 2... 
! _impulse 


nlike other antidepressants consid- 

red to be norepinephrine reuptake | 

lockers, Ludiomil exhibits inherent E 1 : 

inxiolytic effects. And, unlike Az o. —— mitochondria 
imitriptyline, Ludiomil does not block 


euptake of serotonin. 
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4 Ludio 
maprotiline H@ 


The efficient antidepressant 


Ludiomil “... acts quickly...and is as effective 
as amitriptyline.’’* 


Cardiovascular reactions are rare 
(arrhythmia, tachycardia heart block less than 1%) 


Low incidence of anticholinergic side effects 


be reduced by initiating therapy at low dosages mg in 
most patients, 25 mg in the elderly. Because of t rugs 
long half-life (average 51 hours), maintain initial dosage for 
two weeks before increasing gradually in 25-mg incre- 
ments. See Contraindications, Precautions, and Dosage 
sections of Prescribing Information for details. 


Seizures have been reported with Ludiomil. M ne 


Other side effects commonly encountered with tricyclic 
antidepressants have also been observed with Ludiomil. 
Please see next page for Brief Summary of Prescribing Information 


"Dell AJ. A comparison of maprotiline (Ludiomil) and amitriptyline (1). J Int Med Res 
1977: 5(4):22-24 





Now available in convenient 
75-mg tablets 


EC T l \ T 
Sar Sw { 2. E 
29 mg 50 mg 75mg 


Ludiomil’ 


maprotiline hydrochloride 
Tablets 
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INDICATIONS AND USAGE 


Ludiomi is indicated for the treatment of depressive Hiness in 
patients with depressive neurosis (dysthvmic disorder) and 
maruc-depressive diness, depressed type imalar depressive 
Gisorder). Ludiomil is also effective for the relief of anxiety as~ 
sociated with depression 


CONTRAINDICATIONS 


Ludiómil is contraindicated in patients hypersensitive to 
LuGiomu and in patiente wih known or suspected seizure dis. 
orders. 1t should not be given concomitantiy with monoamine 
oxidase (MAQ inhibitors. A minimum of 14 days should be al- 
lowed to elapse after discontinuation of MAO inhibitors before 
treatment with Ludiomil is initiated. Effects should be moni 
torsd with Gradual increase im dosage until optimum response 
is achieved The drug is not recommended for use during the 
acute phase of myocardial infarction 


WARNINGS — " 


Extreme caution should be used when this drug is given to 

patients with 3 history of myocardial infarction; 

—patients wih a history or presence of cardiovascular disease 
because of the possibitity of conduction defects, arrhythmias, 
myacardiat infarction, strokes and tachycardia 


PRECAUTIONS 


General: The possibility of suicide in seriously depressed pa- 
uentis inherent in their iliness and may persist until signif- 
cant remission occurs. Therefore, patients must be carefully 


, supervised during ali phases of treatment with Ludiomit, and 


* 


prescuptions should oe wntten for the smallest number of tab- 
iets consistent with good patient management. 

Serrures have been reported in patients treated with 
Ludiomi. These have occurred in patients both with and 
without a past history of seizures. While it must be noted 
that a cause-and-effect relationship has not been established. 
the risk ol seizures may be reduced by mitiating therapy at 

iow dosage. Because o the long half-life of Ludiomil (average 
51 hours} initial dosage should be maintained for two weeks 


O 


maprotiline HCl 


A single-entity agent with inherent anxiolytic 
properties — not added as with fixed 


combinations. 


belare being raised gradually in smail increments (see DOSAGE 
AND ADMINISTRATION). 

Hypomanic or manic episodes have been known te occur in 
some patients taking tricyclic ánbidepressant drugs, particu- 
iany in patients with cyclic disorders. Such occurrences have 
aso been noted, rarely, with Ludiomi. 

Prior to elective surgery, Ludiomil should be discontinued for 
a8 iong as clinically feasibie, since little is known about the in- 
teraction between Ludiome and general anesthetics 

Lugami should be administered with caution in patients 
with increased intraocular pressure, history of urinary reten- 
tion, or history af narraw-angie glaucoma because of the 
drug s anticholinergic properties 
information far Patients: Warn patients to exercise caution 
about potentially hazardous tasks, or operating automobiles 
or machinery since the drug may impair mental and/or physi- 
cal abilities. 

Ludiomil may enhance the response to alcohol, barbitu- 
rales, and other CNS depressants, requiring appropriate 
caution of administration 
Laboratory Tests: Although nol observed with Ludiomil, the 
drug should be discontinued if there s evidence of pathologic 
neutrophil depression. Leukocyte and differentia! counts 
should be performed in patients who develop fever and sore 
throat during therapy. 

Drug Interactions: Close supervision and careful adiustment 
of dosage are required when administering Ludiomil concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects 

Concurrent administration of Ludoni! with electroshaock 
therapy should be avoided because of the lack of expenence 
in this area 

Caution should be exercised when administering Ludiomil 
to hyperthyroid patients or those on thyroid medication be- 
Cause of the possibility af enhanced potential for 
carüiovasculat toxicity of Ludiami 

Ludiomi should be used with caution in patients receiving 
guanethidine or similar agents since i£ may block the pharma- 
cologic effects of these drugs. 

iSee information far Patients | 
Carcinogenesis, Mulagenesis, impairment of Fertility: Car 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. No drug- or dose-related occur 
rence of carcinogenesis was evident in rats receiving daily 
ore! doses up to 60 mg/ka of Ludiomil for eighteen months or 
in dogs receiving daily oral doses up to 30 mg/kg of Ludiomi 
for one year. in addition, no evidence of mutagenic activity 
was found in offspring of female mice mated with males 
treated with up to 50 times the maximum daily human dose. 
Pregnancy Category B: Reproduction studies have been per 
formed m femaie laboratory rabbits. mice, and rats at doses 
upio 13, 7, and 9 times the maximum daily human dose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomit, There are. however. no 
adequate and welt-controtled studies in pregnant women. Be- 
Cause animal reproduction studies are not always predictive of 
human response, this drug should be used during pregnancy 
ently il clearly needed. : 

Labor and Delivery: Although the effect of Ludiomi on labor 
and delivery is unknown, caution should be exercised as with 





any drug with CNS depressant action 

Nursing Mothers: Ludiomit is excreted in begast mik. At steady 
state, the concentrations in milk correspond closely to the corn- 
centrations in whole blood. Caution should be exercised when 
Ludiomi is admimistered to a nursing woman 

Pediatric Use: Salety and elfectiveness in children below the 
age of 18 have not been established 


ADVERSE REACTIONS 


The following adverse reactions have been eoted with 
Ludiomil aid are generaily similar to those abserved with 
ricyclic antidepressants. 
Cardiovaseular: Rare occurrences of hypotension, hyperten- 
Sion, tachycardia. palpitation, arrythmia, heart block, and 
syncope have been reported with Ludiomü 
Psychiatrie: Nervousness (895), anxiety (355), insomnia 
(2%), and agitation (295); rarely, confusional states (especially 
in the eideuyl, hallucinations, disarientation, delusions, rest 
iessnass, rightmares. hypomania. mania, exacerbation of 
psychosis, decrease in memory and feelings of unreality 
Neurological: Drowsiness 16%}. dizziness 1894), tremor 
(3%), and, rarely. numbness, tingling, moter hyperactivity, 
akathisia, seizures, EEG alterations, tinnitus. extrapyramidat 
symptoms. ataxia, and dysarthria 
Antichalinergic: Dry mouth (22%). constipation (6%), and 
blurred vision (4%): rarely, accommodation disturbances, 
myüriasis, urinary retention, and delayed mucturitian 
Allergic: Rare instances of skin rash, petechiae, itching. 
photosensiization, edema, and drug fever 
Gastrointestinal: Nausea (2%) and, rarely, vomiting. epigas- 
ing distress, diarrhea, bitter taste, abdominal cramps and 
dysphagia 
Endocrine: Rare instances of increased or decreased libido, 
impotence, and elevation cr depression of mood sugar levels 
Dther: Weakness and fatigue (4%) and headache (4951; rarely. 
altered Hiver function, jaundice, weight foss or gain, excessive 
perspiratior, flushing, unnary frequency, increased salivation, 
and nasal congestion 
Note: Although the following adverse reactions have not been 
reported wich Ludiomit, its pharmacologic similarity to tricycuc 
antidepressants requires that each reaction te considered 
when admiristenng Ludiomd 
«Hone matrow depression, including agranulocytosis. 
&osinaph ha. purpura. and thrombocytopenia, myocardial 
infarction, stroke, peripheral neuropathy, sublingual 
adenitis, olack tongue, stomatitis, paralyne deus. n 
gynecomastia in the male, breast enlargement and galac- 
torrhea ir the female, and testicular swelliag 
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CIBA Pharmaceutical Company 
Division of CIBA-GEIGY Corporation 
Summit, New Jersey 07901 


Consult complete product erature 


before prescribing. 117 5849-4 
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ARE AMANTADINE HCI] 

In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 

These same studies confirm that SYMMETREL is 
comparable to Artane® (trihexyphenidyl HC) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 

Efficacy. With less incidence of troublesome atropine- 
like side effects. And, iii more p for 
patient compliance. | ous on tie. Endo Laboratories. e 
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BRIEF SUMMARY OF PRESCRIBING INFORMATION 

INDICATIONS. Parkinson s D Isease/Syngr ome and Drug-induced Extrapyramidat Reac- 
fons SYMMETREL is indicated in the treatment of idiopathic Parkinsons vs disease (Paral. 
yas Agntans), postencephailt ic parkinsonism , drug-induced « extrapyramidal Ead 
symptomatic parnsonism whi ich may follow i injury to the nervous system by carbon mon- 
Me intoxicaton. Hisindicated i n those eidery pane ents believed to develop ae ance 














1 associe ;erebral attenosclerosis In the treatment of Parkinson oo 

YMME TREL 1S les is effect ve than levodopa. (3-6 4-dihydroxyphenyt)- Lalanne, and its 
ncacy 4 On with tne anticholinergic anbipanenson drugs has not yet been e p 
shed. Although antichobinergu ype side effects have been noted with SYMMETREL « 


4880 in patients wih drug-induced extrapyramidal reactions, there is a lower incide nce pu 
these aide effects than that observed with anticholinergic antiparkansc jn drugs 
CONTRAINDICATIONS. SY MMETREL is contraindicated in patients with known hypersen- 
siaty to the drug. 

WARNINGS. Patients with a history of epilepsy o 
ciosety lor possible increased seizure activily 
onis with a history of congestive heart fadure ot penpha 


ents who developed congestive heart lature while recen 
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abruptiy since a few patients wilh Parkinson's disease expenenced a parkinsonian crisis, 
Le. a Sugden marked cinical deter ARON, when this mer T ion was suddeniy stopped 
The dose of anticholinergic dr ugs o a of SYMMETREL shouid be reduced if atropine-like 
effects appear when these drugs are ISP Cconcurrentiy 

The dose of SYMMETREL may s renal adjustment in patients with renal impair 
ment. congestive hean talue. peniph edema, or orthosta Sue hypotension. Since 
SYMMETREL is not metaboliz 
when renai funcionis madequate 

Care should Ge exerci Se ! adirminister B SYMMETREL to palients with iver dis- 
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Born in 1982... 





his troubles may 
have begun 


in 1889... 
in 1782... 
in 1682... 


or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inheritec 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal! 
past. A promise for the future 
from the March of Dimes. 


March of Dimes 


EMEN BIRTH DEFECTS FOUNDATION IEEE 
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“HUA took a lot of the probiems. 
.-. Outof starting my own practice: 


Dr. Kenneth Nelson, M.D., Hobbs, New Mexico 




























“There are a lot of problems in setting up a 
practice they just don't teach you in medical 
school! HCA helped me avoid many of them in 
starting my psychiatric practice here in Hobbs. 

à They helped in getting the tools | needed, 

À such as locating an office, and they wet 

out of their way to prepare the rest of 1 

medical community for my arriva 


(D 


"But more than that, lm in a situation 
where there is a real need for my skills, 
and the town supports me. | helped de: 
sign and build our psychiatric unit, ang 


l've become medical director of this un 
Quite simply, HCA offered me maximt 
professional challenge and satisfaction 
while giving me a 'road map' to avoid many 
start-up pitfalls.” 

For information on how HCA can help yot 
send your curriculum vitae and geographica 
and professional preferences, in confidence 
to Charles M. Wooden, Professional Rela 
tions, HCA, P.O. Box 550, Nashville, TN 
37202. Or call toll-free, 1-800-251-2561. 
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VALIUM: (diazepam/Roche) IN THE 
FOREFRONT OF NEURORECEPTOR RESEARCH 





Artist's concept of neurotransmitter 
being released into synaptic cleft and 
impinging on receptor sites 


Copyright © 1982 by Roche Products Inc. All rights reserved. 





Opening new investigative pathways 
-into where and how Valium (diazepam/Roche) exerts 
its distinctive antianxiety action 


New discoveries in receptor research have Under especially intense investigations are the 
stimulated the search for endogenous brain sub- GABA receptors and the benzodiazepine binding 
. stances that may be involved in the mediation of sites themselves—apparently constellations of 
« anxiety.’ It has been further theorized that these closely linked but not identical structures.* 
substances may act as ligands that bind to Future implications for improved therapy. 


the same or similar sites as do benzodiazepine mole- |n future work, Roche researchers and other scien- 
cules® —binding sitos early identified with the use tists hope to identify and characterize various differ- 
of *H-diazepam.°” These binding sites are now ential sites in the brain, which may result in more 


postulated to be benzodiazepine receptors, since fic. diaanosti sidere ie ira t 
x^ ineobillly of benzodiazepines fo bind with the siles — "Per" c cerise nc Ne epi 


appears to correlate with their clinical effects.?^5 
Present investigations into clinical relevance 
of binding sites. Laboratories at Roche have 
conducted research to identify and isolate sub- 
stances that may prove to be endogenous ligands, 


but no definitive identification has yet been made. eng, s mg, 10-mg cenae tanes 
Researchers are also studying substances which 
do not bind, but rather interact with the benzo- e 
diazepine binding sites—most notably 
gamma-aminobutyric acid (GABA)— di J R 
and are postulated to mediate certain 1azepain oche 
pharmacologic and clinical 


benzodiazepine effects.249-0 THE RESEARCH AND CLINICAL LEADER 

















Please see brief summary of product information 3 
and references on the following page e" 
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VALIUM © 
(diazepam/ Roche) 








Before prescribing, please consult complete product information, 
a summary of which follows: 
indications: Management of anxiety disorders, or short-term relief of 
mptoms of anxiety, Anxiety or tension associated with the stress of every- 
ay life usually does not require treatment with an anxiolytic. Symptomatic 
relief of acute agitation, tremor, delirium tremens and hallucinosis due to 
acute aicohol withdrawal; adjunctively in skeletal muscle spasm due to 
reflex spasm to local pathology; spasticity caused by upper motor neuron 
edendi athetosis; stiff-man syndrome; convulsive disorders (not as sole 
apy). 
The effectiveness of Valium in long-term use, that is, more than 4 months, 
has not been assessed by systematic clinical studies. The physician should 
periodically reassess the usefulness of the drug for the individual patient. 
Contraindicated: Known hypersensitivity to the drug. Children under 
ó months of age. Acute narrow angle glaucoma; may be used in patients 
with open angle glaucoma who are receiving appropriate therapy. 
Warnings: Not of value in psychotic patients. Caution against hazardous 
oC ions requiring complete mental alermess. When used adjunctively 
in convulsive disorders, possibility of increase in frequency and/or severity 
of grand mal seizures may require increased dosage of standard anticon- 
vulsant medication; abrupt withdrawal may be associated with tempo- 
rary increase in frequency and/or severity of seizures. Advise against simul- 
taneous ingestion of alcohol and other CNS ressants. Withdrawal 
symptoms similar to those with barbiturates and alcohol have been 
observed with abrupt discontinuation, usually limited to extended use and 
excessive doses. infrequently, milder withdrawal symptoms have been 
reported following abrupt discontinuation of benzodiazepines after con- 
tinuous use, generally at higher therapeutic levels, for at least several 
months, After extended therapy, gradually taper dosage. Keep addiction- 
prone individuals under careful surveillance because of their predisposi- 
tion to habituation and dependence. 
Usage in Pregnancy: Use of minor tranquilizers during first 
trimester should almost always be avoided because of 
increased risk of congenital malformations as suggested 
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in several studies. Consider possibility of pregnancy when 

instituting ey advise patients to discuss therapy if they 

intend to or do become pregnant. 
Precautions: If combined with other psychotropics or anticonvulsants. 
consider carefully pharmacology of agents employed; drugs such as 
phenothiazines, narcotics, barbiturates, MAO inhibitors and other antide- 
pressants may potentiate its action. Usual precautions indicated in 
oe severely depressed, or with latent depression, or with suicidal 
endencies. Observe usual precautions in impaired renal or ic func- 
fion. Limit dosage to smallest effective amount in elderly and litated 
to preciude ataxia or oversedation. 
The clearance of Valium and certain other benzodiazepines can be 
delayed in association with Tagamet (cimetidine) administration. The clini- 
cal significance of this is uncleor. 
Side Effects: Drowsiness, confusion, diplopia, hypotension, changes in 
libido, nausea, fatigue. depression, dysarthria, jaundice, skin rash, ataxia, 
constipation, headache. incontinence, changes in salivation, slurred 
speech, tremor, vertigo, urinary retention, blurred vision. Paradoxical reac- 
tions such as acute hyperexcited states, anxiety, haltucinations, increased 
muscie spasticity, insomnia, rage, sleep disturbances, stimulation have 
been reported; should these occur, discontinue drug. Isolated reports of 
neutropenia, jaundice; periodic blood counts and liver function tests 
advisable during long-term therapy. 
Dosage: Individualize for maximum beneficial effect. Adults: Anxiety dis- 
orders, symptoms of anxiety, 2 to 10 mg bii.d. to qi.d.; alcoholism, 10 mg 
Lid. or aid. in first 24 hours, then 5 tid. or ald. as needed; adiunc- 
tively in skeletal muscle soasm, 2 to 10 mg t.i.d. or a.id.: adjunctively in 
convulsive disorders, 2 to 10 mg b.i.d. to aid. Geriatric or debilitated 
patients; 2 to 2% mg. 1 or 2 times daily initially. increasing as needed and 
tolerated. (See Aere jede). Children: 1 to 2» mg tid. or aid. initially, 
increasing as needed and tolerated (not for use under 6 months). 
How Supplied: For oral administration, Valium scored tablets—2 mg, 
white; 5 mg, yellow; 10 mg. blue— bottles of 100* and 500;* Prescription 
Paks of 50, available in trays of 10* Tel-E-Dose* packages of 100, avail- 
Ted in ran of 4 reverse-numbered boxes of 25' and in boxes containing 

strips of 10.' 


“Supplied by Roche Products ine., Manati, Puerto Rico 00701 
"Supplied by Roche Laboratories, Division of Hoffmann-La Roche Inc., 
Nutley, New Jersey 07110 


References: 1. Toliman JF ef af: Science 207-274-281, Jan 18, 1980. 
2.'Bunney WE Jr: Psychiatr Ann 1151-15, Jan 1981. 3. Davis JM et al: J Clin 
Psychiatry 42(11) Sec 2:4-44, Nov 1981. 4. Study RE, Barker JL: JAMA 247. 
2147-2151, Apr 16, 1982. 5. Braestrup C, Nielsen M, Olsen CE: Proc Natl Acad 
Sci USA 77:2288-2292, Apr 1980. 6. Bosrnann HB, Case KR, DiStefano P: 
FEBS Lett 82:368-372, Oct 1977. 7. Braestrup C, Albrechtsen R, Squires RF: 
Nature 269:702-704, Oct 20, 1977. 8. Snyder SH: Psychosomatics 22:986- 
989, Nov 1981. 9. Rickels K: J Clin Psychiatry 42(1) Sec 2:40-44, Nov 1981, 
10. Haefely WE: Br J Psychiatry 133:231-238, Sep 1978. 
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Edited by Lester Grinspoon, M.D. 


This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
forth the latest thinking, debate, and research in 
five key areas: 


I. The Psychiatric Aspects of Sexuality 
Virginia A. Sadock, M.D., Preceptor 

ll. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor 

III. Depression in Childhood and Adolescence 
Henry H. Work, M.D., Preceptor 

IV. Law and Psychiatry 

Alan A. Stone, M.D., Preceptor 

V. Borderline and Narcissistic Personality 
Disorders 

Otto F. Kernberg, M.D., Preceptor 


Available from 


American | 
sychiatric 
Press, Inc. 


Department 75 
P.O. Box 19343 
Washington, D.C. 20036 


copies Psychiatry 1982: The American Psychiatric Association 
Annual Review, Publication #P000-9, $38.50. 


(Non-prepaid orders will be invciced with shipping/handling 
charges added.) 
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Compliance comes of age. 


Now Surmontil? (trimipramine maleate) has a big brother. 
Anew high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 
For few problems. 
And greater compliance. 


Because your patients don t need 
any more trouble. 



















HIGH STRENGTH 
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trimipramine maleate 


100" capsules 


mpliance 
f om pm em ience 





25mg 50mg 


* 


100mg 





Before prescribing, please see complete product information, a hypomanic episodes may occur, especially in patients with cyclic- constipation, paralytic ileus; urinary retention, delayed 

summary of which follows: type disorders; Surmontil may have to be discontinued until the epi- dilation of the urinary tract 

CONTRAINDICATIONS: Contraindicated in cases of known hyper- sode is relieved and reinstituted, if required, at lower dosage. Limit Allergic—Skin rash, petechiae pt 

sensitivity to the drug, and during the acute recovery period after concurrent administration of Surmontil and electroconvulsive ther- tion, edema of face and tongue 

myocardial infarction. The possibility of cross-sensitivity to other apy to those patients for whom it is essential. When possible, dis- Hematologic—Bone-marrow fepression including agranulocytosis 

dibenzazepine compounds should be kept in mind. Surmontil (trimi- continue the drug for several days prior to elective surgery. The use eosinophilia; purpura; thrombocytopenia. Leukocyte and differentia 

pramine maleate) should not be given in conjunction with drugs of of alcoholic drinks during therapy may provoke exaggerated — counts should be performed in any patient who develops fever and 

the monoamine oxidase inhibitor (MAOI) class. At least two weeks response. Potentiation of effects has been reported when tricyclic sore throat during therapy; the drug should be discontinued it there 

should elapse between cessation of therapy with an MAO! and insti- antidepressants were administered with sympathomimetic amines, evidence of pathologic neutrophil depressio! 

tution of therapy with Surmontil (trimipramine maleate) local oh a rii gei rane — "— atro- —€—— ro and vomiting " rexia ji 
pine, or drugs with an anticholinergic effect. Drugs having a para- ress, diarrhea, peculiar taste, stomatitis, abdomina k 

WARNINGS: Children: This drug is not recommended for use in chil- — — sympathetic effect, including tricyclic antidepressants, may alter tongue 

dren, since safety and effectiveness in the pediatric age group have ejaculatory response. Endocrine—Gynecomastia in the ast enlai 

not been established. Adults: Use extreme caution in giving the drug Usage in pregnancy: Pregnancy Category C. Surmontil has shown actorrhea in the female; increased or decreased libid 

to patients with evidence of cardiovascular disease. Caution is evidence of embryotoxicity and/or increased incidence of major testicular swelling; elevation or depression of blood 

advised in patients with: increased intraocular pressure, history of anomalies in rats or rabbits at doses 20 times the human dose. There © Other—Jaundice (simulating obstructive), altered liver funci 

urinary retention, narrow-angle glaucoma, ve disorder, hyper- are no adequate and well-controlled studies in pregnant women. Sur- weight gain or loss. perspiration; flushing. urinary f P, drow 

thyroidism, a need for thyroid medication. In patients receiving montil should be used during pregnancy only if the potential benefit siness, dizziness, weakness, and fatique; headache swellin 

guanethidine or similar agents, Surmontil may block the pharmaco- justifies the potential risk to the fetus alopecia 

logic effects of these drugs. Warn patients that the drug may impair Cardiovascular—Hypotension, hypertension, tachycardia, palpita- Withdrawal Symptoms— Though not indicative of a brup 

the mental or physical abilities required for driving or performing tion, myocardial infarction, arrhythmias, heart block, stroke cessation of treatment after prolonged therapy may p ausea 

other potentially hazardous tasks Psychiatric—Confusional states (especially in the elderly) with hallu- ^ headache, and malaise 

PRECAUTIONS: Because of an inherently serious suicide potential, cinations, disorientation, delusions; anxiety, restlessness, agitation; SUPPLIED: 25 mg in bottles of 100 opaque blue ani w caj 


the nonhospitalized severly depressed patient should be given the 
smallest drug amount feasible. In schizophrenic patients, activation 
of the psychosis may occur and require reduction of dosage or the 
addition of a major tranquilizer to the medication schedule. Manic or 
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insomnia and nightmares; hypomania; exacerbation of psychosis. 
Neurologic—Numbness, tingling, paresthesias of extremities; 
incoordination, ataxia, tremors; peripheral neuropathy; extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns; tinnitus 
Anticholinergic—Dry mouth and, rarely, associated sublingual 
adenitis; blurred vision, disturbances of accommodation, mydriasis, 


sules, 50 mg in bottles of 100 opaque blue and 


mg in bottles of 100 opaque blue and white 


IVES LABORATORIES INC. 
685 Third Avenue, New 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 

" These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they weara variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 


long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 


schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 

moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 


times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 






Right at the start — right 
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* Marked sedation is rare; some instances of drowsiness have Bren reperto, 


Please see following page for brief summary of prescribing informason. 


* 











HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 













The only neuroleptic many psychotic 
patients may ever need 


e Rapid relief of core 
psychotic symptoms 


e Effective for both initial : 
and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


*See Brief Summary of Prescribing 
information below for 
contraindications, wa*nings, 
precautions and adverse reactions. 






acceptability. 2 mg per ml did 
haloperidol (as the lactate). HALDOL 
HALOPERIDOL 
CONCENTRATE 
2 mg. per ml. HALDOLS? tablets 
P TT (haloperidol) 
in 6 different strengths, for 
HALDOL® (haloperidol) convenience in individualizing 
sterile injection + Pre-filled Syringe dosage. 


for rapid control (often within hours) 
in acutely agitated patients. 5 mg 
aloperido (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, d lactic acid 
br Bede to 3.0-3.6. 


Brief Summary of Prescribing information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Sale use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium pius haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 


General: Bronchopneumonia, somehmes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especiaily in the elderiy. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks of driving may be impaired. Alcoho! should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of angina! pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may biock its vasopressor activity 
and paradoxical further lowering of blood pressure may occur): (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione), Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
Symptoms may occur. Intraocular pressure may increase when anticholinergic drugs. including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood Swing to depression. Severe neurotox- 
icity may Occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
oreast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
ion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
seen reported, the clinical significance of elevated serum prolactin levels is unknown for most 
Jatients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
Stration of neuroleptic drugs. Neither clinical studies nor epiderniologic studies conducted to 
late, however, have shown an association between chronic administration of these drugs and 
nammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
his time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
ilergiC4ype reactions (including bronchial asthma) in certain susceptible individuals, espe- 
:ially in those who have aspirin hypersens:tivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
jal} reactions have been reported frequentty. often during the first few days of treatment. Gen- 
rally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
isuaily reversible. Other types of neuromuscular reactions (motor restlessness. dystonia, 
ikathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
juently, but were often more severe. Severe extrapyramidal reactions have been reported at 
elatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
elatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
anson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
irug may have to be discontinued in such cases. 


Vifhdrawal Emergent Neurological Signs: Abrupt discontinuation ot short-term antipsychotic 
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“amg Img 2 mg 5 mg 10mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dySkinetic signs after abrupt withdrawal. in certain cases these are indistinguishable 
frorn "Persistent Tardive Dyskinesia " except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Cyskinesia: As with all antipsychotic agents HALDOL nas been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restiessness, anxiety, euphoria, agitation. drowsiness, depres- 
sion, lethargy. headache, contusion. vertigo, grand mal seizures, and exacerbation of psy- 
chaotic symptoms including hallucinations, end catatonic-like behavioral states which may be 
responsive fo drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: ^s with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Resorts of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia. or a tendency toward lympho- 
monocytosis, agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation. breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycernia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation. diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: | aryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexoected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mire detinitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patents when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol! is 
administered or prescribed. 


The injectable form is intended only for acu‘ely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 mi) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. *MCN 1982 


References: 1. Pepper B, Kirshner MC, Ryglew cz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32°7). 463-469. 1981.2. Darling =F: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7): 364-367 1973. 

3. Tobin JM, Robinson GMH: Doubie-blind comparison of hatoperidol and thiothixene with 
atter-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3) 168-174, 1980. 
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The “Burnout” Syndrome 


Burnout, which emerged as a recog- 
nized medical syndrome some ten years 
ago, is characterized by exhaustion on 
all levels —physical, emotional and atti- 
tudinal. Research has shown that both 
physicians and pharmacists are more 
prone than the general public to stress 
and burnout because of heavy profes- 
sional and emotional demands intrinsic 
to their occupations. Failure to recog- 
nize the insidious signs of impending 
burnout and to take the steps neces- 
sary to alleviate the high level of contin- 
ual pressures may culminate in 
impaired performance, fatigue, insom- 
nia, depression, increased susceptibil- 
ity to physical illnesses, alcoholism, 
chemical addiction and even suicide. '? 

The following quick self-test devel- 
oped by an Atlanta psychiatrist, Dr. 
Alfred Messer, ' will help you determine 
if you have the symptoms often asso- 
ciated with an impending burnout 
syndrome. 

Of course, everyone experiences 
one or more of these symptoms at one 
time or another, and usually they will 
pass, but “warning signals should not 
be ignored; says psychiatrist Dr. 
Charles Carluccio, who is involved in 
his hospital's stress-related disorder 
center.’ 

References 

1. Halenar JF:Med Economics 58:148-161, 
Oct 26, 1981. 

2. Chi J: Drug Topics 126:26-33, Mar 1, 1982. 
3. McCue JD: N Engl J Med 306(8):458-463, 
Feb 25, 1982. 

If you would like further informa- 
tion on the "burnout" syndrome in the 
health-care professional, causes and 
management, ask your Roche repre- 
sentative or write to me: Bruce H. 
Medd, M.D., Assistant Vice President 
and Director, Professional and Market- 
ing Services, Roche Laboratories, Divi- 
sion of Hoffmann-La Roche Inc., Nutley, 
New Jersey 07110. 


Roche Laboratories 
Division of Hoffmann-La Roche Inc. 
Nutley, New Jersey 07110 
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toms with one point for mild, two for moderate and three: 
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20-56: This range indicates a possible problem tr 
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Points 

PHYSICAL (circle if 
SYMPTOMS applicable} 
Fatigue 2 
Insomnia 3 
Headache 2 
Backache 1 
Gl problems 2 
Weight loss or gain 1 
Shortness of breath — 1 
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Bored 
Restless 
Stagnating 


Obsessed 
Depressed 
BEHAVIORAL 
irritable 4 
Unable to enjoy or 
compliment colleagues" 
successes 

Cynical 

Defensive 

Faultfinding 

Dependent on aicoho! 5 
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A more rapid onset of 
action than with 


amitriptyline or imipramine 


Major symptom improvement within 4-7 days has 


been common. In over 80% of responsive patients, 


improvement occurs within two weeks. 


Rapid relief of anxiety 
or agitation associated 
with depression 


No serious cardiotoxicity 
and a low incidence 
of anticholinergic effects 


Less than 1% incidence of hypertension, syn- 
cope, or tachycardia was seen in 11 years of 
clinical trials. This finding is generally supported 
by broader clinical experience. Anticholinergic 
effects were infrequent: dry mouth (14%), 
constipation (12%), and blurred vision (796). 
Antidepressants are not recommended for use 
during the acute recovery phase following myo- 
cardial infarction. Rarely, extrapyramidal side 
effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 

to treatment with amoxapine. 


Asendin 


VEN BER STANDARD... 
LLION PRESCRIPTIONS 
ALREADY FILLED* 


*Data from National Prescription 
Audit, IMS America, Ltd 
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See ASENDIN prescribing information on next page for indications, warnings, and precautions, and for more detailed information concerning side effecis. 








Amoxapine «> 


For relief of depression that often begins ~= 
in days, not weeks, with fewer safety concems 


ASENDIN" 

Amoxapine 

TABLETS 

VÀ Depot: NSN 6505-01-111-21954 50 mg. —(100's} 
NSN G6505-01-111-3194A 100 mp —(100's) 


DESCRIPTION 
ASENDIN amoxapine ss an antidepressant ot the dibenzoxazepine class. chemically distinct from the éhenzazepines. dibenzocyclo- 
heptenes, and dibenzoxepiaes 


It i$ designated chemically as 2-chloro- 11-( t-piperazinylidibenz-(b.f] 1. 4loxazepine. The molecular wesght s 313.8. The empincal 
formula i$ Ci; Hue CINSO 


ASENDIN is supphed for oral administration as 50 mg, 100 mg. and 150 mg tablets 


CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its action. The mechanism of its clinical action in man is ao! wel 
understood in animals, amoxapine reduced the uptake of norepinephrine and serotonin and blocked the response of dopamine 
receptors to dopamine Amoxapine is not a monoamine oxidase inhibitor 


ASENDIN i5 absorbed rapidly and reaches peak blood levels approximately 90 minutes after ingestion. Its almost completely metab- 
lized. The main route of excretion is the kidney. /n vitro tests show that amoxapine binding to human serum is approximately 90% 


in man, amoxapine serum concentration declines with a hail-life of eight hours. However, the maior metabolite. &-hydroxyamoxap- 
ine. has a broiagic haif-tfe of 30 hours. Metabolites are excreted in the urine « conjugated form as glucuron:des 


Cünica! studies have demonstrated that ASENDIN has a more rapid onset of action than ether amitriptyline or imipramine. The inital 
Clinica! effect may occur within four to seven days and occurs within two weeks in aver 80% of responders 


INDICATIONS AND USAGE 
ASENDIN is indicated for the relief of symptoms of depression in patients with neurone or reactive depressive disorders as weil as 
endogenous and psychotic depressions. 1t is indicated for depression accompanied by anuety or agitation 


CONTRAINDICATIONS 

ASENDIN is contramdicated in patients who have shown pror hypersensitivity to dibenzoxazepine Compounds it shouid not be given 
concomitantiy with monoamine oxidase inhibitors. Hyperpyretic crises, severe convulsions. and deaths have occurred in patents 
receiving tricycle antidepressants and monoamine oxidase inhibitors simultaneously. When it is desired to replace a moncamine oxi- 
dase inhibitor with ASENDIN, a minimum of 14 days should be allowed to elapse after the former is discontinued ASENDIN should 
then be initiated cautiously with gradual increase in dosage until optimum response is achieved. The drug is aot recommended for 
use during the acute recovery phase following myocardial infarction 


WARNINGS 

ASENDIN should be used with caution in patients with a history of urinary retention, angle-closure glaucoma or increased intraocular 
pressure. Patients with cardiovascular disorders should be watched closely. Tricyclic antidepressant drugs. particularly when given in 
high doses, can induce sinus tachycardia. changes in conduction time. and arrhythmias. Myocardial infarction and stroke have been 

reported with drugs of this class 


Extreme caution shouid be used m treating patients with a history of convulsive disorder or those with overt or latent seizure 
disorders 


PRECAUTIONS 

General’ in prescribing the drug :t should be borse in mind that the possibility of suicide is inherent in asy Severe depression, and 
persists unti! a significant remission occurs. the drug should be dispensed in the smallest suitable amount. Manic depressive patients 
may expenence a shift to the manic phase. Schizaphreme patients may develop increased symptoms of 3sychosis; patients with par- 
anoid symptomatology may have an exaggeration of such symptoms. This may require reduction of dosage or the addition of a major 
tranquilizer to the therapeutic regimen. Antidepressant drugs can cause skin rashes and/or "drug fever" in susceptible indivddals 
These allergic reactions may. in fare cases, be severe. They are more likely to occur during the first few days of treatment, but may 
aise Occur (ater. ASENDIN shouid be discontinued if rash and/or fever develop Amoxapine possesses a degree of Capamine-blociong 
activity which may cause extrapyramidal symptoms in < 1% of patients. Rarely, symptoms indicative of tardive dyskinesia have been 
reported, possibly related to treatment with amoxapine 


information for the patient: Patients should be warned of the possibility of drowsiness that may impair performance of potentially 
hazardous tasks such as driving an automobile or operating machinery 


Drug interactions: See "Contraindications" about concurrent usage of tricycle antidepressants and monoamine oxidase inhibitors 
Paral yh ileus may occur in patients taking tncyciic antidepressants in combination with anticholinergic drugs ASENDIN may 
enhance the response to alcoho! and the effects of barbiturates and other CNS depressants. 


Therapeutic interactions: Concurrent administration with electroshock therapy may increase the hazards associated with such 
therapy 

Carcinogenesis, impairment of fertility. in a 21-month tonicity study at three dose ievels in rats. pancreatic istet cell hyperplasia 
occurred with slightly increased incidence at doses 5-10 times the human dose. Pancreatic adenocarcinoma was detected in low ne- 
dence in fhe mid-dose group only. and may possibly have resulted from endocrine-mediated organ hypertunction. The significance of 
these findings to man «s sot known. 


Treatment of maie rats with 5- 10 times the human dose resulted in a slight decrease in the number of fertile matings. Female rats 
receiving orai doses within the therapeutic range displayed a reversible increase in estrous cycle length. 


Pregnancy Pregnancy category C Studies performed in mice. rats, and rabbits have demonstrated no evidence of teratogenic effect 
due to ASENDIN Embryotoxicity was seen in rats and rabbits given oral doses approximating the human dose. Fetotoxic effects 
(intrauterine death, stilbirth, decreased birth we:ght} were seen in animals studied at oral doses 3-10 times the human dose. 
Decreased postnatal survival (between days 0-4) was demonstrated in the offspring of rats at 5-10 times the human dose. There are 
no adequate and weli controlled studies «à pregnant women. ASENDIN should be used during pregnancy anly i the potential benefit 
justifies the potential risk to the fetus. 


Nursing mothers. ASENDIN, like many other systemic drugs. is excreted in human milk. Because effects of the drug on infants are 
unknow?, Caution should be exercised when ASENDIN is administered to nursing women. 


Pediatric use: Satety and effectiveness in children below the age of 16 have not been established. 


ADVERSE REACTIONS l mE 
Adverse reactions reported in controled studies in the United States are categorized with respect to incidence below. Following this is 
a listing of reactions known to occur with other an‘idepressant drugs of this class but not reported to date with ASENDIN. 


INCIDENCE GREATER THAN 1% . 
The most frequent types of adverse reactions occurring with ASENDIN in controlled clinical irais were Sedative and anticholinergic: 
these included drowsiness (1459), dry mouth (14%), constipation (12%). and blurred vision (7%). 


Less freguentiy reported reactions were: 

ONS and Newromuscular—anxiely, insomnia, testiessness, nervousness, palpitations, tremors, contusion. excitement, nightmares. 
ataxia, alterations in EEG patterns. 

Aftehgic-—- edema. 

Gasiroitestinai-- nausea. 

Other-—diziness, headache, fatigue, weakness, excessive appetite. increased perspiration 

INCIDENCE LESS THAN 15; 

Anticholinergic— disturbances of accommodation, mydriasis, delayed micturition, urinary retention, nasa! stutfiness. 
Cardiovascular— hypotension. hypertension. syncope, tachycardia. 


Aliergi— drug fever with skin rash, photasensitization, pruritus, rarely vasculitis. 
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CNS and Neuromuscular—tingling, paresthesias of the extremities, tinnitus. disorientation. seizures. hypomania, numbness. 
incoordination. disturbed concentration, extrapyramidal symptoms, including. rarely, tardive dyskinesia. œ 

Hematologic- leukopenia. 

GastroimtesthinalL— epigastric distress, vomiting. flatulence, abdominal pain, peculiar taste, diarriiea. 

Endocrine—increased or decreased libido. impotence, menstrual irregularity, breast enlargement and galactorrhea in the female. 
Qther—lacrimation. weight gain or toss. altered liver function. 


DRUG RELATIONSHIP UNKNOWN 
The foltawing reactions have been reported very rarely. and occurred under uncontrolled circumstances where a drug relationship 
was difficult to assess. These observations are listed tc serve as alerting intormation to physicians. 
Alergi— urticaria and petechiae. 

Anbehounergic—paralytic ileus 

Cardovascular—atal arrhythmias {including atrial fibnllation]. myocardial infarction, stroke. neart block 
CNS and Nevromusculat—hallucinations. nightmares 

Hematoiogic— hrombocytopenia, purpura 

Gastromtestinal-—parotid swelling. 

Endocring-— change in blood glucose levels 

Üther— pancreatitis. hepatitis. jaundice, urinary frequency, testicular swelling, anorexia. 


ADOITIONAL ADVERSE REACTIONS 

The following reactions have been reported with other antidepressant drugs, but not with ASENDIN 
Anticholnergic— sublingual adenitis, dilation of the urigary tract. 

CNS and Neuromuscular--delusions, syndrome of inappropriate ADH secretion 

Hematplogit— agranulocytosis. eosinophiha 

Gastrontestinal-—stomatitis, black tongue 

Endocrine — gynecomastia. 

Qther—alopecia 


OVERDOSAGE 

Signs and Symptoms 

Ina toxic manifestations of ASENDIN overdosage typically are CNS effects: delirium, lethargy wth diminished deen tendon 
reflexes. and/or seizures. Cardiovascular effects, when ‘hey occur, are usually limited to Sinus tachycardia and transient minor EKG 
Changes. Serious hypotension, hypertension, or cardiac arrhythmias are rare. Respiratory acidosis may develop following repeated 
Seizures. and metabolic acidosis has been reported 


important 

Rena! impairment may develop three to five days after substantial overdosage in patients who may appear otherwise recovered. Oii- 
guria, hematuria. and renal faure have been reported. Tubular necrosis and rhabdomyolysis with myoglobinuria may also occur in 
Such cases. Treatment is the same as that for non-drug-induced renal dysfunction. In a limited seres of cases of renal failure follow- 
ing overdosage. 70% have recovered with appropriate treatment. 


in generat, treatment of overdosage must be symptomatic and supportive. i the patient is conscious, induced emesis followed by 
gastric lavage with appropriate precautions to prevent pulmonary aspiration should be accomplishee as soon as possible. Following 
savage. activated charcoal may be administered te reduce absorption. An adequate airway should be established in comatose patients 
and assisted ventilation instituted if necessary. Convulsigns, should they occur, may respond to stasdard anticonvulsant therapy; 
however, barbiturates may potentiate any respiratory depression. Specific treatment should be guided by the predominant symptoms 
which may suggest use o! a particular pharmacologie agent. For example. the slow intravenous adzonistration of physostigmine sali- 
cylate has Deen reported to reverse mast of the serious cardiovascular and CNS effects of overdosage with tricyclic antidepressants. 
Such as cardiac arrhythmias and convulsions. {Avoid raped injection to reduce the possibility of physastigmine-induced convulsions) 
Convulsions may also be treated with intravenous diazepam. Acidosis may be treated by cautious iatravenous administration of 
sodium bicarbonate. 


A patient who has ingested a toxic overdose of a tricyclic antidepressant may remain medically and psychiatrically unstable for sev- 
erai days due to sustained excessive drug levels. Unexpected cardiac deaths have occurred up to sixxdays post-averdose with other 
antidepressants. The QRS interval of the electrocardiogrem appears a reliable correlate of the seventy of overdosage. ifthe QRS 
mterva! exceeds 100 milliseconds anytime during the firs’ 24 hours after overdose, cardiac function should be continually monitored 
tor five or Six days. {Prolongation of the QRS interval beyond 100 milliseconds has not been reported with ASENDIN over-dosage. 
and there have been no deaths due to orimary cardiac toxicity.) 


The smatiest estimated lethal overdose reported has been 2.6 grams. On the other hand. some patients have survived much larger 
overdoses. Age and physical condition of the patient, concomitant ingestion of other drugs, and es3icially the interval between drug 
gestion and initiation of emergency treatment, are important determining factors in the probability af survival, 


DOSAGE AND ADMINISTRATION . 

EHective dosage of ASENDIN may vary from one patient t another. Usual effective dosage is 200 mg to 300 mg daily. Three weeks 
constitutes an adequate period of trial providing dosage has reached 300 mg daily (or lower level of tolerance) for at least two weeks. 
if no response is seen at 300 mg, dosage may be increased. depending upon tolerance, up to 400 ra daily. Hospitalized patients 
who have been refractory to antidepressant therapy and who have no history of convulsive seizures may have dosage raised tay- 
tiously up to 600 mg tay in divided doses. 


ASENDIN may be given in a single daily dose. not to exceed 300 mg. preferably at bedtime. I the total daily dosage exceeds 300 mg, 
it should be given in divided doses. 

Initia! Dosage for Adults: Usual starting dosage is 50 mg two or three times daily Depending upon to'erance, dosage may be 
increased to 100 mg two or three times daily by the end ot the first week. (initial dosage of 300 mg aiy may be given. but notable 
Sedation may occur in some patients during the first few days of therapy at this level.) Increases above 300 mg daily should be made 
only 1 300 mg daily has been ineffective during a trial period of af least two weeks. When effective desage is established, the drug 
may be given in a single dose (not to exceed 300 mg) at bedtime. 


Eiderly Patients: in general, lower dosages are recommended for these patients. Recommended Staring dosage of ASENDIN is 
29mg two of three times daily. If no intolerance is observed, dosage may be increased by the end of the first week to 50 mg two or 
three times daily. Although 100—150 mg daily may be adequate for many elderly patients, some may require higher dosage. Careful 
increases up to 300 mg daily are indicated in such cases. 


Once an effective dosage is established. ASENDIN may coavenriently be given in a single bedtime dose, not to exceed 300 mg. 


Maintenance: Recommended maintenance dosage of ASENDIN is the lowest dose that will maintain remission. 1f symptoms reap- 
pear, dosage should be increased to the earlier lave! until taey are controlled. 


For maintenance therapy at dosages of 300 mg or less, a sngle dose at bedtime is recommended. 


HOW SUPPLIED 
ASENDIN Amoxapine Tablets are supplied as follows: l . l 
30 mg— Orange. heptagon-shaped tablets, engraved on one side with LL above 50 and with A15 on ma other scored side. 
(Product No. NDC 0005-5390-23].— bottes of 100 
(Product No. NDC 0005-5390-31 )— bottles of 500 
Product No. NDC 0005-5390-60)-—10 x 10 Unit Dose 
100 mg— 8iue, Pray n-shaped tablets, engraved on one side with LL above 100 and with A17 on the other scored side. 
ies No. NOC or bottles of 100 
Product No. NDC 0005-5391-60}— 10 x 10 Unit Dose 
150 mg-— Peach, heptagon-shaped tablets, engraved on one side with LL above 150 and with A18 on The other scored side. 
(Product Na. NDC 0005-5392-38)— 5ottles of 30 
Store at Controlled Room Temperature 5-30°C (59--86^F) 
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The Quick Reference to the 
Diagnostic Criteria from DSM-III 
is now easier to use with a 
SPIRALBOUND format! 
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The NEW Desk Reference to DSM-III contains 
all of the same information as the Quick Reference—the diagnostic criteria, a listing of the most 
important conditions to be considered in the differential diagnosis, and the decision trees—but in 
response to popular demand, new features have been designed into it: 


e It is SPIRALBOUND to lie open and flat 
e The full classification is displayed on a single ORDER FORM 
fold-out sheet copies Desk Reference to DSM-III *42-046-7 


; eri ; : (Spiralbound) $15.00. 
* A new alphabetical listing helps you pinpoint (AIL orders must be-Deenald) 








the code number promptly l Amount of order $. 1 (Please add shipping/handling 
* A larger page size permits more convenient charge of $1.50) — Total amount of order $ : 
groupings of the diagnostic criteria. My check (payable to American Psychiatric Press, Inc.) is enclosed. 
Mail Order Form to: Ship my book(s) to: 
American EM 5 
SVC iatri P.O. Box 19343 ame 
De EE Washington, D.C. 20036 
I i Address 
Or, for Master Card or VISA orders over $35, call 
1-800-368-5777 (in Washington, D.C. call 797-4996) City/State/Zip 
375} 
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A unique instructional program for psychiat- 
ric educators. The vignettes are useful in 
residency training, grand rounds, and con- 
tinuing medical education. This learning pro- 
gram is designed to stimulate discussion by 
portraying stereotypic attitudes regarding 
treating the chronically mentally ill. The goal 
of the videotape is to foster attitude change 
and improved patient care for the chronically 
mentally disabled. ; 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL is a videotaped 
learning program consisting of 12 vignettes and 
a Discussion Leader's Guide. The learning pro- 
gram will help viewers to: 


e Identify feelings and values 


e Stimulate discussion regarding the chronically 
.mentaily ill 


« Develop problem-solving solutions 


The Discussion Leader's Guide offers sugges- 
tions for using the vignettes in small group 
discussions, and in addition, includes a descrip- 
tion of the individual vignettes. 


Instructional Strategies Include: 


e Establishing learning objectives 
e Hole-playing 
° Problem-solving approaches 


e Group exercises 


The Bibliography includes excellent background 
references. 


Changing Attitudes 
Toward the 
Chronically Mentally Ill 


Participating Faculty : 
Producer Consultant 

Hugh James Lurie, M.D. Carolyn B. Robinowitz, M.D. 
Clinical Professor of Training Project Director 


Psychiatry and Behavioral EDPE Project 
Sciences Deputy Medical Director 
University of Washington, Director, Office of Education 
Seattle American Psychiatric 
Association 


Production & Editorial 

Consultants 

Barbara L. Lipkin, M.A. 

Jayne Kasarda, M.A.T. 

EDPE Staff 

American Psychiatric 
Association 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL: VIDEOTAPED 
VIGNETTES FOR DISCUSSION consists of 
12 brief vignettes which succinctly focus on 
the feelings of frustration and pessimism often 
found in the care of the chronically mentally 
disabled. The purpose of this learning program is 


to provide structured opportunities for trainees 


and teachers of psychiatry to discuss attitudes, 
assumptions and frustrations experienced in 
treating the chronically mentally ill. The objective 
is to help viewers identify their assumptions 
about this population, and surface negative atti- 
tudes that interfere with good patient care as 
the first step to developing more constructive 
approaches. 


Educators will find this program useful as a tool 
to help identify and modify attitudes toward the 
chronically mentally ill held by trainees and staff. 


ORDER FORM ; 
copies of CHANGING ATTITUDES TOWARD THE CHRONICALLY MENTALLY ILL at $100 per 
packet. Publication #P102-V 
ENCLOSED IS THE TOTAL PAYMENT OF$... . n 
(Non-prepaid orders will be invoiced with shipping/handling charges included.) 
Please be sure to indicate video-cassette format: 


U-Matic Playback 
VHS Playback 


. If you do not know the type of playback equipment, please state name of manufacturer and model number. 


NAME 
ADDRESS 
CITY/STATE/ZIP 


MAIL TO: Publication Sales, American Psychiatric Association, 1400 K Street, N.W., Washington, D.C. 20005 
Prices effective May 1, 1981 and subject to change without notice. 
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 fthioridazine 


TABLETS: 50 mg, 100 m; 
thioridazine HCI "US 
MELLARIL-S* (thioridazine 
100 mg/5 ml: Each 5 ml c 

equivalent to 100 mg thiorida 
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The Foundations’ Fund for Research in Psychiatry 
and the Growth of Research in Psychiatry 


Maya Pines 


For over a quarter century, until it disbursed its 
remaining funds in 1981, the Foundations’ Fund for 
Research in Psychiatry (FFRP) aided hundreds of 
researchers in fields related to mental health. The 
fund was established by a private donor, the late 
Charles B.G. Murphy. Much of the research it 
sponsored during its early years was 
psychoanalytically oriented. In the 1960s it shifted to 
a more biological and social orientation. Its influence 
was greatest during its first decade, when its research 
grants, fellowships, and support to departments of 
psychiatry helped to launch the modern era of 
psychiatric research. This review analyzes FFRP’s 
activities and examines its achievements. (Am J 
Psychiatry 140:1—10, 1983) 


(s the past quarter century, such disparate fig- 
ures as Erik Erikson, Seymour Kety, George 
Engel, David Hubel, and Anna Freud, as well as 
hundreds of other researchers in fields related to 
mental health, have had links with a small foundation, 
the Foundations’ Fund for Research in Psychiatry 
(FFRP). 

When Erikson wanted to write up his observations 
about the crises of young adulthood among his pa- 
tients, for example, he asked for aid from this founda- 
tion and in 1955 received a grant of $16,900. One 
chapter of his projected book—a sort of interlude— 
was going to deal with Martin Luther's historical 
moment and personal choice. Three years later, after a 
change of plans, he produced the book that opened up 
the field of psychohistory, Young Man Lutber (1). 
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For David Hubel, then a freshly minted neurologist, 
the problem was how to continue his research at 
Walter Reed Army Medical Center without having to 
reenlist in the Army. He had just finished a two-year 
tour of duty, during which he had developed new 
techniques for recording from single cells in the brains 
of freely moving cats and could not tear himself away 
from this work. He wanted to learn how to record 
from single cells much deeper inside the animals’ 
brains—but not at the cost of more Army life. An 
$8,500 grant from FFRP in 1957 allowed him to stay 
on as a civilian for a year and “tool up in a way that 
has lasted me twenty years,” he reported. (Hubel was 
awarded the 1981 Nobel Prize in Physiology or Medi- 
cine.) 

As a list of grantees shows, FFRP defined "research 
in psychiatry” rather broadly, including psychoanal- 
ysis, child development, epidemiology, brain physiolo- 
gy, sociology, anthropology, and other disciplines in a 
deliberate attempt to stimulate a field that barely 
existed in the United States when the fund began in 
1953. Now that FFRP has closed its doors, it may be 
instructive to look back on its efforts. What did it try 
to do that other foundations or government bodies did 
not do? What impact did it have on psychiatric 
research? What lessons can be drawn from its experi- 
ence? 


THE ORIGINS OF FFRP 


Two men have dominated the history of the fund: 
Charles B.G. Murphy, a millionaire who provided 
both the original concept and the capital for the fund, 
and Fritz Redlich, a psychiatrist who headed the De- 
partment of Psychiatry of the Yale School of Medicine 
until 1967, when he became dean of the school. After. 
his retirement from Yale in 1977, Redlich moved to 
California, where he is currently a professor at the 
University of California Medical School in Los Ange- 
les. 
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Murphy had had some personal experience with 
psychiatry. He had long suffered from recurring mood 
swings at a time when no really effective treatment 
existed for this condition. Electroconvulsive therapy 
was often prescribed for it, but Murphy chose what 
was then considered the best available treatment, 
psychoanalysis. He had been in treatment for years 
with outstanding analysts—first with René Spitz, then 
with Lawrence Kubie (later on his analyst was Robert 
Knight). As a result, he had gained a great deal of 
insight into his relationships with people. But he still 
suffered from swings of depression and mania. 

"Psychiatrists don't know much," Murphy com- 
plained to Redlich after Kubie introduced them in 
1950. “Yow re absolutely right," replied Redlich. “We 
don't yet have the answers. Why don't you give us 
money to do research?" 

This idea appealed to Murphy. The son of a former 
Surgeon-General of the United States and member of 
the Yale Corporation, he had graduated from Yale 
(1928) and the Harvard School of Business and had 
been very successful in managing his family's proper- 
ties, which included real estate in Detroit and San 
Francisco and a lumber business in California. Howev- 
er, he wanted to do something useful with his wealth. 
He had even enrolled in the New York School of Social 
Work (now part of Columbia University) at the age of 
40 in an effort to find out where the greatest contribu- 
tion could be made. After earning a master's degree in 
social science in 1948, he had created a small founda- 
tion, the Social Research Foundation. When Redlich 
asked him for help, Murphy gave the Yale department 
of psychiatry nearly a million dollars from this founda- 
tion. Then the two men began to discuss setting up a 
separate foundation that would be devoted exclusively 
to research in psychiatry. 

At that time, as Kubie wrote in an article in Science 
(2), research in psychiatry was “starving to death" for 
lack of funds and personnel. Outside of the New York 
State Psychiatric Institute, which was founded in 1896, 
the Henry Phipps Psychiatric Clinic of Johns Hopkins 
University, established by Adolf Meyer in 1919, the 
Menninger Clinic in Topeka, Kan., and the Worcester 
State Hospital in Massachusetts, there was no tradi- 
tion of scientific research in this field in the United 
States. Very few full-time psychiatrists could be found 
on the faculties of medical schools. The arrival of 
distinguished psychoanalysts from Europe in the 
1930s and 1940s led to a national fascination with 
psychoanalysis. When psychiatry suddenly became 
more prominent after World War II, the first wave of 
appointinents in university departments of psychiatry 
consisted almost entirely of analysts. Psychoanalysis 
had become identified primarily with therapy rather 
than with research. Thus, while other medical special- 
tfes encouraged scientific research, academic psychia- 
try rewarded only clinical practice and teaching. 

In those days the National Institute of Mental 
Health (NIMH) was just a scrawny infant. Born in 
1948, it still had a budget of under $2 million a year 


for extramural research in 1952 and 1953. Its intramu- 
ral research program did not fully start until 1953, 
when the Clinical Center was opened on the campus of 
the National Institutes of Health (NIH) in Bethesda, 
Md. When Robert Felix, NIMH's first director, ap- 
pointed Seymour Kety as director of basic research for 
intramural programs and Robert A. Cohen as director 
of clinical investigations, he gave them about a million 
dollars each and an awesome degree of freedom. “Bob 
Felix said our task was to develop a program of 
research in mental health," Cohen recalled recently. 
*He had no preconception as to what this program 
would be. There wasn't anything to pattern ourselves 
on." 

At Yale University in 1948, Redlich faced a similar 
situation on a much smaller scale, without any access 
to research funds. Partly because of his training in 
Vienna, Austria, where he was born, Redlich thought 
that research was enormously important. "A professor 
is an investigator," he believed. On his arrival in the 
United States in 1938, he had worked for two years in 
a state hospital in lowa—an experience that impressed 
him with how ineffectively and inhumanly patients 
were treated in such institutions, especially when com- 
pared with the fine care given to the cows on the 
hospital's farm. Eventually he joined the department of 
psychiatry at Yale. When he returned there after the 
war, he found the department without a chairman. 
Both William Menninger and Thomas Rennie had 
refused the job. So in 1948, at the age of 38, Redlich 
became the department’s executive officer. This gave 
him a chance to bring in a few people who, like 
himself, were committed to research. 

The first to come was Lawrence Kubie, who traveled 
from New York twice a week to lecture as an unpaid 
clinical professor. Kubie was very excited by the 
research possibilities that he saw at Yale. To help 
Redlich make the most of them, Kubie introduced him 
to his patient, Murphy. 

Murphy agreed with Redlich that there was an 
urgent need for money in this field. The universities, 
the government, and private foundations did not seem 
able to support enough research in psychiatry to get it 
really moving. None of the major foundations regard- 
ed research on mental illness as a central concern. 
While such groups as the American Heart Association 
and the American Cancer Society pushed for research 
about their particular diseases, the National Associa- 
tion for Mental Health focused almost entirely on 
services and on seeking to remove the stigma of mental 
illness. 

A year after giving Yale $1 million for research in 
psychiatry, Murphy resolved to start a new founda- 
tion, exclusively to support psychiatric research but 
not limited to Yale. Yale would act as its trustee and 
financial manager, he decided. In other respects the 
foundation would be independent and would be run 
by a board of directors made up of scientists who 
really understood research—not by bankers, lawyers, 
and businessmen, as was customary on other founda- 
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tions’ boards. It could then serve as a conduit for 
money from any foundation that was interested in 
mental health but lacked sufficient expertise in the 
field. An apostrophe was included in the new fund’s 
name, the Foundations’ Fund for Research in Psychia- 
try, in hopes that such contributions would be made. 

“It was an ingenious plan,” Vernon Lippard, then 
dean of the Yale School of Medicine, noted recently. 
“Foundations often become somewhat inbred, with 
board'members who get re-elected and attend meetings 
until they retire or die. But Murphy stipulated that the 
directors of this foundation could not serve more than 
three years without interruption and could not succeed 
themselves.” This ensured a regular supply of fresh 
blood among the experts on the board, although their 
term of office later proved to be somewhat too short. 

The document setting up the foundation was signed 
on February 14, 1953. Murphy and Yale agreed that 
FFRP’s purpose would be “research into why people 
become mentally and emotionally ill, why they get 
well, how best to help them get well, and how best to 
prevent their becoming mentally and emotionally ill.” 
To this end, “all or parts of income and principal may 
be expended.” Murphy thus gave FFRP a very broad 
mandate, quite unlike that of some private founda- 
tions, which tend to support only specific aspects of 
the particular disease that afflicted their founder or his 
or her family. 

Although he was a very forceful person, Murphy 
refrained from interfering in any of FFRP’s decisions. 
Redlich chose the original board, which represented a 
variety of disciplines. “I wanted the board to be fairly 
broad-based, because I felt we did not know where the 
answers would come from," Redlich says. He selected 
a psychiatrist (John C. Whitehorn, director of the 
department of psychiatry at Johns Hopkins), a child 
psychiatrist (John D. Benjamin of the Child Research 
Council at the University of Colorado Medical 
School), a psychoanalyst (Merton M. Gill, then of the 
San Francisco Psychoanalytic Institute), a psychologist 
(David Shakow, chief of the NIMH Laboratory of 
Psychology), a neurologist (Charles D. Aring of the 
University of Cincinnati College of Medicine), and an 
internist (George W. Thorn of the Harvard Medical 
School). Vernon Lippard, a pediatrician, was a perma- 
nent member of the board ex officio (as dean of the 
Yale School of Medicine). Redlich himself, who had 
become a full professor and chairman of the psychiatry 
department in 1951, served as chairman of the 
board—a post that he held, with brief interruptions, 
until he became president of the foundation in 1976. 
The original board later nominated and elected its 
successors, who did likewise; over the years it always 
had representatives from various disciplines. 


THE FIRST DECADE 


The fund’s first grants reflected the directors’ diverse 
interests. Among the 19 projects aided in its first year, 
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at a total cost of $266,240, were George Engel’s study 
of mood-induced variations in the gastric secretions of 
a 15-month-old infant girl who was born with a 
malformation of the esophagus that prevented her 
from swallowing and who had to be fed through an 
opening in her abdominal wall; Paul MacLean’s work 
on the function of the limbic system, particularly his 
study of how chemical and electrical stimulation of the 
hippocampus affected the behavior of unrestrained 
animals; a study of events during psychoanalytic group 
therapy at the Tavistock Clinic in London; and Sibylle 
Escalona’s investigation of how bodily vigor in infants 
affected their response to the environment and, pre- 
sumably, their later personality. Other projects that 
first year included Anna Freud’s research on the mutu- 
al influence between mothers and children, as revealed 
through the concurrent psychoanalytic treatment of 
both, at the Hampstead Child Therapy Clinic in 
London, and her study of the consequences of blind- 
ness and deafness for personality development; an 
adaptation of the Wechsler-Bellevue Intelligence Test 
for use with German children by Curt Bondy at the 
Psychological Institute of Hamburg; Donald O. 
Hebb’s experimental studies of the effects of monoto- 
nous or stimulating environments on infant dogs of 
different breeds; and an effort by a group of research- 
ers in the Committee on Behavioral Sciences of the 
University of Chicago to develop a scientific theory 
that would be equally applicable to all the behavioral 
sciences. 

Although the sums involved were quite small, aver- 
aging about $10,000, they seemed significant at a time 
when NIMH was in its infancy and relatively little 
money was available for such research. 

Then, in 1956, FFRP received a large contribution 
from the Ford Foundation—$3,682,000, later aug- 
mented by another $770,000—that allowed it to ex- 
pand rapidly. By 1958-1959 the fund was in full 
swing. That year it provided aid, in some form, to an 
all-star cast including Anna Freud, Marianne Kris, 
John Bowlby, Franz Alexander, Merton Gill, and 
Gregory Bateson. It supported Stanley Cobb's effort to 
link differences in the behavior of birds from different 
species to differences in these birds! brains. It gave 
Erich Fromm a grant to study the inhabitants of a 
Mexican village and explore how their character struc- 
ture influenced their ability to respond to new oppor- 
tunities—an important issue for developing nations. It 
helped James Olds to do some of his fundamental 
work on the relationship between the brain’s reward 
system (which he and Peter Milner had discovered in 
1953) and the learning of “voluntary” behavior— 
work that underlies today's studies of the endorphins. 
It gave Judge David L. Bazelon a three-year grant for 
research assistance in surveying problems of communi- 
ty mental health “from a broad legal and social 
perspective." 

Many of FFRP's grantees were Establishment fig- 
ures; nearly all had already made their mark in their 
fields. This was not the case for recipients of the fund's 
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new fellowships for advanced research training, how- 
ever. For example, Seymour Levine, then a young 
psychologist at Columbus Psychiatric Institute in Co- 
lumbus, Ohio, received $22,000 in 1958-1959 for 
two years of study in neuroendocrinology with Geof- 
frey Harris at the Maudsley Hospital in London. In 
Harris’ laboratory Levine learned the basic skills and 
techniques of endocrinology, but even more impor- 
tantly, he said, he learned how biologists approach the 
world. “My whole perspective was changed,” he de- 
clared. “Everything I have done since then was influ- 
enced by it.” 

The fellowship program encouraged interdisciplin- 
ary training. Other fellowships in 1958—1959 went to 
William Dement, a physiologist, for training in psychi- 
atry; to Arthur Schmale, a psychiatrist, for psychoana- 
lytic training for research purposes; to Jozef Hes, an 
Israeli psychiatrist, for training in social psychiatry at 
Yale; to William Orchard, an Australian psychiatrist, 
and Michael Kehoe, a British psychiatrist, both for 
training in psychosomatic medicine at the University of 
Rochester School of Medicine in New York; to Kanwal 
Mehra, a child psychologist in London, for psychoana- 
lytic training for research purposes; and to Endre 
Grastyan, a Hungarian neurophysiologist, for special 
study in neurophysiology at the University of Califor- 
nia, Los Angeles (UCLA). 


AN ATTEMPT TO STIMULATE 
PSYCHOANALYTICALLY ORIENTED RESEARCH 


Of the 76 fellowships that were eventually awarded 
with Ford money, 15 supported psychoanalytic train- 
ing for research purposes. It was a time of enormous 
optimism about psychoanalysis, both as a research 
instrument and as a therapy. 

Like most chairmen of departments of psychiatry of 
his time, Redlich had been psychoanalyzed—first in 
Vienna, then in the United States. At Yale, Redlich 
brought some very powerful analysts to the depart- 
ment, people who later formed the core of the Western 
New England Psychoanalytic Society and Institute. He 
became a member of the American Psychoanalytic 
Association. Nevertheless, he always saw himself as 
“an academic psychiatrist" rather than an analyst. 

Much of the research sponsored by FFRP during its 
early years was psychoanalytically oriented (as was a 
fair amount of the research sponsored by NIMH 
during the same period). Through analysis, it was 
hoped, psychiatrists would understand the uncon- 
scious factors of the human mind and thus find ways 
to raise healthier children, prevent the development of 
mental illness, cure the mentally ill, and even produce a 
saner society. FFRP's board wished to help develop a 
stronger scientific basis for psychoanalytic concepts. 
There were exciting hypotheses to test about the 
factors underlying personality development and adap- 
tive or maladaptive behavior—for instance, genera- 
tional conflict, sibling rivalry, and sexual or aggressive 


motivation. It seemed at first that only a lack of 
research funds stood in the way of new findings. Some 
disappointment set in when “we got only glimpses and 
hunches, not really convincing facts," said Redlich. He 
noted that analysts often said their offices are their labs 
and every patient is a research case. "This may be true 
in some instances," he commented, “but I thought 
gifted analysts should return to the university and be 
subjected to the same criteria of what is good research 
as any other disciplines. I asked, where w&s the 
evidence? Could we formulate something like laws? 
What were we able to predict?" 

If, as it appeared, psychiatrists did not yet have 
appropriate techniques for testing psychoanalytic 
hypotheses, then perhaps scientists in other fields 
would be better able to do so. On this theory, the fund 
offered fellowships for training in psychoanalysis to 
selected sociologists, psychologists, and anthropolo- 
gists in an effort to arouse their interest in psychoana- 
lytic ideas and enable them to engage in psychoanalytic 
research. “Research which deals with the psychoana- 
lytic process, or which uses the psychoanalytic method 
as an instrument of investigation, is generally held to 
be lagging behind the insights derived from the work 
of psychoanalytic clinicians," FFRP stated in its an- 
nouncement of the fellowship program. “The training 
of non-medical investigators for such work is likely to 
step up its volume." However, the psychoanalytic 
institutes in which the scientists received this training 
were geared primarily to training practitioners rather 
than researchers, and gradually FFRP’s directors came 
to the conclusion that in most cases such training did 
not enhance the scientists’ creative work. 


THE SHIFT TO MORE BIOLOGICAL 
AND SOCIAL RESEARCH 


When David Hamburg joined the FFRP board in 
1957, he found it wrestling with the unresolved issue 
of *the extent to which we should devote ourselves to 
psychoanalytically oriented research as compared to a 
more diversified portfolio," he later recalled. Hamburg 
supported Redlich's view that the foundation should 
give more aid to biological and social research. Psychi- 
atry was just entering a period in which new data from 
ethology, pharmacology, genetics, sociology, and oth- 
er fields were throwing fresh light on human behavior. 
Redlich's own work had taken a psychosocial ap- 
proach; he was completing his book about the inequi- 
ties and elitism of psychotherapy, Social Class and 
Mental Illness (3), with the sociologist August B. 
Hollingshead. Meanwhile, the major tranquilizers had 
begun to change the lives of the mentally ill. Under the 
influence of Mary Lasker, Congress gave NIMH $2 
million specifically for research on psychopharmacolo- 
gy in 1957, and public enthusiasm for these drugs ran 
high. By the early 1960s a biological revolution was 
clearly under way. 

FFRP's grants for psychoanalytically oriented re- 
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search soon dwindled. Of the 37 research grants 
awarded to such projects in the fund’s entire history, 
28, or 75%, were given before 1962. Fewer psychoan- 
alysts joined the board of directors. 

During this shift to a more biological and social 
orientation, Charles B.G. Murphy, FFRP’s founder, 
finally found the help he needed. Murphy had kept in 
close touch with Redlich over the years, often tele- 
phoning him in the middle of the night and talking for 
hours when he had something on his mind. In 1964 
Redlich told him about the existence of lithium as a 
treatment for manic-depression. Murphy benefited 
from lithium therapy (although only to a limited 
extent, since he did not take the medication regularly) 
and later contributed to the Columbia-Presbyterian 
Medical Center for research on manic-depressive dis- 
ease. Altogether Murphy donated about $12 million to 
psychiatric research before he died from cancer in 
1977. “He was a brilliant and perceptive person, who 
did more for our field than any private individual | 
know,” said Redlich. 

As FFRP’s board debated what direction it should 
take in the early 1960s, it became acutely aware of the 
activities of NIMH. NIMH's growth was nearly over- 
whelming. From a small institute that gave a total of 
165 research grants at a cost of $5 million during its 
first five years, it had expanded into a giant that spent 
$35 million for 1,490 research grants in 1963 alone. 
By 1964 NIMH had the largest appropriation of any 
institute in NIH: $176,374,000. By 1972 a total of 
more than a billion dollars had been invested in 
research spanning all disciplines related to mental 
health, from pharmacology, physiology, and internal 
medicine to psychoanalysis, sociology, and child devel- 
opment, and including—as FFRP did not—studies of 
clinical practice and service delivery. NIMH had enor- 
mous impact on several of these fields. In biological 
psychiatry, for instance, its own intramural research 
_program nurtured Julius Axelrod’s ground-breaking 
studies of neurotransmitters and cell receptors, as well 
as studies of the genetic factors in schizophrenia by 
Seymour S. Kety, David Rosenthal, and Paul Wender; 
its extramural grants eventually reached every major 
researcher in the field. Beginning in 1954, NIMH was 
also particularly active in supporting research in psy- 
chopharmacology. It exerted a powerful influence on 
every aspect of mental health research. 

This left a small foundation such as FFRP in some- 
thing of a quandary. “As a matter of general policy, 
FFRP expects to complement currently available 
sources of support, not to duplicate them," stated the 
fund's first annual report (4). Pioneering in psychiatric 
research was easy when FFRP started, but it became 
increasingly difficult in the 1960s. “I was concerned 
that FFRP might become like a little bird that followed 
the NIMH elephant and picked seeds from its drop- 
pings," said Redlich at FFRP's 25th anniversary in 
Washington, D.C., in 1979. To avoid such a fate, the 
fund began to look for areas that NIMH neglected and 
where it could make a unique contribution. 
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STIMULATING PSYCHIATRIC RESEARCH 
IN OTHER NATIONS 


In 1962, for example, NIH placed restrictions on 
grants to foreign countries because of the balance-of- 
payments problem. FFRP immediately increased its 
grants and fellowships to foreign investigators. For the 
first time, that year, the majority of the fund’s grants 
(62%) went to researchers in foreign institutions, and 
the proportion remained high thereafter. Of the total 
number of research grants awarded by FFRP through 
1979, nearly half (47.5%) went abroad. Many of the 
fellowships for research training also went to foreign 
nationals. 

What such aid could mean to the development of 
psychiatric research in a whole region, such as Latin 
America, is shown by the experience of Carlos Sluzki, 
an Argentinean psychoanalyst. Sluzki was the director 
of research in a pioneering department of psycho- 
pathology and neurology run by Mauricio Goldenberg 
in the A. Araoz Alfaro Hospital in Lanüs, near Buenos 
Aires, It was the first general hospital in Argentina to 
have an inpatient psychiatric section with an open- 
door policy, the first to offer a psychiatric residency 
program outside of an asylum, and the first to have an 
outreach program. The “Lanús group" of psychia- 
trists, psychologists, social workers, and researchers 
from many countries who were trained there became 
widely known and later fanned out throughout Latin 
America. 

In 1963—1964 FFRP gave this department a fluid 
research grant of $22,500 without limitations of any 
sort, as long as the money was used for research or 
research development. Argentinean physicians do not 
get paid for hospital work, Sluzki later pointed out, 
and there were no other funds available for research. 
“The fluid funds allowed us to pay for statisticians, to 
transcribe tapes, to buy a minimum amount of equip- 
ment, to pay for computer time, to deal with emergen- 
cies," he said. “We used them as seed money for 
several different projects, including a study of social 
communication systems, a study of the families of 
schizophrenics, and an epidemiological study of alco- 
holism. They produced a leap in the quality of psychi- 
atric thinking, practice, and research." 

Fluid research funds were also awarded to the 
University of Chile School of Medicine in Santiago and 
to the University of Valle School of Medicine in Cali, 
Colombia, in the mid-1960s. 

At the same time FFRP started supporting a series of 
studies of child development by Rogelio Díaz-Guerre- 
ro, a research professor of psychology at the National 
University of Mexico. Other FFRP-supported studies 
in Latin America dealt with the psychological effects of 
urban migration. In Lima, Peru, Oscar Valdivia of the, 
University of San Marcos studied newcomers from the 
mountains of Peru. In Bogotá, Colombia, psychiatrist 
José Gutierrez and several psychologists, sociologists, 
and social workers studied the gangs of abandoned 
children— *gamines"—who roamed the city. 


THE FOUNDATIONS’ FUND FOR RESEARCH IN PSYCHIATRY 


While Latin America received a total of 36 grants, 
an even greater number of grants—69— went to 13 
countries in Europe, including 26 grants to investiga- 
tors in England. FFRP's grants sometimes had a major 
impact on research in these countries. The support 
received by Alexander Mitscherlich, for instance, 
played a large role in the development of psychoana- 
lytic research in postwar Germany. Another 21 foreign 
grants went to Canada, and 21 more were awarded in 
countries ranging from Japan and Israel to New Zea- 
land. 

In addition, FFRP started an international program 
of journal exchanges in 1962. At first it sent English- 
language journals to eight medical school libraries in 
the Soviet Union, Czechoslovakia, Poland, and Hunga- 
ry. The program was later expanded to reach libraries 
in 20 countries, including Nepal and Zambia. (It ended 
in 1975 after government-sponsored exchange pro- 
grams made Western journals more available abroad.) 

The Ford Foundation’s $4.5 million ran out in 1964. 
While it lasted, this sum produced the flowering of 
FFRP. It provided research training fellowships to 76 
young scientists from the United States and abroad. 
(At least 168 scientific publications were attributed 
directly to this support.) It paid for summer stipends to 
106 medical students, who engaged in small research 
projects and received on-the-job training. And it gave a 
shot in the arm to research in many departments of 
psychiatry through a graduated set of grants. 


RESEARCH PROFESSORSHIPS, STAFF 
APPOINTMENTS, AND FLUID FUNDS 


Ten departments of psychiatry received grants for 
staff appointments of researchers from other disci- 
plines in 1959-1960 and 1960-1961 to help improve 
training in interdisciplinary research. Thus, the psy- 
chologist Daniel Levinson was appointed to Harvard’s 
department of psychiatry for five years; the sociologist 
Leo Srole was appointed to the State University of 
New York’s Downstate Medical Center, where he 
spent four years before transferring to Columbia; and 
the biophysicist William MacIntyre was appointed to 
the department of psychiatry at Western Reserve Uni- 
versity for seven years, at costs ranging from $71,000 
to $116,000 per appointment. 

Four departments of psychiatry were given a quarter 
million dollars each in 1960—1961 to create new, 
permanently endowed *'research professorships of psy- 
chiatry" for eminent researchers. Unlike the 10 staff 
appointments, these positions were reserved for psy- 
chiatrists. The recipients were expected to train young 
residents in psychiatric research, set models for them 
by doing research of their own, and increase research 
activity in their departments. However, the grants did 
not come close to providing the research professors' 
salaries. At best they paid for half a chair, for it cost at 
least $500,000 to endow a chair in those days (today 
the costs have risen to $1 million). The natural reac- 


tion of most department chairmen was to nominate 
psychiatrists who were already engaged in research in 
their departments. But these people did not qualify, for 
they would have defeated FFRP's objective of estab- 
lishing new, additional programs for psychiatric re- 
search and research teaching. Outside of such depart- 
ments, however, not too many psychiatrists wished to 
give up their practices and devote themselves to re- 
search on a full-time basis. 

The professorships finally went to the University of 
Chicago's Division of Biological Sciences for the ap- 
pointment of Lawrence Z. Freedman, whose special 
interests were deviant behavior and forensic psychia- 
try; to the University of Utah College of Medicine for 
the appointment of Eugene L. Bliss, whose fields were 
neurochemistry and psychopharmacology; to the Yale 
University School of Medicine for the appointment of 
Robert J. Lifton, whose special interest was individual 
psychology in such extreme situations as war or revo- 
lution; and to Columbia University's College of Physi- 
cians and Surgeons for the appointment of Ernest M. 
Gruenberg, a psychiatric epidemiologist. When Gruen- 
berg left Columbia in 1976 to become head of the 
department of mental hygiene at the Johns Hopkins 
School of Public Health, the professorship was given to 
another psychiatric epidemiologist, Bruce Dohren- 
wend. 

The program itself became one of the most contro- 
versial—as well as one of the most expensive—of those 
undertaken by FFRP. Although it gave a few investiga- 
tors the long-term, stable support for research that 
everyone sought at the time, it was later criticized for 
not greatly increasing the quantity or quality of psychi- 
atric research in the chosen institutions. Nevertheless, 
the program “told the whole country and the world 
that there is such a thing as a research professor of 
psychiatry," said David Hamburg. NIMH had had an 
extensive, highly successful program of three- to five- 
year career Investigator grants since 1954 to recruit 
able people—primarily psychiatrists—for research in 
psychiatry and related fields, but these grants did not 
provide long-term support. In 1961 NIMH replaced 
them with five-year Research Career Development 
Awards, which were renewable to 10 years, and added 
a new program similar to FFRP's research professor- 
ships: Research Career Awards, which were limited to 
a small number of experienced investigators and re- 
newable indefinitely. Unlike FFRP’s professorships, 
however, these career awards were given primarily to 
psychologists. 

The most popular and highly praised of FFRP's 
attempts to support research in departments of psychi- 
atry was clearly its program of fluid fund grants. Being 
totally unencumbered, these small sums—they aver- 
aged only $15,000, to be spent over a period of five 
years—had a special value for department heads. They 
allowed fresh ideas to be tested out, small pieces of 
equipment to be purchased, and young researchers to 
be hired on a temporary basis, without any red tape. 
Such grants were made to 42 departments of psychia- 
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try or research and training centers in the United States 
and abroad. 

At Michael Reese Hospital in Chicago, for instance, 
Roy Grinker tapped these funds to pay two medical 
students $1,500 each for research work that, he hoped, 
would motivate them to continue to do psychiatric 
research. At the Tavistock Institute in London, some of 
the money went to a new seminar for senior research- 
ers organized by Marie Jahoda, and some went to 
cover unexpected expenses incurred by Ronald Laing’s 
research project on the families of schizophrenic pa- 
tients. The University of Michigan used part of its 
funds to develop a research library and abstracting 
service for its research staff, part to pay volunteers in a 
study of the behavioral effects of psychoactive drugs, 
and the rest to finance exploratory work on several 
new programs that later received long-range support 
from other sources. 

A different kind of fluid fund grant proved less 
successful, however. These were large block grants 
with which FFRP tried to create or guide new research 
programs in institutions where such research was not 
yet developed. For example, the University College of 
the West Indies in Kingston, Jamaica, was given 
$203,000 to establish a research-oriented department 
of psychiatry in its medical school. The fund’s direc- 
tors viewed this grant as a way to stimulate research in 
social psychiatry in a country with a very different 
culture, where family structure was much less impor- 
tant than in the United States or Europe. But Jamaica 
had an urgent need for psychiatric services. Social 
psychiatry research—a very active field in the United 
States in 1962—was only of secondary interest to its 
medical school. Once the new department was estab- 
lished, it concentrated on psychiatric training and 
clinical work, disregarding research. 

The fund’s attempts to stimulate research in child 
development in three American universities where such 
research was still very weak also ran into difficulties. In 
1964 it gave block grants of $125,000 each to the 
Howard University College of Medicine and the Uni- 
versity of Oklahoma School of Medicine and a grant of 
$250,000 to the University of Kentucky College of 
Medicine for new programs of research in child and 
youth development. The directors expected to keep in 
close touch with these programs—to comment on their 
reports and to improve the quality of research through 
discussions during site visits. However, the programs’ 
annual reports were often sparse or late, and the hopes 
for close cooperation proved ill-founded. 

During the period of expanded activity that resulted 
from the Ford Foundation’s contribution, the psychol- 
ogist Max Levin served as FFRP’s executive officer. 
‘Previously Sibylle Escalona had handled this job on a 
part-time basis, but in 1956 she resigned. Levin, who 
had been in charge of NIMH's training grants in 
psychology, joined FFRP because of his belief that “it 
was not healthy for a field such as psychology—and 
especially for a new field such as psychiatric research— 
to have NIMH as its sole source of funds," he later 
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explained. At NIMH "people had become overly 
cautious and conservative," he said. “They were too 
concerned with’ methodological purity—the kind of 
approach that was suitable for a more developed 
science, but that was premature in our field. We could 
not yet be so rigorous.” In 1961 Levin moved to 
Stanford University to work with Nevitt Sanford. (He 
is presently a professor of psychology at the University 
of California, Santa Cruz.) His place was taken by 
Clark J. Bailey, also a psychologist, who remained 
with FFRP until 1976. 

When the Ford money ran out, the directors began 
to talk about the possibility that the foundation might 
have to bring its activities to an end. FFRP had an 
annual budget of approximately $500,000 and always 
spent money from its principal as well as its income. It 
was originally expected to last only 17 or 18 years. 
However, the fund won a new lease on life when the 
Grant Foundation gave it $1 million in 1966. The 
following year the van Ameringen Foundation added 
$105,000 specifically for postdoctoral research train- 
ing fellowships for foreign scientists. In 1968 the Grant 
Foundation contributed another million dollars. Then 
Murphy, who had kept an eye on FFRP throughout the 
years, revitalized the fund in 1969 with another $2.5 
million from the Wood Kalb Foundation, another 
small foundation that he had started. 

During all this time the fund continued to award a 
variety of research grants for work on psychoanalyti- 
cally oriented, psychiatric, biological, sociological, and 
psychological projects. It also ran a series of research 
conferences in Puerto Rico, bringing together scientists 
from a wide range of disciplines to discuss such topics 
as the transmission of schizophrenia or adaptation to 
change. One of the books resulting from these confer- 
ences, The Transmission of Schizophrenia, edited by 
David Rosenthal and Seymour S. Kety (5), proved 
particularly influential in spurring research on the 
origins of the major psychoses. 

No additional contributions were received from 
other foundations after 1969. “I thought that the 
function of a foundation is to spend its own moncy, 
not to give it to another foundation and delegate the 
responsibility,” said Philip Sapir in explaining why the 
Grant Foundation stopped contributing to FFRP while 
he was the Grant Foundation’s president. 


NEW DIRECTIONS IN THE 1970s 


As funds dwindled, in 1970 the FFRP board decided 
to abolish its research grants program except for very 
small grants (under $5,000) to cover emergencics. 
Instead, it concentrated on postdoctoral fellowships 
for research training. When federal support for such 
fellowships increased four years later (in reaction to 
the Nixon Administration’s attempt to impound funds 
for predoctoral fellowships), FFRP discontinued the 
postdoctoral fellowships program as well. The bo:rd 
then took a year to rethink its strategy. 


~~ 
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The scientists who made up the FFRP board always 
had exceptional power and flexibility, since they acted 
both as a policy-making administrative body and as a 
peer-review committee. In other private foundations, 
policy tends to be made by a board of community 
leaders or by members of the founding family and 
personal associates of the founder. The larger founda- 
tions usually employ a staff of generalists rather than 
scientists. Scientific advisory committees, when they 
exist, are limited to giving advice. Only the govern- 
ment’s peer-review system resembles FFRP’s—but in 
the government, policy is made at a different level. 

The FFRP board was thus in a good position to 
respond quickly to changing circumstances. On the 
other hand, the rapid turnover of its members made it 
difficult for FFRP to achieve much continuity. Each 
year one-third of the directors rotated off the board 
and a new group of scientists joined it, eager to start 
new programs and sometimes reinventing the wheel. A 
five-year appointment would have been more effective, 
Redlich believes. 

In 1975, after a year’s deliberation, the directors 
decided to take a more active role in guiding research 
to areas that they felt were particularly important. 
They would choose a few “especially promising 
growth points in psychiatric research” each year and 
focus on them alone. The first three growth points they 
selected were gene-environment interaction in schizo- 
phrenia, standardized measurement of blood levels of 
psychoactive drugs, and early human development. “It 
was our feeling that geneticists were studying the 
genetic component and social scientists the environ- 
mental, but the two were not getting together to ask 
how environmental influences and stressors might 
interact with genetic vulnerabilities to produce schizo- 
phrenia,” explained John A. Clausen, who was on the 
board at the time. FFRP then invited preliminary 
letters of intent from scientists in which they would 
outline very briefly what research they proposed to 
carry out on these topics. After screening these letters, 
the board invited selected researchers to submit more 
detailed proposals. Thus Seymour Kety and Dennis 
Kinney of McLean Hospital in Massachusetts received 
$355,000 in 1978 to complete a psychiatric, psycho- 
logical, and biochemical study in which schizophrenic 
and control adoptees were compared with their biolog- 
ical and adoptive relatives. Three other grants totaling 
$273,000 were awarded to John M. Davis of the 
University of Chicago, David J. Greenblatt of Massa- 
chusetts General Hospital, and James M. Perel of the 
New York State Psychiatric Institute for the develop- 
ment of standardized assays to measure blood levels of 
the principal drugs used in psychiatry. 

In addition to focusing on these growth points, the 
fund sponsored several workshops to help identify new 
research areas to stimulate. These workshops some- 
times had influence far beyond FFRP. As a result of an 
FFRP workshop on the economics of mental illness, 
for instance, NIMH started a large-scale study of this 
area, which FFRP could not afford to tackle. Another 


workshop on the ethics of psychiatric research led 
FFRP itself to give $201,000 to William J. Winslade 
and Loren Roth, of UCLA and the University of 
Pittsburgh, for studies of institutional review and the 
consent process with respect to the involvement of 
patients in psychiatric research. At the same time the 
fund inaugurated a program of research fellowships 
for investigators on sabbatical leave. 


THE DECISION TO PHASE OUT 


The 25th anniversary of FFRP was celebrated at the 
National Academy of Sciences in 1979 with a scientific 
program and special awards of $10,000 each to Anna 
Freud, for her pioneering work in child psychoanal- 
ysis, and to Seymour Kety, for his contributions to 
biological psychiatry—representing the two poles of 
the foundation’s interests. Pointing out that “Murphy 
wanted the fund to spend its principal,” Redlich 
announced that the last penny would be spent in four 
years unless new funds were raised. 

There had been frequent discussions about FFRP’s 
imminent demise ever since the 1960s; this time, 
however, the end really came. At its meeting in Stan- 
ford, Calif., in November 1980, the fund’s board 
decided that its remaining capital of $1 million was too 
small to allow for much beyond research conferences 
or sabbatical fellowships, and this did not justify the 
continuing expense of maintaining an office in New 
Haven and having board meetings twice a year. Ethan 
A. Hitchcock, Murphy’s friend, lawyer, and executor, 
helped the group to allocate the remaining funds. After 
intense discussion (“This group is having trouble com- 
mitting suicide—or euthanasia,” one of them com- 
mented), the directors decided to give the bulk of the 
money—$750,000—to the Center for Advanced Study 
in the Behavioral Sciences at Stanford, so that the 
income from it could be used for a series of FFRP 
conferences on research related to central problems in 
psychiatry and for the support of several Fellows at the 
center. It was hoped that these conferences and fellow- 
ships would help to perpetuate FFRP’s work. Also, 
$250,000 would be given as fluid funds to Yale’s 
department of psychiatry and Child Study Center. 

The final meeting of the FFRP board was held in 
1981 with Fritz Redlich as president; Philip S. Holz- 
man as chairman; directors Robert W. Berliner (ex 
officio, as dean of the Yale School of Medicine), John 
A. Clausen, Norman Garmezy, Gerald L. Klerman, 
and Richard J. Wyatt; and former directors Donald J. 
Cohen, Steven W. Matthysse, and Marian Radke- 
Yarrow. Only Redlich and Lois A. Young, the fund's 
business manager, had been with FFRP since it began. 


WHAT DID FFRP ACHIEVE? 


When one looks back at the list of investigators who 
were trained with the help of FFRP fellowships or 
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supported by its grants in the past 29 years, it reads 
like a Who’s Who of mental health research. Many of 
these researchers made outstanding contributions to 
their fields, 

It is extremely difficult to determine the results of 
any grant or fellowship, however. The publications 
based on a particular grant may not appear for 5 to 10 
years, and the most significant ones may appear even 
later. During his 22 years at NIMH, Philip Sapir often 
struggled with this issue in his attempts to answer 
congressional questions about “What have you got for 
your money?" He never arrived at a satisfactory 
solution. "Should one count the publications?" he 
asked. "Should one count the pages? Use a citation 
index? Or ask a panel of distinguished people to make 
a judgment? Whose opinion would you trust?" 

Bailey faced the same problem in 1963 when he tried 
to evaluate the results of FFRP’s activity during its first 
10 years. “It is almost impossible to do it right,” he 
said, explaining that one would have to decide whether 
each grant was worthwhile and then decide whether 
each publication that resulted from it was worthwhile. 
Furthermore, many grantees failed to send in copies of 
the publications they produced with foundation sup- 
port, and some even failed to send in the final reports 
that they had promised. In the end Bailey simply 
counted up all the publications the fund had received 
from its grantees. “I debated about this," he recalled 
later. *How could an epoch-making book be com- 
pared to a short review article? On the other hand, 
sometimes a Journal article is epoch-making, while 
many books are not." When he broke up these publi- 
cations into categories according to the disciplines of 
the grantees and then compared the amount of money 
awarded to investigators in each discipline with the 
number of publications that resulted, he found an 
inverse relationship. Researchers in child development, 
psychiatry, and psychoanalysis, who received the larg- 
est grants, produced the fewest publications (1.41 to 
1.51 per grantee per year), while those in the biological 
sciences, psychology, and the social sciences, who 
received the smallest grants, produced the largest 
number of publications (2.43 to 3.93 per grantee per 
year). However, as Bailey noted, this "probably re- 
flected the differences in publication habits among the 
branches of science." James Olds, for example, pro- 
duced 11 separate articles in a single year, while Erik 
Erikson wrote one book. 

Over the years, FFRP spent a total of $18.5 million. 
Àn analysis of its activities shows that the lion's share 
($10.7 million) of its funds was used for research 
grants—either to individuals ($4.6 million) or to pro- 
grams ($6.1 million), including the final gifts to the 
Center for Advanced Study in the Behavioral Sciences 
and to Yale. Training fellowships cost roughly $3 
million. One million went to the research professor- 
ships, plus $750,000 to staff appointments in depart- 
ments of psychiatry. The small fluid fund programs 
cost $914,000. The sabbatical fellowships took 
$312,000, and various conferences cost $123,000. An 
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additional $1.7 million, representing 9% of the total, 
went to administration and travel. 

The analysis documents the decline in the number of 
psychoanalytically oriented research projects support- 
ed by FFRP over the years and the increase in social- 
cultural projects in the mid-1960s. During its first 
decade, 1953—1962, the fund awarded 28 research 
grants on psychoanalytic topics (out of a total of 205 
grants); during 1963—1972 it funded only 9 (out of a 
total of 194 grants); and during 1973—1978, none (out 
of a total of 25 grants). By contrast, the number of 
research grants on social-cultural topics rose from 20 
in the first decade to 41 in 1963—1972; then it declined 
to 4. The number of projects involving neurophysiolo- 
gy or neurochemistry was relatively high during both 
1953—1962 (56 grants) and 1963—1972 (54 grants), 
having risen after 1960; during 1973—1981 it declined 
to 4, but some of these were very large grants. 

At all times, however, the fund favored interdisci- 
plinary research. One-third of the research projects 
involved at least two equally significant topics and 
thus could not be put in a single category. For exam- 
ple, Anna Freud's research had to be classified under 
both child development and psychoanalysis, while 
others combined sociology and psychiatry, or physiol- 
ogy and biochemistry. 

Women received only 11% of FFRP’s research 
grants and were more likely to do psychoanalytic or 
child development research. Most of the grantees had 
M.D.s (55%); 35% had Ph.D.s. Yale University re- 
ceived the largest number of research grants (N=23), 
followed by the National University of Mexico (14 
grants) and Harvard University (12 grants). Medical 
schools received 31% of the grants and university 
departments 2975; public mental hospitals received 
only 4% of the grants. 

When asked their opinion of what all these research 
grants and other kinds of FFRP support had accom- 
plished, several researchers raised the question, *Com- 
pared to what?” 

The most relevant yardstick in this case is NIMH. 
And compared with NIMH, FFRP sometimes led the 
way, sometimes just kept pace, sometimes went ex- 
ploring elsewhere. For example, FFRP’s fellowships 
for interdisciplinary research training and its research 
professorships antedated similar programs at NIMH. 
According to Gerald Klerman, former administrator of 
the Alcohol, Drug Abuse, and Mental Health Adminis- 
tration, FFRP’s workshop on the economics of mental 
illness led NIMH to start a program on this topic. Yet 
some FFRP programs were selected because NIMH 
could not fund them. In other cases, both organiza- 
tions supported the same people. After Anna Freud 
received four research grants from FFRP between 1953 
and 1962 for a total of $130,700, for instance, NIMH 
began to support her research, giving her 14 grants 
from 1962 to 1976 for a total of $806,200. Seymour 
Kety’s biological research was supported primarily by 
NIMH grants from 1969 to the present time, but in 
1978-1979 he received the largest single grant ever 
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given by FFRP. There was, in fact, a sort of interlock- 
ing directorate between NIMH and FFRP; scientists 
who served on the fund’s board of directors also served 
on NIMH committees or study sections, and NIMH’s 
own scientists often joined the board. Although FFRP 
was much smaller, in many ways it paralleled NIMH. 

However, FFRP had the advantage of near-total 
freedom. It could act speedily and nonbureaucratical- 
ly, and it could take risks. “We could give money for 
creative exploration, even if the design of the study 
was sketchy,” said Max Levin. 

Because the fund’s directors were themselves experi- 
enced investigators and understood that research often 
takes unexpected turns, they made it easy for their 
grantees to change the direction of their work when 
the grantees thought it appropriate—as Erikson did in 
writing Young Man Luther (1)—or to change the 
schedules of their research. 

FFRP could also pay for unconventional means of 
travel, such as a string of camels that a researcher 
thought he would need in Africa. David Marlowe, of 
the Washington School of Psychiatry, wanted to study 
tribal warfare in Somaliland to gain some insight into 
what brings on wars. The Army Medical Research and 
Development Command offered to pay his way to 
Africa and back but drew the line at camels. FFRP’s 
board came to the rescue and was very disappointed, 
later on, to learn that instead of using camels, Mar- 
lowe had ended up with a Land Rover. 

FFRP could act on short notice. It could sponsor 
research conferences in the heat of excitement about 
some new subject, while NIMH, according to Gerald 
Klerman, would “need at least one and a half years to 
get a conference okayed, by which time it might be too 
late to make a real contribution." 

' Perhaps most importantly, FFRP could ignore some 
of the political directives that, at various times, have 
restricted the freedom of government agencies. During 
the McCarthy era, for instance, scientists had to be 
cleared with the FBI before they could get NIMH 
fellowships or research grants, and there were black- 
lists for members of scientific review committees until 
the late 1960s. Today each of NIMH's 29 review 
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committees must include a certain number of minor- 
ities, who are sometimes in short supply, and also take 
into account regional distributions, rather than select 
members solely for their expertise, as FFRP did. Such 
freedom of action is one of the chief assets of private 
foundations. 

FFRP used its freedom to try many different mecha- 
nisms for fostering psychiatric research. In general, its 
support seems to have been more effective when it 
helped researchers or departments do what they were 
really interested in than when the board tried to 
impose its own ideas. The fund's attempt to create a 
research-oriented department of psychiatry in Jamaica, 
for instance, foundered because its grantees had differ- 
ent expectations (and also because large, unmonitored 
block grants proved rather ineffectual). In later years 
the board looked for new means of stimulating re- 
search in certain areas while also letting researchers 
follow their own interests; its selection of growth 
points and its invitation of letters of intent were 
fruitful developments. 

The fund's influence was greatest during its first 
decade when, as Murphy had hoped, FFRP's research 
grants, fellowships, and support to departments of 
psychiatry helped to launch the modern era of psychi- 
atric research. Later on, its international grants had a 
major impact on research in Latin America, Europe, 
and other parts of the world. Throughout its history, 
for over a quarter century, FFRP acted as a strong 
force for interdisciplinary research in psychiatry and 
played an important role in broadening the field’s 
scientific base. 
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Dysthymic Disorder: Psychopathology of Proposed 
Chronic Depressive Subtypes 


Hagop Souren Akiskal, M.D. 


The author develops a nosologic framework for 
understanding the psychopathology of low-grade 
chronic depressions: 1) late-onset primary 
depressions with residual chronicity, 2) chronic 
secondary dysphorias, having a variable onset age 
and considered part of the symptomatic picture of 
nonaffective “neurotic” disorders or reactions to 
longstanding incapacitating medical diseases, and 3) 
early-onset characterologic depressions, which 
include a) character-spectrum disorders developing in 
the setting of tempestuous early object relationships 
and b) subaffective dysthymic disorders, 
conceptualized as genetically attenuated forms of 
primary affective illnesses. Differences in family 
history, REM latency, and pharmacologic 
responsiveness are presented in support of these 
distinctions. The author also proposes operational 
criteria to identify a thymoleptic-responsive 
subaffective dysthymic group. (Am J Psychiatry 
140:11—20, 1983) 


Lae disorder is a new DSM-III diagnostic 
rubric that replaces the DSM-II concept of neu- 
rotic depression. This revision arose as a result of 
studies (1-6) showing substantial heterogeneity in 
neurotic depressions and the consequent necessity to 
limit their operational territory to low-grade depres- 
sions lasting for 2 or more years (7). Since this change 
involves more than a terminologic revision, a critical 
review of the concept of dysthymia seems appropriate. 
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A prevalent clinical stereotype considers dysthymic 
manifestations to be symptomatic expressions of un- 
derlying character disorder (8—11). However, more 
recent phenomenologic work (12, 13) indicates that 
the affective component may be the primary disorder 
in special subgroups. My main objective in this paper 
is to review the psychopathology of dysthymic condi- 
tions with special emphasis on differentiating sub- 
groups based on character pathology from those based 
on affective disorders. 


TERMINOLOGIC ISSUES 


Literally, the term "dysthymia" means "ill-hu- 
mored" and refers to a temperamental inclination to 
melancholy. Although it has been used for all unpleas- 
ant affective states with depressive, anxious, and ob- 
sessional qualities (14), and even as a synonym for the 
entire domain of depressive disorders (15), the more 
common connotation tends to limit it to mild and 
protracted depressions (16). Thus the classical portray- 
al of the person with dysthymia (17—19) is that of 
an individual who is habitually gloomy, introverted, 
brooding, overconscientious, incapable of fun, and 
preoccupied with personal inadequacy. Such tenden- 
cies find expression in what English-speaking clini- 
cians customarily refer to as depressive personality 
(20). This affective type is the counterpart of the 
hypomanic personality, with its disinhibited affective 
exuberance, extraversion, inflated self-assurance, and 
improvidence (17—19). These two contrasting temper- 
aments were not accorded separate nosologic status in 
DSM-II: subsumed under the rubric of cyclothymic 
personality, they had limited nosologic visibility and 
were rarely diagnosed by U.S. clinicians (21). Howev- 
er, current evidence indicates that these lifelong affec- 
tive dispositions are common in outpatients (13, 22— 
25) and untreated populations (26—28). 

The relationship of cyclothymia to bipolar affective 
disorders has been suggested by two independent 
studies (22, 29). Individuals with cyclothymia come 
from families with bipolar affective illness, share the 
phenomenologic attributes of manic-depressive illness 
on a lower plane of severity, and readily develop 
hypomania on administration of tricyclic antidepres- 
sants. About a third of these individuals decompen- 
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sate, developing depressive and manic psychoses be- 
tween adolescence and early adulthood. 

Criteria differentiating cyclothymia from nonaffec- 
tive personality disorders have been proposed (30). 
However, controversy surrounds the nosologic status 
of dysthymic disorders as introduced in DSM-III (31). 
Are they personality disorders or affective disorders? 
There has been a tendency in dynamic psychiatry to 
equate depressions of mild to moderate severity and a 
chronic tendency to relapse with "'characterologic" 
disturbance (8—10). This may explain the reluctance of 
some authors (11) to grant affective disorder status to 
dysthymic conditions. I will outline phenomenologic 
and external validating principles by which the affec- 
tive basis of dysthymic disorders can be determined. 


THE DSM-III CONCEPT OF DYSTHYMIC DISORDER 


The essential defining characteristics of dysthymia 
as introduced into the official American psychiatric 
nosology of DSM-III include 1) chronicity—persistent 
or intermittent depressive manifestations of at least 2 
years’ duration, 2) subsyndromal intensity, i.e., falling 
short of the symptomatic threshold for major depression, 
3) absence of affective delusions and hallucinations, 
and 4) absence of hypomanic or manic swings. Onset 
is insidious or follows a major depressive episode. 

Nosologic precursors of dysthymic disorder include 
overlapping, although not necessarily synonymous, 
conditions like depressive temperament (17—19) or 
depressive personality (9, 20), hysteroid dysphoria 
(32), characterologic depression (13, 33), neurotic 
depression (DSM-II), and chronic minor depression 
(21). These terms variously emphasize the tempera- 
mental traits of dysphoria, the repetitive neurotic 
tendency toward gloomy despair, and the chronic 
course in these low-grade depressions where trait 
(personality) and state (depression) are so interwoven 
that it is difficult to separate posture or life style from 
illness or disease (33). 

Since the pioneering work of Kraepelin (17) and 
Kretschmer (18) on affective temperaments, biological- 
ly oriented authors (reviewed in references 30, 34, and 
35) have generally taken the position that the observed 
personality attributes in these low-grade depressions 
are the expression of an underlying, albeit subtle, 
affective disorder. In this theoretical framework, de- 
pressive personality is conceptualized as a subaffective 
disorder, i.e., a genetically attenuated form of major 
affective disorder. By contrast, analytically oriented 
clinicians (8—10) have tended to deemphasize the 
depressive manifestations, considering them epiphe- 
nomenal to severe character pathology of developmen- 
tal origin. 

: Compatible with its atheoretic philosophy (7), 
DSM-III has taken a position of compromise between 
these opposite viewpoints. Thus dysthymia is classified 
under affective disorders, but it is stated that “often the 
affective features of this disorder are viewed as second- 
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ary to an underlying Personality Disorder" (p. 222). 
The clinician is accordingly encouraged to note any 
coexistent personality disorder on axis IJ. However, 
this does not resolve the question of which component 
is primary or predominant in any given case. The 
importance of this question lies in the fact that thymo- 
leptic drugs may be indicated when the affective com- 
ponent is primary (12, 13). 


CLINICAL FEATURES, COURSE, AND A 
PROPOSED CLASSIFICATION 


Robins and Guze (36) estimated that chronicity 
occurs in 1596 of affective disorders. Depressions 
lasting 2 to 3 years are not uncommon, and an 
unremitting course over decades or even a lifetime has 
been observed (37, 38). Since most depressions do 
remit spontaneously or pursue an episodic course (17, 
39, 40), inadequate treatment cannot be assumed to be 
the primary cause of chronicity. 

Weissman and Klerman (23) have noted that “most 
clinicians, including psychiatrists, are not accustomed 
to making the diagnosis of chronic depression" be- 
cause of a stereotype equating affective disorder with 
acuteness and episodic course. Price (37) has pointed 
out that repeated treatment failure in chronic depres- 
sions may so frustrate the clinician that the diagnosis is 
often changed to personality disorder, because of “the 
strange but widespread belief that patients with per- 
sonality disorders do not suffer." 

Misdiagnosis of patients with chronic depression 
may be related to their demanding, narcissistic natures 
and their almost exhibitionistic flaunting of suffering. 
Schneider (19) has said that such patients believe in an 
“aristocracy of suffering.” Patients studied in our clinic 
(13, 33) have made statements like *I was born 
depressed" or “I am the most miserable creature on 
earth." Such hyperbolic descriptions of suffering con- 


trast so strongly with the relative absence of objective- : 


ly ascertainable depression that these patients may, 
understandably, be considered manipulative or even 
malingering (41). Many are nonassertive, but others 
are sarcastic, cynical, or nihilistic—attributes that can 
alienate therapists. Patients with an intellectual incli- 
nation may harp on the themes of the outsider, alien- 
ation, and the absurdities in the human condition. 
Nemiah (42) has described these patients’ penchant for 
Weltschmerz, brooding over the miseries of the world, 
hence the designation “existential depression," anoth- 
er clinical colloquialism synonymous with “‘character- 
ologic depression." Discussion of such issues, initially 
alluring to even experienced psychiatrists, may lead to 
therapeutic impasse by diverting attention from the 
core affective pathology. Finally, as Berblinger (41) has 
pointed out, “The physician tends to shun such per- 
sons since they threaten not only his need for profes- 
sional gratification but, even worse, may affect his own 
spirits by contagion." 

Patients with chronic depression are also seen by 
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primary care physicians, who, impressed by somatic 
complaints but finding little evidence of underlying 
medical disease, may label them “hypochondriacal.” 
The overshadowing of depression by anxiety and 
autonomic system disturbances leads to the wide- 
spread prescription of anxiolytics and sedative-hyp- 
notics for these “‘crocks” (23, 43). By contrast, non- 
psychiatric mental health workers, impressed by be- 
havioral deficits or conjugal disharmonies, may focus 
on behavior, family, and group therapies, with little 
regard of the need for somatic therapies for the 
affective component of the patient’s illness. 

Because the depressive component of dysthymic 
disorders is often both “unrecognized and poorly 
treated" (23), we have thus far very little information 
about their course. A chronic subsyndromal depressive 
denouement can be the sequel of syndromal or major 
depressive episodes or may arise insidiously and pur- 
sue a lifelong subsyndromal course with or without 
superimposed affective episodes. As with cyclothymia 
` (22), a "pure" subsyndromal depressive course that is 
not complicated by short-lived major affective episodes 
is uncommon in clinical practice. In our study (44), 
“pure” dysthymia accounted for no more than 10% of 
outpatient probands who met the DSM-III criteria for 
dysthymic disorder. Thus it would be difficult to 
accumulate a large sample of dysthymic probands who 
had not at some point suffered major depressions. This 
means that dysthymia must generally be studied in the 
context of chronic depressions, wherein syndromal 
and subsyndromal admixtures coexist in the most 
varied and irregular fashion. 

In contrast to severe syndromal depression, which is 
rarely protracted because of the likelihood of self- 
destruction, fluctuating severity of depression is a 
commonly observed pattern of chronicity. Usually a 
subsyndromal level of illness predominates in the 
course of such fluctuating chronic depressions. It is 
here that depression and significant characterologic 
disturbance coexist, conforming to the clinical collo- 
quialism of “‘characterologic depression.” 

Our studies (13, 45) have shown that such fluctuat- 
ing depressions with insidious onset and protracted 
course typically begin before age 25, as compared with 
late-onset chronic depressions arising as incomplete 
remissions from more or less definable major depres- 
sive episodes (44). We have not observed a low-grade 
dysthymic pattern of insidious onset—and uncompli- 
cated by major episodes—beginning in late adulthood 
(13, 44). Rounsaville and colleagues (24), who have 
reported similar data, emphasized that two-thirds of 
outpatients meeting the criteria for major depressive 
episodes simultaneously had underlying low-grade 
chronic mood disorders or developed such conditions 
as a residuum of the episode; chronic neurotic depres- 
sive attitudes such as overestimation of difficulties and 
feelings of inadequacy predicted poor outcome. Such 
data are consistent with those of Weissman and asso- 
ciates (46), who demonstrated that unfavorable out- 
come in depression was correlated with high neuroti- 
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cism scores, and with our findings (5) that underlying 
incapacitating neurotic disorders, lifelong medical ill- 
ness, and concurrent “‘unstable” characterologic pa- 
thology predicted such outcome. 

The above findings provide the rationale for a 
tentative division of chronic depressions (diagrammed 
in figure 1) into the following groups (5, 13, 33, 44): 

Primary depressions with residual chronicity, usual- 
ly of late onset and occurring as sequelae to one or 
more syndromal episodes of primary major depres- 
sion. History of a chronic low-grade depressive pattern 
preceding these episodes is typically absent. 

Chronic secondary dysphorias, having a variable 
onset age and occurring in the setting of preexisting 
and incapacitating nonaffective disorders. 

Characterologic depressions, with insidious and ear- 
ly developmental onset and fluctuating course. Any 
superimposed major depressions represent accentua- 
tion of the underlying low-grade disorder, and return 
to this pattern is the rule. 

The challenge is to delineate validating principles 
that will assist in determining whether these groups 
represent bona fide affective disorders. Especially rele- 
vant is whether response to thymoleptic drugs can help 
to delineate distinct subaffective and character-spec- 
trum subgroups of the characterologic depressions. 


EXTERNAL VALIDATING STRATEGIES 


The substitution of dysthymia, a concept with 
strong affective connotations, for what was in the 
domain of neurotic pathology in DSM- has met with 
some disapproval (11, 31). In their critique of DSM- 
III, Cooper and Michels (11) suggested that the promi- 
nent neurotic characterologic pathology in dysthymic 
disorders disqualified their inclusion in affective disor- 
ders, where construct validity is provided by a “biolog- 
ical commonality.” No such claim is made in DSM-III 
for validating the category of affective disorder. 
Cooper and Michels seem to restrict the concept of 
affective disorder to a severe, syndromal, and episodic 
illness of biologic origin. Since this is a commonly held 
clinical opinion, it is useful to review the evidence that 
patients with mild to moderate depression with a 
chronic relapsing course, who come to the clinician 
with a characterologic disturbance, may nevertheless 
suffer from an underlying primary affective disorder 
that is responsive to thymoleptic medication. 

Robins, Guze, and Feighner and associates (47, 48) 
have developed principles for evaluating the validity of 
psychiatric diagnoses. The modified application of 
their schema in affective disorders (49—52) involves 
examination of the following variables: 1) clinical 
phenomenology, 2) course, 3) pedigree, 4) pharmaco- 
logic response, 5) dexamethasone suppression, and.6) 
REM latency. 

Prospective follow-up course is a powerful validat- 
ing tool available to all clinicians. In a study of 100 
patients with neurotic depression (5), we demonstrated 
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FIGURE 1. Proposed Classification of Chronic Depressions 
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TABLE 1. Prospective Outcome at 3—4-Year Follow-Up in 100 
Neurotic Depressive Patients? 


Outcome Number^ 
Manic episode 4 
Hypomanic episode 14 
Psychotic depression 21 
Melancholic depression 36 
Episodic course 42 
“Unstable” characterologic features 24 
Social invalidism 36 
Suicide 3 


?Based on data of Akiskal and associates (5). 
bSum exceeds 100 because each patient could have more than one outcome. 


that 36% had developed melancholic episodes over a 
3—4-year period; half of this group—18% of the total 
cohort—had also changed polarity. These data, sum- 
marized in table 1, suggest that minor depressions 
often form the substrate from which major affective 
episodes arise. Similar observations have been made by 
Stone (53), who reported that neurotic or character- 
ologically ill patients seen in psychoanalytic practice 
not uncommonly develop hypomanic, manic, or mel- 
ancholic decompensation. Likewise, Paskind (54, 55), 
Watts (56, 57), and Vanggaard (58) have documented 
the multiple neurotic clinical presentations of endoge- 
nous depressions. 

Although the literature on masked depression (59, 
60) tends to emphasize somatic presentations, charac- 
terologic disturbances can also mask affective symp- 
toms (13, 22). Systematic follow-up studies (61, 62) 
have shown that most probands selected on the basis 
of personality disturbance according to the DSM-II 
scheme also satisfied the criteria for primary affective 
disorder. Further, recent evidence indicates that 5096 
of patients with severe characterologic disturbances, 
subsumed under the "borderline" rubric in contempo- 
rary North American psychiatry (63), seem to suffer 
from lifelong affective disorders (64). This conclusion 
is based on affective family history (65), positive 
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dexamethasone suppression test findings (66), major 
affective episodes, and high risk of suicide during 
prospective follow-up (64). Such evidence suggests 
that the affective component—typically dysthymic in 
form—is often primary and the characterologic distur- 
bance epiphenomenal in these conditions convention- 
ally subsumed under personality (or schizophrenia- 
spectrum) disorders. In clinical formulations, the affec- 
tive component is often overlooked because borderline 
patients characteristically present with complicated 
biographies and give histories of affective instability in 
a setting of tempestuous interpersonal relationships. 

Hysteroid dysphoria is one such condition with a 
dysthymic core that has been described by Klein and 
associates (12, 32). They used the clinical tool of 
pharmacologic response—in this instance to the mono- 
amine oxidase inhibitor (MAOI) phenelzine—to sup- 
port their hypothesis of a core of affective disorder in 
hysteroid dysphoria. 

Sleep neurophysiologic studies by Kupfer and asso- 
ciates (52) have provided another biologic tool for the 
diagnosis of primary depressive disorder. REM latency 
(time from sleep onset to the first REM period) is 
shortened to less than 70 min in primary depression. 
When we applied this technique to our classificatory 
schema of chronic depressions (see figure 2), values for 
patients with primary depressions with residual chro- 
nicity were essentially indistinguishable from those of 
patients with primary affective disorders in the midst 
of a syndromal episode, and patients with chronic 
secondary dysphoria were indistinguishable from con- 
trol subjects with no affective illness (33, 50). These 
data suggest that there is a common neurophysiologic 
substrate between primary syndromal depressions and 
their subsyndromal residuals, and that the chronic 
dysphorias in the secondary group do not reflect such 
altered physiology. In addition, the results suggest that 
characterologic depressions themselves are heteroge- 
neous—one subgroup, with short REM latency, 
seemed related to primary affective disorder, and the 
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FIGURE 2. REM Latency Values of Patients with Chronic Depression 
(Primary, Secondary, and Characterologic), Patients with Episodic 
Primary Affective Disorder, and Nonpatient Control Subjects? 
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«Gray area represents "normal" range of REM latencies according to 
published norms (67). The numbers within the figure indicate the mean 
REM latency for each group. 


subgroup with normal latencies did not (13, 33, 50). 
Consistent with these findings, shortened REM latency 
has also been reported in many patients with border- 
line personalities (64). 

In the remainder of this paper, I shall further 
consider the psychopathologic validity of these pro- 
posed subtypes of chronic depression. 


PRIMARY DEPRESSIONS WITH 
RESIDUAL CHRONICITY 


Chronicity was a hallmark of what was once termed 
“involutional melancholia” (68). The typical course of 
patients with this illness, who by definition were free 
of preinvolutional affective disorders, was nonremit- 
ting depression for 2—5 years. 

To study such late-onset chronic depressions, our 
group (44, 69) studied outpatients who had not recov- 
ered from major depressions for which they had been 
hospitalized earlier; these patients did not have a 
history of other validated psychiatric disorders (48). 
None of these patients had experienced low-grade 
chronic depression before the onset of their affective 
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episodes; all the episodes were unipolar; and 40% of 
them had endogenomorphic (3) clinical features. Chro- 
nicity developed following one or more major epi- 
sodes. The REM latencies of these patients are shown 
in figure 2: REM latency shorter than 70 min was 
observed in almost all of the patients in this group. 
This finding suggested that the residual chronic symp- 
toms of these patients were genuine affective symp- 
toms (69). 

To identify factors possibly related to chronicity, we 
compared the group with residual chronicity with age- 
and sex-matched patients with episodic primary uni- 
polar illness. The following factors were significantly 
more common in the chronic group: heredofamilial 
affective loading, multiple losses through death of 
family members, disabled spouses or other family 
members, the use of depressant antihypertensive 
agents, and secondary drug dependence (44, 69). The 
contribution of such factors to maintaining chronicity 
of depression is illustrated in the following vignette. 


Case 1. Ms. A, a 52-year-old woman who had an unre- 
markable premorbid adjustment, developed chronic depres- 
sion following three melancholic episodes—the first onc at 
age 45—that had remitted incompletely. She was involved in 
a divorce as a result of the second episode, and at that time 
her father died of a heart attack and her son was in an 
accident that left him seriously disfigured. Ms. A had very 
little in the way of social support: her mother had committed 
suicide when Ms. A was in her late teens and her only sister 
also suffered from recurrent depressions. While in the midst 
of the third episode of melancholy, Ms. A underwent a knee 
operation for a painful benign tumor; this led to narcotic and 
sedative-hypnotic dependence. 

Despite vigorous trials with various classes of antidepres- 
sants and two courses of ECT, Ms. A has continued to 
experience intermittent crying spells, insomnia, and periodic 
death wishes, and she has developed fears of going out of her 
home. During psychiatric visits she exhibits a pattern of 
clinging helplessness, pessimism, and resignation. 


Kraines (38) has documented the occurrence of such 
chronic neurotic “postdepressive personality" devel- 
opments. Likewise, Roth and Barnes (70) have recently 
suggested “‘a pathoplastic coloring of neurotic features 

. as a nonspecific concomitant of endogenous de- 
pressions." Thus melancholia may in some cases serve 
as the breeding ground for neurotic personality devel- 
opments, thereby contributing to a chronic depressive 
denouement. Continued pharmacologic treatment is 
indicated in these chronically ill patients, whose vege- 
tative and psychomotor symptoms can often be con- 
siderably ameliorated (24, 44, 71, 72). What seem 
most resistant to treatment are the postdepressive 
attitudes of passivity, dependence, resignation, and 
pessimism (33). Given the serious interpersonal com- 
plications and personal handicaps that patients like 
Ms. A develop in the context of major depressive 
illness, there is often a realistic component of unhappi- 
ness that complicates their condition. Klein (3) has 
aptly used the term “demoralization” to refer to this 
aspect of depression. Social support measures can be 
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modestly helpful in mitigating demoralization. Active 
therapeutic manipulation of life situations may not be 
feasible. However, spontaneous change in such situa- 
tions does sometimes occur (12), and it is at such times 
that psychotherapy is most likely to mobilize the 
dormant coping skills of the individual to bring about 
some change in self-defeating depressive behaviors and 
self-concepts. In brief, pharmacotherapy and psycho- 
therapy (73, 74) seem indicated in late-onset chronic 
depressions. 

The clinician must note, however, that a small 
proportion of premorbidly normal individuals may 
develop chronic demoralization responses—to unre- 
solved marital or occupational situations (3, 12)—in 
the absence of a definable primary affective disorder. 
We have not examined such individuals in our sleep 
disorder center. We expect them to lack endogenomor- 
phic features (3) and to have normal REM latencies. 
Treatment should proceed along the psychological 
approach outlined above. 


CHRONIC SECONDARY DYSPHORIAS 


The chronic dysphoria in this group of patients is 
superimposed on longstanding nonaffective psychiatric 
disorder, incapacitating medical disease, or both (5, 
75). In our series (44), the most common underlying 
conditions were neurologic or rheumatologic diseases, 
often of childhood onset, and somatization, obsessive- 
compulsive disorders, panic disorders, and phobic 
disorders. The joint presence of incapacitating psychi- 
atric and chronic medical disorders was especially 
potent in producing refractory dysphoric reactions. 

Secondary dysphorias are distinguished from pri- 
mary depressions with residual chronicity in that onset 
is not associated with major depressive episodes of 
melancholic form and the family history is usually 
negative for affective disorder. Patients with underly- 
ing anxiety disorders may respond to MAOIs (12, 76). 
The dysphoric mood is typically intermittent, tends to 
parallel the vicissitudes of the underlying illness (75), 
and, judging from the REM latency data displayed in 
figure 2, does not appear to reflect a primary affective 
process. When the underlying condition is a medical 
illness and chronic infirmity began in childhood, the 
dysphoric response is lifelong and woven into the 
patient's character structure. 


Case 2. Ms. B, a 33-year-old unmarried woman, presented 
with the chief complaint, “I genuinely hate myself." She said 
she did not know “what it was like not to be depressed" and 
complained of chronic fatigue, “bitterness toward life," and 
intermittent death wishes. She said that she was "truly 
nothing," and her life had been a “pitiful waste." These 
lifelong fluctuating symptoms had started in Ms. B's child- 
hood, when she developed a crippling deformity as a result of 
poliomyelitis. She had felt ridiculed by classmates and teach- 
ers, unloved by her family, and “trampled upon by every- 
body." She had never dated, and it had always been difficult 
for her to obtain employment. “I know neither what I want 
out of life, nor what life wants out of me—I talk endlessly 
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about my misery because I have nothing else to exhibit." Her 
family history was negative for psychiatric illness. Despite 
vigorous trials with different classes of antidepressants and 
individual and group therapies, Ms. B's complaints have 
remained essentially unmodified during a 2-year follow-up. 


]t is uncertain what percentage of disabled patients 
with incapacitating medical disorders of childhood 
onset develop such self-hatred and chronic depressive 
outlook. In our current state of understanding, such 
reactions are perhaps best explained as demoralization 
(3) consequent to realistic and permanent adversity 
rather than bona fide affective illness. 

More is known about dysphoric reactions in the 
setting of nonaffective psychiatric disorders. Here the 
depressive state is not easily distinguished from the 
underlying condition (5, 75, 77—81). Indeed, patients 
do not experience their depressions as a “break” from 
their usual selves but as an accentuation of their basic 
illness. In other words, their dysphoric symptoms tend 
to parallel the vicissitudes of the nonaffective disorder 
and are thus characteristically intermittent. There is 
little evidence that these intercurrent dysphoric symp- 
toms represent a process distinct from the underlying 
illness, but their presence tends to bring patients with 
anxiety disorders to the clinician (81, 82). These 
conditions are variously referred to as “anxious” (1, 4, 
70) or “atypical” (4, 76) depressions. The following 
case is illustrative. 


Case 3. Ms. C was seen in an emergency psychiatric 
evaluation because of diazepam overdose. Since her college 
days, this 36-year-old divorced nurse had suffered from 
chronic paralyzing anxiety, tension, fears of calamity, and 
obsessive ruminations with sexual and religious content. She 
also consumed large amounts of purgatives because she felt 
"sick, fat, ugly, and grotesque." Preoccupation with her 
neurotic conflicts had caused irritability and withdrawal 
from social and romantic pursuits. She was periodically 
tormented with the idea that she could be a lesbian. Ms. C 
had led a lonely life “locked in a private neurotic hell.” She 
expressed feelings of depression and inadequacy: “I am 
stupid, I am a jerk, I have no substance—if people really 
knew how I really was ... I am such a bad person.” She 
found her suicidal urges difficult to resist. Past records 
indicated that Ms. C had received all major modalities of 
psychiatric treatment (except psychosurgery), with no appre- 
ciable benefit. 


CHARACTEROLOGIC DEPRESSIONS 


When one excludes low-grade chronic dysphoric 
states explainable as complications of primary major 
depressive disorders, rigorously defined nonaffective 
psychiatric disorders, or incapacitating medical dis- 
ease, the clinician is faced with a difficult group of 
patients—36% in our series (44)—whose condition 
has begun early in life and has pursued either an 
intermittent or nonremitting course. Typically, onset is 
insidious in the vague past of childhood or early 
adolescence, and the illness pursues a protracted 
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course over several years before the occurrence of 
superimposed major depressive episodes, if any; on 
recovery from these episodes, return to the premorbid 
depressive level is usually the rule. It is this group 
which is most representative of the DSM-III descrip- 
tion of dysthymic disorder. Klein and associates (12) 
prefer the designation ‘‘characterologic dysphoria” to 
emphasize that most of these patients do not suffer 
from drug-responsive primary affective illness. In rec- 
ognizing the heterogeneity of this group, they have 
further suggested the possibility that pharmacological- 
ly responsive categories could be delineated by future 
research. We examined this possibility in our mood 
clinic. Basically we tested the hypothesis that “‘charac- 
terologic depressions" could be divided into predomi- 
nantly characterologic and predominantly subaffective 
groups based on response to thymoleptic drugs (13, 
45). Differences in clinical features, family history, 
sleep polygraphic findings, and longitudinal course 
further supported this tentative distinction. 


Character-Spectrum Disorders 


Patients in this group, who constituted two-thirds of 
our patients with early-onset characterologic depres- 
sions, failed to show appreciable response to clinical 
trials with tricyclics, MAOIs, and lithium carbonate. 
Their REM latencies were in the normal or nonaffec- 
tive range. When syndromal depressive episodes oc- 
curred, they lacked melancholic features. Other associ- 
ated features were polydrug and alcohol abuse, associ- 
ated with high rates of familial alcoholism and 
parental assortative mating (i.e., both parents ill with 
alcoholism or personality disorder) but not of affective 
illness. The designation “‘character-spectrum”’ reflects 
the predominance of a liberal mélange of “unstable” 
characterologic traits, with dependent, histrionic, anti- 
social, or schizoid features. As exemplified in the 
following case, childhood parental loss and broken 
homes seem to provide the developmental roots of the 
characterologic disturbance. 


Case 4. Ms. D, a 27-year-old woman, was referred because 
of an aspirin overdose, which she said was to obtain relief 
from "constant headaches." She also complained of chronic 
insomnia, nightmares, palpitations, irritability, “‘self-hatred, 
constant crying, and feeling bad—wishing to be unconscious 
of the pain of living.” She said she had been “unhappy since 
conception” and had cut her wrists on numerous occasions. 
She blamed her past for her present difficulties. Her father 
was an alcoholic who abused his children and left his family 
when Ms. D was 12 years old. At the age of 15, Ms. D 
married a man who prostituted her for money. She divorced 
him and married three more times in an unsuccessful search 
for stepfathers for her children. She had never loved any 
man, and her sexual liaisons were typically anorgasmic. Her 
most recent liaisons were with men in their 50s and 60s. 

She took doxepin erratically, but generally did not tolerate 
the side effects of tricyclics and demanded minor tranquiliz- 
ers ‘‘to relieve the pain of existence.” She had periodically 
abused stimulants and narcotics. We were not successful in 
engaging Ms. D in any form of psychotherapy other than 
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crisis sessions. Over a 3-year follow-up, she has continued to 
iterate her conviction that her upbringing has not given her 
the “personal foundations to make it in this world.” The 
diagnosis of sociopathy or somatization disorder was enter- 
tained, but the full criteria for these disorders could not be 
documented. 


We do not agree with Winkour (83) that the depres- 
sive component in the daughters of alcoholics repre- 
sents a primary affective disturbance. Rather, we con- 
ceptualize their illness as characterologically based 
chronic dysphoria, representing the adverse conse- 
quences of parental alcoholism, sociopathy, and relat- 
ed disorders (45). Exposure to a succession of unsuit- 
able parents during crucial developmental phases 
probably amplifies any inherited tendencies toward 
unstable personality development (84, 85). As a result, 
some of these patients are exquisitely sensitive to 
romantic disappointment and other types of separa- 
tion events in adult life. In brief, the character-spec- 
trum dysphoric pattern appears as formes frustes or 
alternative expressions of alcoholism, sociopathy, and 
somatization disorders (45). 


Subaffective Dysthymic Disorders 


Probands with these disorders, who had REM laten- 
cies in the range for patients with primary depression, 
showed favorable response to tricyclics, lithium, or 
both (13); some developed brief pharmacologic 
switches to hypomania. As expected, family history 
was often positive for bipolar affective disorder. Phe- 
nomenologically, affinity to primary affective disorder 
was evidenced by anhedonic, guilt-ridden, and hyper- 
somnic retarded depressions. The personalities of these 
patients conformed to Schneider’s depressive typolo- 
gy (19, 86): 1) quiet, passive, and nonassertive, 2) 
gloomy, pessimistic, and incapable of fun, 3) self- 
critical, self-reproaching, and self-derogatory, 4) skep- 
tical, hypercritical, and complaining, 5) conscientious 
and self-disciplining, 6) brooding and given to worry, 
and 7) preoccupied with inadequacy, failure, and 
negative events to the point of a morbid enjoyment of 
one’s failures. Tyrer and Alexander (87) have shown 
that these traits do not occur in character disorders 
with sociopathic, passive-dependent, and histrionic 
features, thereby providing independent validation for 
the distinction between the character-spectrum and 
Schneiderian patterns. The following vignette exempli- 
fies the Schneiderian typology. 


Case 5. Mr. E, a 35-year-old researcher, described himself 
as “a total failure." He was “intermittently tempted to end a 
wasteful and empty life.” The referral note indicated little 
change in “the structure of his depressive personality" after 


. 18 months of individual psychotherapy. The son of a manic- 


depressive physician who had committed suicide when the 
patient was 16, Mr. E had received graduate degrees with 
honors. Although respected by his colleagues, he was inter- 
mittently plagued by the idea that a minor error on his part 
would cost research subjects their lives. He had been married 
briefly but suffered from retarded ejaculation and, eventual- 
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ly, erectile failure, He declared that his mind was his 
"cardinal disability—going into periods of clouding, confu- 
sion, and arrest" at irregular intervals since his early teens; 
during such times he slept 12-14 hours a day. He was 
typically symptomatic 10 out of 12 months of each year. 
Even in relatively “well” periods, Mr. E engaged in self- 
analysis of his “compulsion for self-defeat and destruction." 
He felt he was “the most wretched person in the world—I 
could almost revel in the splendor of my own misery." Mr. E 
could not tolerate the hypotensive side effects of tricyclic 
antidepressants or tranylcypromine. However, after 1 year of 
lithium carbonate in the context of supportive psychothera- 
py, his symptoms were significantly ameliorated, and he 
began to pursue romantic relationships. 


Our data (13, 45) indicate that the depressive per- 
sonality characteristics observed in such patients are 
best considered as milder but lifelong (subaffective) 
expressions of primary depressive disorder; hence the 
designation “‘subaffective dysthymia.” However, the 
relationship of subaffective dysthymia to unipolar ill- 
ness is more complex than that of cyclothymia to 
bipolar illness. Although dysthymic patients pursue a 
“unipolar” course, they display distinct bipolar ten- 
dencies, i.e., brief hypomanic switches activated by 
tricyclic challenge. Thus a proportion of dysthymic 
patients seem to have affinities with those suffering 
from cyclothymic and bipolar II disorders (13, 45, 64). 

In conclusion, characterological depressions seem to 
consist of at least two subgroups. One is character- 
spectrum disorders, which reflect primarily character- 
ological pathology, somewhat analogous to the RDC 
categories of intermittent depression and labile person- 
ality. The second is subaffective dysthymic disorders, 
where the personality disturbances appear secondary 
to frequent episodes of low-grade endogenous depres- 
sion, resembling the RDC category of minor episodic 
depression, 


TABLE 2. Comparison of Subtypes of Chronic Depression 


OPERATIONALLY DEFINING THYMOLEPTIC- 
RESPONSIVE SUBAFFECTIVE DYSTHYMIAS 


Frances and Cooper (88) have recently suggested the 
use of vegetative symptoms to distinguish "true" dys- 
thymic disorder from the large universe of nonaffective 
personality disorders. However, such symptoms by 
themselves are not pathognomonic for melancholia 
(89). Klein's perspective (3) requires the presence of 
refractory anhedonia. Our experience (13) additional- 
ly suggests the importance of hypersomnic-retarded 
depressive features. The following criteria are suggest- 
ed for their heuristic value in future research on 
affective-disorder-based dysthymias. They may also 
help the clinician in identifying a core group of thymo- 
leptic-responsive dysthymias. 
Phenomenologic Criteria 

1. Indeterminate onset, cardinal manifestations 
usually obvious before 25 years. 

2. Fluctuating course over many years, but typically 
not free of affective manifestations for more than a few 
weeks at a time. 

3. Habitually subsyndromal in symptom profile, 
although the full range of depressive symptoms (which 
may even crystallize into superimposed syndromal 
episodes) occur at various times. 

4. At least two of the following melancholic mani- 
festations: a) psychomotor inertia, b) hypersomnia, c) 
anhedonia, and d) diurnal variation (worse in the 
morning). 

5. Habitual introversion, with brief periods of ex- 
traversion sometimes seen during relatively “well” 
periods. 

6. Presence of at least 5 of the 7 Schneiderian de- 
pressive personality traits (19). 


Subtype Onset Course Personality 
Primary depres- Throughout Residuum of Postdepressive 
sions with adulthood major depres- neuroticism 
residual sive episode(s) and depen- 

chronicity dency 
Chronic Variable Parallels vicissi- Variable 
secondary tudes of under- 
dysphorias lying disorder 
Characterologic 
depressions 
Character- Childhood or Intermittent Dependent, 
spectrum adolescence histrionic, or 
disorders sociopathic 
. Subaffective Before age 25 Continuous or — Schneiderian 
dysthymic intermittent depressive 
disorders typology 


2Both parents ill with alcoholism or personality disorder. 
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Developmental Family REM Pharmacologic 
History History Latency Response 
Unremarkable Unipolar Short Positive to 
depression tricyclic anti- 
depressants 
Variable Depends on Normal A subgroup 
underlying may respond 
disorder positively to 
monoamine ox- 
idase inhibitors 
Parental sepa- Alcoholism, Normal Unresponsive 
ration or di- parental assor- to thymoleptic 
vorce tative mating? drugs 
Unremarkable Unipolar and Short Positive to 
bipolar tricyclic anti- 


depressants and 
lithium 
carbonate 
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7. Ordinarily, absence of a diagnosable nonaffective 
disorder from the Washington University list of vali- 
dated psychiatric disorders (48). Exception is made for 
sedativism (alcohol and drug abuse), which may serve 
to mask affective manifestations in the early course of 
the disorder. 


External Validating Criteria 


The Criteria not required for clinical diagnosis but 
highly suggestive when present are as follows: 

1. First-degree relative with melancholic or bipolar 
disorder. 

2. Brief hypomanic switches when receiving tricy- 
clic antidepressants. 

3. Unexplained REM latency shorter than 70 min 
on two consecutive nights, especially in a young adult 
who is not in a full syndromal episode of depression. 

4. Positive dexamethasone suppression test (DST) 
as outlined by Carroll and associates ($1). Although 
the DST has not been specifically tested in dysthymia, 
many of the borderline probands studied by the Michi- 
gan group who had positive DSTs (66) would proba- 
bly meet the criteria for dysthymia outlined here. 

In summary, although the concept of dysthymia as 
introduced in DSM-III is less nebulous than that of 
neurotic depression, the findings reviewed in this paper 
(summarized in table 2) suggest that chronic depres- 
sions are "the clinical final pathway" (90) of many 
conditions, including primary affective, neurotic, and 
characterologic disorders. Using the framework devel- 
oped by Robins and associates at Washington Univer- 
sity (47) to validate psychiatric diagnoses, I have 
proposed core defining characteristics of dysthymia 
conceived of as a subaffective disorder. It has been the 
thesis of this paper that, analogous to cyclothymia, it is 
desirable to limit the operational territory of dysthy- 
mia to an early-onset subaffective disorder. It can 
occur as an isolated condition or serve as the tempera- 
mental substrate of major depressive or hypomanic 
episodes. 
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Low CSF 5-Hydroxyindoleacetic Acid in Schizophrenic 
Patients With Enlarged Cerebral Ventricles 


Steven G. Potkin, M.D., Daniel R. Weinberger, M.D., Markku Linnoila, M.D., Ph.D., 
and Richard Jed Wyatt, M.D. 


The authors assayed CSF 5-hydroxyindoleacetic acid 
(5-HIAA) concentrations in 24 chronic schizopbrenic 
patients, 9 of whom had enlarged cerebral ventricles 
according to computerized tomography scans, and in 
15 control subjects with neurological disorders. 
Although there were no overall differences between 
the schizophrenic patients and the control subjects, 
schizophrenic patients with enlarged ventricles had 
significantly lower 5-HIAA concentrations. Also, 
ventricular size correlated inversely with 5-HIAA 
concentrations. The findings are consistent with 
other evidence that cerebral ventricular size is 
biologically meaningful in schizophrenic patients. 
(Am J Psychiatry 140:21—25, 1983) 


he hypothesis that serotonin may be involved in 

the pathogenesis of at least some forms of schizo- 
phrenia is one of the oldest neurochemical theories of 
this disorder. It is based primarily on the fact that the 
psychedelic drug LSD interferes with serotonergic neu- 
ronal systems (1, 2) and on the possibility that aber- 
rant methylation of serotonin could produce endoge- 
nous psychotogens such as N,N-dimethyltryptamine 
and bufotenine (3). 

In an effort to evaluate the role of serotonin in 
schizophrenia, a number of investigators have studied 
serotonin's major metabolite, 5-hydroxyindoleacetic 
acid (5-HIAA) in the CSF of schizophrenic patients. 
The CSF has been preferred to blood and urine because 
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it is more likely to reflect CNS metabolism. The 
distribution of 5-HIAA 1n the human brain parallels 
that of serotonin (4), and brainstem 5-HIAA concen- 
trations are reflected in cisternal CSF levels (5). Still 
unclear, however, is the relative contribution of cere- 
bral 5-HIAA to the concentration of 5-HIAA in the 
lumbar CSF. 

Ashcroft and associates (6) and Bowers and asso- 
ciates (7) found lower 5-HIAA concentrations in drug- 
free (primarily acute) schizophrenic patients than in 
normal control subjects. Fotherby and associates (8), 
Perrson and Roos (9), Rimon and associates (10), and 
Post and associates (11) did not. Post and associates 
(11), however, did find low 5-HIAA in those schizo- 
phrenic patients who were in the most subjective 
distress and in those with prominent hallucinations, 
raising the possibility that serotonin metabolism may 
be relevant to a subgroup of schizophrenic patients. 
Subgrouping patients on the basis of CSF 5-HIAA 
concentrations also has been proposed in affective 
disorders, where low CSF 5-HIAA levels have been 
associated with suicide (12, 13) and aggressive behav- 
ior (14). 

Since it is now widely assumed that schizophrenia is 
not a single disease entity but a biologically heteroge- 
neous collection of possibly distinct subtypes (15), 
failure to separate schizophrenic persons into subtypes 
may explain some of the discrepancy in the CSF 5- 
HIAA concentration studies (16). In our experience 
one biologically and clinically meaningful subgroup of 
schizophrenic patients is that defined as having subtle 
morphological brain abnormalities according to com- 
puted tomography (CT) (17, 18). Those schizophrenic 
patients whose lateral cerebral ventricles are enlarged 
on CT scan (at least greater than two standard devi- 
ations above mean control values) tend to have poorer 
performance on neuropsychological testing, more dis- 
ordered smooth-pursuit eye tracking, poorer premor- 
bid adjustment, and more negative symptoms (18). 
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This group also may have a poorer response to neuro- 
leptic medication (19). The relatively poor neuroleptic 
response raises the question of whether biogenic amine 
abnormalities hypothesized in schizophrenia are rele- 
vant in this subgroup of patients. To further explore 
these issues, we report CSF 5-HIAA findings in schizo- 
phrenic persons with and without cerebral ventricular 
enlargement on CT scan. 


METHOD 


All inpatient volunteers in the National Institute of 
Mental Health (NIMH) clinical research unit at St. 
Elizabeths Hospital who underwent CT head scans, 
were less than 50 years of age, and consented to a 
lumbar puncture were included in the study. All pa- 
tients met Research Diagnostic Criteria (RDC) for 
schizophrenia and had been chronically ill (mean=5.1 
years, range=.8 to 16 years), although their mean 
(+SD) age was only 28.5+8.6. All patients had been 
treated previously with neuroleptic medication; for 21 
patients the medication had been stopped 3 to 4 weeks 
before the lumbar puncture. Three additional patients 
could not be kept drug free and were studied while 
stabilized on neuroleptic medication. Following 10 
hours of bed rest, a lumbar puncture was performed 
between 8:30 and 10:00 a.m. and 20 cc of CSF was 
collected on ice. The 12th through 15th cc were collect- 
ed into a tube with 10 mg of ascorbic acid, vortexed, 
and then frozen at —50?C. Each sample was thawed 
for decanting and refrozen once before assay. Any CSF 
samples that were blood tinged were discarded. 

A group of 15 patients with neurological disorders 
hospitalized at the National Institutes of Health 
(NIH), who had spinal fluid collected in an identical 
manner, were used as a reference group. The neurolog- 
ical patients included 4 with genetic muscular dystro- 
phy, 3 with cerebellar degeneration, 2 with glycogen 
storage diseases, 3 with seizure disorders, and 4 with 
undiagnosed neurological complaints. Computerized 
tomography scans were not available for the neurolog- 
ical control subjects. 

Cerebrospinal flud 5-HIAA concentrations were 
quantified with electrochemical detection, reversed 
phase, liquid chromatography. The internal standard, 
6-fluoro-5-HT, was added to .5 cc of the CSE, which 
was filtered through a Millipore filter impermeable to 
molecules weighing more than 30,000. One hundred 
microliters of the mobile phase consisting of .08 N Na 
acetate, 100 mg EDTA/liter, and 396 methanol, was 
pumped through a Waters C18 Boudapak column at a 
flow rate of 1.2 ml/min. The oxidation potential used 
in the Bioanalytical Systems detector was .5 V. In the 
concentration range of interest for the present study, 
the between- and within-run coefficients of variation 
for the methods are below 5% (Petrucelli, Bakris, 
Miller, et al., unpublished data). 

Computed tomographic scans were performed at 
NIH in Bethesda, Md., with a 160x160 matrix head 
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scanner (EMI 1010). With a fixed arm planimeter, the 
area of the lateral ventricles was compared with the 
area of whole brain in the CT section showing the 
largest ventricles. The result is expressed as the ventric- 
ular-brain ratio. The methodological details are de- 
scribed elsewhere (20). Alt patients whose ventricular- 
brain ratios were at least two SDs greater than that of 
the mean for a control population (8.4%) (20) were 
placed in the abnormal CT group (9 patients). 

The primary comparisons were among the 'schizo- 
phrenic patients because of limited available data on 
the neurological control subjects, although the CSF 5- 
HIAA in all three groups (schizophrenic patients with 
normal ventricles, schizophrenic patients with abnor- 
mal ventricles, and neurological control subjects) were 
compared with one-way ANOVA. Comparisons with- 
in the schizophrenic patients were made by two-tailed t 
tests or by two-tailed Fisher Behrens t tests when 
variances could not be assumed to be equal. Levene’s 
test for equality of variance was used. Fisher’s exact 
probability test, two-tailed, was used to contrast the 
percentage of patients in each group with low CSF 5- 
HIAA (1.e., below the patient median 5-HIAA level). 
Pearson's product-moment correlations and Spearman 
rank order were used to determine the degree of 
association between variables. 


RESULTS 


There were no differences in CSF 5-HIAA concen- 
trations between the 24 schizophrenic patients and the 
16 neurological control subjects (6.4 versus 6.7 ng/ml, 
respectively; t=.15, df=38, n.s.). These values on the 
average, however, were much lower (about 7096) than 
those usually found with this assay (Linnoila, unpub- 
lished data), probably because the samples had been 
previously thawed. 

There were no differences in CSF 5-HIAA between 
the medication-free schizophrenic patients and the 
schizophrenic patients given neuroleptics (t=.13, 
df=22, n.s.; see figure 1). 

Cerebrospinal fluid 5-HIAA concentration correlat- 
ed inversely with cerebral ventricular size (Spearman 
rho=—.60, p=.004). The 9 schizophrenic patients 
with abnormal cerebral ventricles had much lower CSF 
5-HIAA than the 15 with normal ventricles: 2.9 ng/ml 
compared with 8.5 ng/ml (t=2.53, df=16, p<.03, 
Fisher Behrens t test; see figure 1). None of the 9 
schizophrenic patients with abnormal ventricles had 5- 
HIAA concentrations higher than the group median, 
compared with 7 of the 13 schizophrenic patients with 
normal ventricles (Fisher’s exact probability test, 
p=.02) and 13 of the 16 neurological control subjects 
(Fisher exact probability test for three groups, 
p=.0002). The overall ANOVA between the two 
schizophrenic groups and the neurological control 
group was significant (F=10.01, df=2, 24, p<.001, 
Welsch approximation). 

Within the schizophrenic patients there were no 
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FIGURE 1. CSF Concentrations of 5-Hydroxyindoleacetic Acid (5- 
HIAA) in 9 Schizophrenic Patients with Enlarged Cerebral Ventri- 
cles, 15 Schizophrenic Patients with Normal Ventricles, and 16 
Control Subjects with Neurological Disorders 


e Medication-free subjects 
o Subjects given neuroleptics 
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significant racial differences (t=—.74, df=21) or gen- 
der differences (t=1.07, df=22). The schizophrenic 
patients with enlarged ventricles were 7.9 years older 
than those with normal ventricles (t=2.15, df=19, 
p<.05), although the age range for the two groups was 
identical (21 to 44). The schizophrenic patients with 
enlarged ventricles were hospitalized and treated for 
the same length of time as were those with normal 
ventricles (t=.57, df=19, n.s.). The overall correlation 
between age and CSF 5-HIAA concentration was 
nonsignificant (r--—.17), as was the correlation be- 
tween length of hospitalization and CSF 5-HIAA con- 
centration (r=—.02). 

Inspection of figure 1 reveals that 3 of the schizo- 
phrenic patients with normal ventricles had higher 
levels of 5-HIAA than any of the other subjects. We 
could find no distinguishing clinical characteristics of 
these 3 patients. Similarly, 2 of the schizophrenic 
patients with abnormal ventricles had lower 5-HIAA 
levels than any of the other subjects. They were also 
clinically indistinguishable from the other schizo- 
phrenic patients. 


DISCUSSION 


Before we discuss the possible implications of our 
findings, certain methodological issues require com- 
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ment. Cerebrospinal fluid 5-HIAA concentrations de- 
cline from the ventricle to the lumbar space, although 
the CSF gradient for 5-HIAA is not as steep as the one 
for homovanillic acid (21). We used a constant fraction 
of lumbar spinal fluid and collected and stored the CSF 
in an identical manner for all subjects. The effects ot 
neuroleptic drugs on CSF 5-HIAA are unclear. Bowers 
(22) and van Kammen and Sternberg (23) found that 
neuroleptics lower CSF 5-HIAA, but Goodwin and 
Post (24) and Ruther and associates (25) found no 
neuroleptic effect. Our drug-free patients had received 
no neuroleptics or other medication for at least 3 
weeks preceding the lumbar puncture. The 3 patients 
receiving neuroleptics were all in the normal ventricle 
group, so that any neuroleptic effect would be expect- 
ed to obscure an even greater 5-HIAA difference 
between the normal and abnormal ventricle groups. 
Furthermore, our overall results were unaltered when 
the 3 patients receiving neuroleptics were excluded 
from the analysis. 

Our failure to find a gender difference in CSF S- 
HIAA concentration is in accord with the results of 
Bowers (26). A relationship between CSF 5-HIAA and 
age has been suggested: children and the elderly have 
been found to have higher CSF 5-HIAA levels (26—28'. 
The age range of our patients excluded these extremes 
in age; therefore, it is not surprising that we find no 
relationship between age and CSF 5-HIAA. Potential 
racial differences in CSF metabolites are largely unex- 
plored. We could find no racial difference in our study. 

The CSF 5-HIAA levels of the whole schizophrenic 
group were not different from those of our neurologi- 
cal control subjects. Perrson and Roos (9), Fotherby 
and associates (8), and Rimon and associates (10) 
found no difference between schizophrenic and control 
subjects, in contrast to the findings of Bowers and 
associates (7). Post and associates (11) found low 5- 
HIAA levels in those schizophrenic patients with the 
most subjective distress and more prevalent hallucina- 
tions. Ashcroft and associates (6) found low 5-HIAA 
levels only in acute schizophrenic patients. When wc 
divided our chronic schizophrenic patients into thosc 
with abnormally large ventricles on CT scan and those 
with normal ventricles, we found low CSF 5-HIAA 
levels in those with abnormal ventricles and a sugges- 
tion of a high CSF 5-HIAA subgroup within the group 
with normal ventricles. Although we assume that 
previous thawing accounts for the overall low values, 
there is no reason to believe that this selectivelv 
affected the patients with large ventricles. These find- 
ings support the notion that subgrouping patients on 
the basis of objectively defined criteria (e.g., ventricle 
size) is a potentially revealing research strategy. Al- 
though there was considerable overlap of CSF 5-HIAA 
concentrations between our two groups of schizo- 
phrenic patients, the group with large ventricles was 
much more homogeneous. 

The possibility that our findings reflect environmen- 
tal factors unrelated to the illness studied must be 
considered. Post and associates (29) increased CSF 57 
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HIAA levels in depressed patients by increasing physi- 
cal activity for four hours before the lumbar puncture. 
Kirstein and associates (30) found lower CSF 5-HIAA 
levels associated with agitation in schizophrenic pa- 
tients. The relationship between activity and CSF 5- 
HIAA has not been adequately studied in schizophren- 
ic patients; we had, however, as much as possible, kept 
our patients at bed rest before lumbar puncture in 
order to control for effects of physical activity. Al- 
though stress has been shown to elevate CSF 5-HIAA 
in cats, its effect has yet to be carefully evaluated in 
humans (31). 
— The enzyme tryptophan hydroxylase, which is im- 
portant in serotonin synthesis, is normally unsaturat- 
ed, and dietary alterations in tryptophan can affect 
CSF 5-HIAA. concentrations (32). We avoided giving 
our patients extra eggs and other foods high in trypto- 
phan several days before the lumbar puncture. Subtle 
differences in diet or activity may have occurred; 
however, all of our patients lived on identical wards 
and received the same hospital diet and nursing care. 
They had also been hospitalized for comparable peri- 
ods of time and received similar treatments. The 
nursing staff was unaware of the CT or CSF findings. 

Our findings are in contrast to two studies of CSF 5- 
HIAA in patients who were evaluated by pneumo- 
encephalography. Zhang and Yucun (33) found no 
difference in CSF 5-HIAA between schizophrenic pa- 
tients with and without atrophy according to pneumo- 
encephalogram. The relatively low sensitivity and se- 
lectivity of their bioassay for 5-HIAA complicate inter- 
pretation of their study. Rimon and associates (34) 
also found no differences in CSF 5-HIAA between 
schizophrenic patients with and without central atro- 
phy on pneumoencephalogram. The majority of their 
patients, however, had undergone prefrontal leukoto- 
my. 

Our findings also may seem at first to contradict 
those of DeLisi and associates (35), who found higher 
whole blood serotonin concentrations in schizophrenic 
patients with enlarged ventricles on CT scan. Nine of 
the patients studied by DeLisi and associates (35) were 
included in our study. The 5 with abnormal ventricles 
had an average of 5.7 units of whole blood serotonin, 
compared with 4.8 units for the 4 with normal ventri- 
cles. The correlation between CSF 5-HIAA concentra- 
tion and whole blood serotonin was —.33 for these 9 
patients, suggesting an inverse relationship between 
blood serotonin and CSF 5-HIAA concentration. An 
inverse relationship between serotonin metabolite con- 
centrations in the CNS and periphery has been ob- 
served following the production of serotonin neuronal 
lesions with 5,7-dihydroxytryptophan. Following pro- 
duction of such lesions, CNS serotonin and 5-HIAA 
dramatically fall, but blood 5-HIAA rises (Daniel X. 
Freedman, personal communication). A case report by 
Coleman and associates (36) of low concentrations of 
brain serotonin at autopsy, despite very high whole 
blood serotonin, is in accord with an inverse relation- 
ship between peripheral and central serotonin concen- 
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trations. The mechanism responsible for this inverse 
relationship ts not readily apparent. Low levels of CSF 
5-HIAA may represent decreased use of tryptophan in 
the CNS. Thus more tryptophan may be available for 
serotonin synthesis in the periphery. Alternatively, the 
low CSF 5-HIAA may represent decreased metabolism 
by monoamine oxidase (MAO). Decreases in MAO 
type B in peripheral tissues have been reported in 
schizophrenic patients (37); however, this has general- 
ly not been found in the autopsied brains ob schizo- 
phrenic persons. 

Although the distributions of 5-HIAA and serotonin 
in the brain closely parallel each cther (4) and al- 
though brain stem levels of 5-HIAA correlate with 
cisternal CSF levels (5), the exact origin of lumbar CSF 
remains controversial. Post and associates (38) report- 
ed that patients with spinal cord block had the same 
lumbar CSF 5-HIAA levels as did those without spinal 
block. Ebert and associates (21), however, evaluated 
these and other reports and concluded that the major- 
ity of CSF 5-HIAA represents brain metabolism. Gare- 
lis and Soukes (39) reported that at least 6096 of the 
lumbar CSF 5-HIAA is derived from brain metabo- 
lism. 

Clinical human and experimental animal studies 
suggest that acute CNS ischemia causes rapid release 
of serotonin but that persistent ischemia results in a 
persistent depletion of serotonin and, by implication, 
of 5-HIAA (40). There is no evidence that schizophren- 
ic persons with enlarged ventricles suffer from an acute 
destructive illness. If anything, they appear to have a 
stable dementia-like condition (18). Our findings of 
low levels of CSF 5-HIAA in this group may be a 
biochemical indication or result of this process. 

In conclusion, our findings are consistent with plac- 
ing a value on subgrouping schizophrenic patients on 
the basis of neuroanatomical and biochemical parame- 
ters. This classification idea follows from the notion 
that schizophrenia is not a single disease entity and 
that every schizophrenic person may not have the same 
abnormality. Preliminary evidence suggests that en- 
larged cerebral ventricles are not solely a result of 
being schizophrenic. The origin of the CT findings is 
uncertain, yet they appear to have clinical and biologi- 
cal significance. Our finding of decreased CSF 5-HIAA 
levels in the subgroup of schizophrenic patients with 
enlarged ventricles is further evidence in support of 
this conclusion. 
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Hyperserotonemia and Platelet Serotonin Uptake and Release 
in Schizophrenia and Affective Disorders 


Stephen M. Stahl, M.D., Ph.D., Dexter J. Woo, Ivan N. Mefford, Ph.D., 
Philip A. Berger, M.D., and Roland D. Ciaranello, M.D. 


The authors found that platelet serotonin 
concentrations were significantly elevated in patients 
with chronic schizophrenia and in patients with 
bipolar major depressive disorder. High-affinity 
serotonin uptake was significantly reduced only in 
patients with bipolar major depressive disorder. 
Thrombin-induced release of serotonin from platelets 
in any patient group was not different from that of 
normal control subjects. Platelet serotonin storage in 
chronic schizophrenic patients was also not different 
from that in normal control subjects. These platelet 
findings could not be explained by age, sex, or 
medication variables. The authors suggest that the 
pharmacodynamics of platelet serotonin may be 
different in chronic schizophrenia than in bipolar 
major depressive disorder. (Am ] Psychiatry 140:26— 
30, 1983) 


y: evidence suggests that the blood platelet 
.can serve as a peripheral model for the study of 
serotonin (5-HT) uptake, storage, release, and concen- 
tration in CNS serotonergic neurons (1—3). Further- 
more, platelet 5-HT pharmacodynamics are potential 
peripheral indicators of CNS serotonergic functioning 
in patients with neurologic and psychiatric disorders 
(1—5). Most (5—11) but not all (12, 13) investigators 
have reported elevated whole blood or platelet 5-HT 
concentrations in schizophrenic patients, but none of 
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these investigators has analyzed platelet 5-HT uptake 
and release in the patients. On the other hand, most 
(14—21) but not all (22) investigators have found 
decreased platelet 5-HT uptake in depressed patients 
without examining whole blood or platelet 5-HT levels 
or release in their patients. In order to clarify the role 
of 5-HT in major psychiatric disorders, we simulta- 
neously measured 5-HT concentration, high-affinity 5- 
HT uptake, and thrombin-induced 5-HT release from 
platelets of drug-free patients and normal control 
subjects. 


METHOD 


We measured platelet 5-HT levels, uptake, and 
release in control subjects who had no history of 
psychiatric illness and who were taking no medica- 
tion—including aspirin (tables 1-3). We also made 
these measurements in hospitalized male psychiatric 
patients diagnosed according to Research Diagnostic 
Criteria (RDC) (23) (tables 1-3). The diagnostic inter- 
rater reliabilities at our clinical research center are .68 
(kappa coefficient) for schizophrenia and .78 for major 
depressive disorder. No patient had received any medi- 
cation for a minimum of 2 weeks before the study. 
After baseline (drug-free) studies, medications were 
prescribed as clinically indicated, and platelet studies 
were repeated, each patient serving as his own control 
(tables 1—3). All patients and control subjects gave 
informed consent to participate in the study. 

We drew 30 ml of blood between 8:00 a.m. and 
10:00 a.m. into EDTA-containing Vacutainer tubes 
using a 20-gauge needle. The platelets were immediate- 
ly isolated by multiple centrifugations by a method 
yielding a complete population of platelets (24). The 
serotonin uptake and storage assays were performed 
within 2 hours of venipuncture by the method of Stahl 
and Meltzer (3). The serotonin uptake assay used 
intact platelets incubated with 10 nM ?H-5-hydroxy- 
tryptamine at 37°C for 2 min (3). The serotonin 
storage assay used intact platelets incubated with .1 
mM ^H-S5-hydroxytryptamine at 37°C for 60 min (3). 
The serotonin release assay was also performed within 
2 hours by the method of Costa and Murphy (25). 
Serotonin levels were assayed by isocratic high-per- 
formance liquid chromatography using electrochemi- 
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TABLE 1. Platelet Serotonin Concentrations in Medicated and Unmedicated Psychiatric Patients and Unmedicated Control Subjects 


Age (years) 


Diagnosis Mean SD 
None (normal control subjects) 39.5 10.6 
Chronic schizophrenia? 37.0 123 
Schizoafféctive disorder, depressed* 42.2 15.2 
Bipolar major depressive disorder, depressed*-4 44.3 10.3 
Unipolar major depressive disorder* 52.3 6.4 
Miscellaneous psychiatric disorders $0.5 22.5 


3 
Unmedicated Subjects Medicated Subjects 
Serotonin Serotonin 
Concentration Concentration 
(ng/10* platelets) (ng/10® platelets) 
N Mean SD N Mean SE 
66 69.7 3.4 
14 106.8 6.7 14 117.4 28.8 
6 91.5 14.7 5 79.7 7.7 
11 103.7 11.6 8 100.9 13.5 
14 84.5 12.1 12 59.5 8.7 
10 77.9 9.4 


«Concentration in unmedicated subjects significantly elevated compared with that in normal control subjects (p<.001, t test). 

bMedicated with neuroleptics for at least 2 weeks; medication had no significant effect on concentration. 

*Medicated with tricyclic antidepressants for at least 2 weeks; medication had no significant effect on concentration. 

dMedicated with lithium carbonate for at least 2 weeks; medication had no significant effect on concentration. 

‘Medicated with tricyclic antidepressants for at least 2 weeks; medication significantly lowered concentration (p<.01, matched-pair t test). 


TABLE 2. Platelet ?H-Serotonin Uptake in Medicated and Unmedi- 
cated Psychiatric Patients and Unmedicated Control Subjects 


Unmedicated Subjects 


3H-Serotonin 
Uptake (pmol/ 


?H-Serotonin 
Uptake (pmol/ 
10? platelets) 


Diagnosis N Mean SE N Mean SE 
None (normal 

control 

subjects) 25 29.9 1.5 
Chronic 


schizophrenia? 14 31.9 3.7 14 24.4 2.1 
Schizoaffective 

disorder, 

depressed’ 5 28.4 5.4 3 16.2 1.8 
Bipolar major 

depressive 

disorder, 

depressed*-4 11 18.9 3.0 11 19.9 4.5 
Unipolar major 

depressive 

disorder* 14 34.4 48 11 137 5.1 
Miscellaneous 

psychiatric 

disorders 9 42.2 8.6 


^Medicated with neuroleptics for at least 2 weeks; medication significantly 
lowered uptake (p<.05, matched-pair t test). 

bMedicated with tricyclic antidepressants for at least 2 weeks; medication had 
no significant effect on uptake. 

‘Uptake significantly reduced in comparison with that of normal control 
subjects (p<.05, t test). 

4Medicated with lithium carbonate for at least 2 weeks; medication had no 
significant effect on uptake. 

‘Medicated with tricyclic antidepressants for at least 2 weeks; medication 
significantly lowered uptake (p<.01, matched-pair t test). 


cal detection as described by Mefford and Barchas 
(26). 


RESULTS 
Platelet 5-HT concentrations in all subjects are 
shown in table 1. No significant differences in platelet 


5-HT concentrations were observed in age-matched 
male and female normal control subjects; both sexes 
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Medicated Subjects 


108 platelets) 


TABLE 3. Platelet “H-Serotonin Release in Unmedicated Psychiat- 
ric Patients and Normal Control Subjects 


?H-Serotonin 
Release (pmol/10* 


Minibar ok platelets) 

Diagnosis Subjects Mean SE 
None (normal control 

subjects) 23 44.7 6.3 
Chronic schizophrenia 14 35.6 8.8 
Schizoaffective disorder, 

depressed c > 46.6 8.8 
Biopolar major depressive 

disorder, depressed 11 59.7 16.6 
Unipolar major depressive 

disorder 14 45.8 8.6 
Miscellaneous psychiatric 

disorders 9 47.2 14.1 


are included in the normal control group for compari- 
son with the all-male patient groups. Although platelet 
5-HT concentrations varied across a wide range be- 
tween individuals, the platelet 5-HT concentrations 
within individuals varied less than 10% in repetitive 
samplings over several months. A one-way analysis of 
variance (ANOVA) for 5-HT concentrations among 
the six diagnostic groups (df=5, 78, F=4.9013) indi- 
cated significant differences among diagnostic groups 
(table 1). Platelet 5-HT concentrations were signifi- 
cantly elevated in patients with chronic schizophrenia 
(t=4.01, df=64, p<.001) and in patients with bipolar 
major depressive disorder, depressed (t=3.32, df=64, 
p<.001), but not in patients with unipolar major 
depressive disorder compared with those in normal 
control subjects (table 1). Patients with schizoaffective 
disorder, depressed, also had a trend toward elevated 
platelet 5-HT concentrations (table 1), but this trend 
did not reach the level of significance (t=1.62, df=64, 
p>.05), perhaps because of the small number of 
patients in this group (N=6). Platelet 5-HT concentra- 
tions in hospitalized patients with several other miscel- 
laneous psychiatric diagnoses were not significantly 
different from those in normal control subjects (table 
1). 
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T 
A regression analysis of platelet 5-HT concentration 
versus age in 66 normal control adult subjects revealed 
a slightly positive (r=.20) but nonsignificant (p<.1) 
correlation. In order to test whether this weak age 
effect influenced the findings of group differences in 
platelet 5-HT concentrations, we repeated the one-way 
ANOVA comparing age-corrected means for the five 
patient groups with those of normal control subjects 
and found that the platelet concentrations of 5-HT in 
' patients with schizophrenic and bipolar major depres- 
sive disorders remained significantly elevated when 
compared with those of normal control subjects. 

We also examined the effects of medications on 
platelet 5-H'T concentrations. Neither neuroleptic 
medications nor lithium altered platelet 5-HT concen- 
trations in those patients receiving them (table 1). 
However, tricyclic antidepressant drugs did signifi- 
cantly decrease platelet 5-HT concentrations (see table 
1). | 
Platelet high-affinity 5-HT uptake values in all sub- 
_ jects are shown in table 2. A one-way ANOVA for 5- 
HT uptake values among the six diagnostic groups 
(df=5, 35, F=3.17) indicated significant differences 
among diagnostic groups (table 2). Platelet high-affini- 
ty 5-HT uptake was significantly reduced only in 
patients with bipolar major depressive disorder, de- 
pressed (t=3.22, df=34, p<.05). Platelet high-affinity 
5-HT uptake was not significantly correlated with age 
(r=.07, p<.1). Neuroleptic medication and tricyclic 
antidepressant drugs significantly decreased platelet 5- 
HT uptake in those patients receiving them, but lithi- 
um did not significantly affect platelet 5-HT uptake 
(table. 2). 

S-HT uptake into platelet storage granules was 
determined in the chronic schizophrenic patients be- 
fore and after neuroleptic medication was adminis- 
tered. The mean (+SE) platelet 5-HT granular uptake 
(in picomoles per 10* platelets) was not significantly 
different in the 14 unmedicated (162.1+39.7) and the 
14 medicated (177.4:-46.0) chronic schizophrenic pa- 
tients compared with the 28 normal control subjects 
(186.7+34.1) and was not significantly altered by 
neuroleptic medications. 

Thrombin-induced release of *H-5-HT from pre- 
loaded platelets was a highly variable assay. A one- 
way ANOVA for ?H-5-HT release values among the 
six diagnostic groups (df=5, 35, F=1.07) indicated no 
- significant differences among diagnostic groups (table 

3). 


DISCUSSION 


We determined platelet 5-HT concentrations in 55 
"psychiatric patients with a number of diagnoses. Al- 
though many investigators have previously determined 
whole blood or platelet 5-HT concentrations in pa- 
tients with these same diagnoses, no single group has 
performed a comparative study across several diagnos- 
` tic categories of drug-free psychiatric patients, nor has 
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any group included simultaneous assays of platelet 5- 
HT uptake, storage, and release. The literature con- 
tains at least eight previous reports of whole blood or 
platelet 5-HT determinations in schizophrenic patients 
(6—13; see reference 5 for review). Including the 
patients in our present study, more than 200 chronic 
schizophrenic patients have now been studied. Seven 
groups of investigators have reported elevated mean 
whole blood or platelet 5-HT levels in chronic schizo- 
phrenic patients (6—11), and two groups have reported 
no differences between mean blood 5-HT levels in 
schizophrenic patients and normal control subjects 
(12, 13). Thus there is fairly good agreement among 
investigators that whole blood 5-HT levels are elevat- 
ed, probably as a result of increased platelet 5-HT 
concentrations, in chronic schizophrenic patients as a 
group. Our study has shown that this finding is not an 
artifact of age, sex, or medication. 

One of the problems in determining the importance 
of increased platelet 5-HT concentrations in chronic 
schizophrenic patients is the observation that consider- 
able overlap exists for platelet 5-HT values among 
individuals in the chronic schizophrenic group with 
those among normal control subjects. Although we 
were unable to detect any clinical differences between 
the clinical features of the high-5-HT group and those 
of the normal-5-HT group, Freedman and associates 
(11) reported that the elevated platelet 5-HT concen- 
trations found in chronic schizophrenic patients were 
more marked in chronic undifferentiated than in 
chronic paranoid schizophrenic patients. DeLisi and 
associates (10) reported that the elevated whole blood 
S-HT concentrations in their chronic schizophrenic 
patients were even higher in those with abnormal 
computerized tomography (CT) brain scans than in 
those with normal CT brain scans. 

Another problem in determining the clinical or 
biochemical significance of elevated platelet 5-HT 
concentrations in chronic schizophrenic patients is that 
this phenomenon is not confined to chronic schizo- 
phrenia as a diagnostic group. For example, the litera- 
ture also contains at least six previous reports of whole 
blood or platelet 5-HT determinations in a variety of 
depressive disorders, with findings of increased, de- 
creased, or normal whole blood or platelet 5-HT 
concentrations in unipolar, bipolar, manic, or psychot- 
ic depressed patients (6, 19, 27—30). These studies of 
blood 5-HT in depressive disorders are complicated by 
wide discrepancies in diagnostic criteria, use of whole 
blood in some studies and platelets in others, and a 
general lack of control for age, sex, medication status, 
and clinical symptoms (see reference 5 for review). 
Elevated whole blood or platelet 5-HT concentrations 
are associated with a number of conditions in addition 
to chronic schizophrenia and bipolar major depressive 
disorder. These include early infantile autism, a variety 
of mental retardation syndromes, Huntington's dis- 
ease, attention deficit disorder with hyperactivity, 
amyotrophic lateral sclerosis, carcinoid syndrome, and 
celiac disease (5). Thus it is not possible for one to 
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relate platelet S-HT concentrations simply to any 
single psychiatric disorder. 

If elevated platelet 5-HT concentrations are reliably 
associated with some psychiatric disorders but not as a 
result of variables such as age, sex, or medication, is it 
possible that the biochemical mechanisms of the in- 
creased platelet 5-HT concentrations are different in 
different diagnostic groups? In order to investigate this 
possibility, we measured high-affinity 5-HT uptake 
and thrombin-induced 5-HT release from platelets in 
the various diagnostic groups. No significant differ- 
ences in thrombin-induced release of platelet 5-HT 
were evident in any group, and platelet 5-HT uptake 
was reduced only in the bipolar depressed patients in 
our study. At least nine groups have published results 
on platelet 5-HT uptake in depression (14—22), and 
eight of these nine (14—21) found that platelet 5-HT 
uptake was decreased in groups of depressed patients, 
including those with unipolar, bipolar, or psychotic 
depression. Since platelet 5-HT uptake was normal in 
our study of schizophrenic patients yet reduced in most 
studies of depressed patients, this does suggest that 
platelet 5-HT pharmacodynamics may be different in 
schizophrenia than in depression. However, the bio- 
chemical mechanism of elevated platelet 5-HT concen- 
trations in these two diagnostic groups remains unex- 
plained, and possible distinctions between unipolar 
depression and bipolar depression are largely unex- 
plored. 

In the case of chronic schizophrenia, we have con- 
firmed the frequently reported association of elevated 
platelet 5-HT concentrations in these patients and 
have found that this phenomenon cannot be explained 
by an abnormality in platelet 5-HT uptake, storage, or 
release. Although platelet monoamine oxidase (MAO) 
activity may be decreased in chronic schizophrenic 
patients (31), this observation does not readily explain 
the increased platelet 5-HT levels because platelet 
MAO activity apparently does not correlate with 
platelet 5-HT concentrations within individual chronic 
schizophrenic patients (9, 11). In terms of patients 
with bipolar major depressive disorder, we have con- 
firmed the findings of increased platelet 5-HT concen- 
trations reported by some investigators (29, 30) and 
decreased platelet 5-HT uptake reported by most in- 
vestigators (14—21). It is difficult to relate decreased 
platelet 5-HT uptake to increased platelet 5-HT levels 
in bipolar depressed patients because one might pre- 
dict that levels would be decreased if uptake is de- 
creased, as is the case with Down's syndrome (32). On 
the other hand, we have found that platelet 5-HT 
uptake does not correlate with platelet 5-HT concen- 
trations in normal control subjects (3) or in depressed 
patients (5); therefore, increased platelet 5-HT concen- 
trations are not explained simply by a platelet 5-HT 
uptake abnormality in bipolar depressed patients. The 
finding of decreased platelet MAO activity reported in 
bipolar depressed patients (33) also fails to explain 
elevated platelet 5-HT concentrations in bipolar illness 
because of the lack of correlation between platelet 5- 
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HT concentrations and platelet MAO activity men- 
tioned above. 

Our study suggests that the decreased platelet 5-HT 
uptake observed in bipolar depressed patients cannot 
be explained by age, sex, or medication status and may 
be relatively specific for bipolar major depressive 
illness among psychiatric disorders. Platelet 5-HT up- 
take may also be decreased in Duchenne-tvpe muscular 
dystrophy, Down's syndrome, albinism, and Chédiak- 
Higashi syndrome (5). Our study also suggests that an 
abnormality in platelet 5-HT release is not associated 
with platelet 5-HT uptake or concentration abnormali- 
ties in bipolar depression. The recent reports of de- 
creased numbers of 5-HT uptake sites in depressed 
patients as measured by platelet ?H-imipramine bind- 
ing (34—36) is consistent with the findings of decreased 
Vmax for platelet 5-HT uptake reported in the studies 
mentioned (14—21). 

In summary, chronic schizophrenic patients have 
elevated blood 5-HT concentrations that are exceed- 
ingly well documented in the literature, are not an 
artifact of age, sex, or medication, and are associated 
with reduced platelet MAO activity and normal plate- 
let 5-HT uptake, storage, and release. However, the 
biochemical mechanism of hyperserotonemia in 
schizophrenia remains unexplained, and its clinical 
significance is obscured not only by the association ot 
hyperserotonemia with other disorders, but also by the 
presence of hyperserotonemia in only a subgroup of 
schizophrenic patients that cannot currently be distin- 
guished from normoserotonemic schizophrenic pa- 
tients. Future studies may elucidate the significance ot 
hyperserotonemia in schizophrenia by determining its 
relationship to biological and clinical variables such as 
diagnostic subtypes, specific symptoms, cerebral ven- 
tricular size on CT scans, and regional brain glucose 
utilization on positron emission tomography (PET, 
scans. On the other hand, patients with bipolar major 
depressive disorder, depressed, have decreased platelet 
5-HT uptake that is very well documented in the 
literature, not an artifact of age, sex, or medications, 
and associated perhaps with elevated platelet 5-HT 
concentrations, normal platelet 5-HT release, and de- 
creased platelet *H-imipramine binding sites. The sig- 
nificance of decreased platelet 5-HT uptake in major 
depressive disorders is obscured by the lack of knowl- 
edge regarding its biochemical mechanism, its relation- 
ship to other biochemical findings in platelets, and its 
relationship to clinical variables in depressed patients. 
Future studies may answer some of the questions 
regarding the significance of decreased platelet 5-H T 
uptake in depression by determining its relationship to 
diagnostic subtypes, CSF 5-HT metabolites, and 
neuroendocrine factors such as dexamethasone sup- 
pression. 
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Predictors of Assaultiveness in Latency Age Children 


Cynthia R. Pfeffer, M.D., Robert Plutchik, Ph.D., and Mark S. Mizruchi, Ph.D. 


The authors evaluated the presence of assaultive 
behavior in 103 children, aged 6—12 years, seen in 
the psychiatric inpatient and outpatient services of a 
municipal hospital. No racial or ethnic differences 
were found. Boys were significantly more assaultive 
than girls and used fire setting and hitting with 
objects more often. Inpatients were significantly 
more assaultive than outpatients. Children with 
conduct disorders, specific developmental disorders, 
and mental retardation were more assaultive than 
those with neurotic disorders. Multiple regression 
analysis showed that the child’s past aggressive 
behavior, absence of anxiety and depression, and 
parental assaultive behavior were the best predictors 
of assaultive behavior. (Am J Psychiatry 140:31—35, 
1983) 


he purpose of this study was to identify psychoso- 

cial variables that predict assaultive behavior of 
children aged 6—12 years. Although an extensive liter- 
ature on assaultiveness exists, many reports are based 
on case studies, and the findings from the more formal 
studies are far from consistent. To illustrate these 
points, the following introduction will review and 
evaluate the relevant literature. 

Psychodynamic explanations for assaultive behavior 
in children have been described in only a small number 
of case reports (1—7). However, whether the formula- 
tions of these reports are unique to assaultive children 
has not, to our knowledge, been tested by systematical- 
ly comparing assaultive and nonassaultive children. 

Biological factors such as elevated testosterone levels 
in boys and neurological abnormalities have been 
described among delinquent adolescents (8—10). To 
our knowledge, these factors have not been investigat- 
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ed with respect to assaultive behavior of latency age 
children. 

Although several studies have corroborated thar 
persistent disobedience, fighting, destructiveness, and 
quarrelsomeness can be grouped together (11—13), 
others (14, 15) have reported that children with ag 
gressive behavior do not necessarily show such antiso- 
cial behavior as lying, stealing, truancy, and running 
away. Furthermore, it is known that many violent 
adolescent delinquents have histories of violent behav- 
ior dating from early childhood (10, 16), but clarifica- 
tion is required in understanding the long-term course 
of children with assaultive tendencies. 

The link between depression and assaultiveness has 
been made by designating temper tantrums, boredom, 
restlessness, truancy, disobedience, delinquency, ag- 
gressive behavior, suicidal behavior, learning disabil- 
ities, and psychosomatic disorders as depressive equiv- 
alents (17, 18). However, there is wider agreement thai 
depressive symptoms of children are similar to the 
types of changes in affect, self-regard, psychomotor 
and negativistic signs, and cognitive functioning ob- 
served among depressed adults (19—21). Furthermore, 
when symptoms of severe aggressive and acting out 
behavior predominate and depressive signs are of 
lesser magnitude, it is recommended that the child be 
diagnosed as having a conduct disorder with depres- 
sive features (19, 20). 

The present study focused on systematically defining 
the environmental stresses, family factors, affect states, 
qualities of ego functioning, and the effects of interac- 
tions of variables that may be associated with assaul- 
tive behavior of latency age children. 


METHOD 


We evaluated a total of 103 children, 6—12 years 
old, in either the child psychiatry outpatient clinic oc 
the child psychiatry inpatient unit of Bronx Muncipal 
Hospital Center, Bronx, N.Y. All children admitted to 
the inpatient service from December 1976 to February 
1979 were included in the study, as were all children 
evaluated in the outpatient clinic from March 1978 to 
February 1979. The children were from a low to low- 
middle socioeconomic background. They were evalu- 
ated using the standard clinic and inpatient assessment 
procedures, which included individual child and family 
interviews as well as neurological and IQ testing. The 
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evaluations were done by the child’s therapist, who 
was either a child psychiatry fellow or a child psychol- 
ogy intern. These therapists were trained and super- 
vised in the use of the research instruments. To mini- 
mize their degree of potential bias, we ensured that 
they were not knowledgeable about the purpose of the 
study or which specific variables were being examined. 

In addition to the routine clinical evaluation, we 
used a set of research scales to collect data on every 
child. The child’s therapist gathered the data during 
the evaluation process by asking the child and parents 
specific questions from the research scales. 

We constructed a scale representing a spectrum of 
assaultive behavior. It is an indicator of the potentially 
lethal consequences of a particular action. The defini- 
tions of each classification on this scale are shown in 
appendix 1. A child was rated assaultive if he or she 
demonstrated any type of assaultive ideas, threats, or 
attempts or homicide during the 6 months preceding 
the evaluations. Interjudge reliability for the scale of 
assaultive behavior was obtained by having an inde- 
pendent reviewer read 30 randomly selected, detailed 
case reports and assess the severity of the child’s 
assaultive behavior. The agreement between raters was 
96%. The remaining scales, their high internal reliabil- 
ities, and the details of their construction have been 
described previously (22). These scales measured the 
severity of suicidal behavior, precipitating events, re- 
cent and past affects and behavior, family background, 
concept of death, ego functions, and defense mecha- 
nisms. We used a scale indicating the spectrum of 
parental assaultive behavior, which was identical] in 
classification to the scale for the children, to assess 
parental assaultiveness during any period of the child's 
life. For the purpose of this study, we defined parents 
as the child's primary caretakers for at least 1 year of 
the child's life. They included natural, step-, and foster 
mothers and fathers. 


RESULTS 
The Population 


Table 1 presents the demographic and diagnostic 
data on the children. Although there were more boys 
than girls among both the inpatients and outpatients, 
there was no significant difference in sex distribution 
or age between the inpatients and outpatients. Racial 
and ethnic groups were evenly distributed in the total 
population. There was a significant difference in racial 
and ethnic group distribution among the inpatients 
and outpatients (t2 —2.71, df=58, p<.008) but not 
among the boys and girls. DSM-III criteria were used 
for diagnoses. 


Distribution and Techniques of Assaultive Bebavior 


Table 2 shows the distribution of the children on the 
spectrum of assaultive behavior. No children commit- 
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ted homicide, although 3 killed animals. The inpatients 
were significantly more assaultive than the outpatients 
(mean [+SD] inpatient rating=3.88+1.25, mean out- 
patient rating=2.26+1.55, t=5.59, df=58, p<.001), 
and the boys were significantly more assaultive than 
the girls (mean rating [+SD] for boys=3.54+1.46, 
mean rating for girls=1.8941.41, t=—4.58, df=83, 
p<.001). An analysis of variance showed that in the 
total population, there was no significant difference in 
degree of assaultive behavior among Hispanic, black, 
and white children (F=.45, df=2, 100, p<.63). 

The more common assaultive techniques used by the 
children in the total population were fire setting, 
hitting with objects, stabbing, throwing objects, and 
fighting; other techniques included hanging, burning 
others, tripping, choking, and shooting. The inpatients 
used stabbing and fire setting significantly more often 
than did the outpatients (t=2.37, df=58, p<.02). The 
boys set fires and hit others with objects significantly 
more frequently than did the girls (t —6.08, df=83, 
p«.0001). 


Risk Factors for Assaultive Behavior of Children 


Table 3 indicates the correlations between risk varia- 
bles and assaultive behavior of the children. The 
variables that correlated highest with assaultive behav- 
ior were recent aggression, past aggression, parental 
assaultive spectrum, and recent antisocial behavior. 
The child's past anxiety and past depression correlated 
negatively with assaultive behavior. Such variables as 
attitudes about death, enuresis, precipitating events, 
and IQ showed no correlation with assaultiveness. In 
addition, the child's score on the suicidal spectrum 
correlated with the child's score on the assaultive 
behavior spectrum. 

Histories of parental psychiatric hospitalization, al- 
coholism, depression, and chronic medical illness had 
no correlation with the child's spectrum of assaultive 
behavior. Parental spectrum of assaultive behavior, 
calculated by combining the scores from the mother's 
and father's scales, showed a significant correlation 
with the child's spectrum of assaultive behavior 
(p«.001). Of the mothers, 70 (68.8%) were not 
assaultive, 7 (6.896) had assaultive ideas, 12 (11.796) 
threatened assault, 11 (10.796) made mild assaultive 
attempts, 3 (2.996) made serious assaultive attempts, 
and none committed homicide. Of the fathers, 76 
(73.896) were not assaultive, 3 (2.996) had assaultive 
ideas, 7 (6.8%) threatened assault, 11 (10.7%) made 
mild assaultive attempts, 5 (4.9%) made serious as- 
saultive attempts, and 1 (1.0%) committed homicide. 
The parents’ spectrum of suicidal behavior included 
nonsuicidal behavior, suicidal ideas, suicidal attempts, 
and suicide. Their total score was calculated by com- 
bining the scores on the mother's and father's suicide 
spectrum scales. There was a small correlation be- 
tween the parents’ suicidal spectrum and the child's 
spectrum of assaultive behavior (p«.05). Of the moth- 
ers, 77 (74.796) were not suicidal, 13 (12.695) had 
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Characteristic 


Race/ethnicity 
Hispanic 
Black 
White 

Diagnosis 


Borderline personality disorder 
Specific developmental disorder 


Conduct disorder* 
Affective disorder 
Adjustment disorder 
Neurotic disorder 
Psychotic disorder 
Mental retardation 
Organic brain syndrome 


Total 

N 96 

84 81.6 
19 18.4 
33 32.0 
38 36.9 
32 31.1 
40 38.8 
35 34.0 
33 32.0 
25 24.3 
15 14.6 
14 13.6 
14 13.6 
12 11.7 
11 10.7 


Inpatients Outpatients 
(N=62) (N=41) Boys (N=84) Girls (N=19) 
N %o N % N % N %o 

53 85.5 31 75.6 

9 14.5 10 24.4 
25 40.3 8 19.5 29 34.5 4 ds 
23 37.1 15 36.6 33 39.3 5 26.. 
14 22.6 18 43.9 22 26.2 10 $2. 
26 41.9 14 34.1 37 44.0 3 15. 
26 41.9 9 22.0 30 35.7 5 26.. 
23 37.1 10 24.4 32 38.1 1 ds 
15 24.2 10 24.4 20 23.3 5 26.. 
6 9.7 9 22.0 11 13.1 4 el. 
4 6.5 10 24.4 6 7.1 8 42. 
11 17.7 3 f 11 13.1 3 15.: 
9 14.5 3 7.3 10 11.9 2 10.. 
11 17.7 0 10 11.9 1 Ju: 


zT he mean age of the total group was 9.0 years, The mean ages of the subgroups were as follows: inpatients, 8.9 years; outpatients, 9.1 years; boys, 8.8 years; girl 


9.7 years. 


*Some children received more than one diagnosis. 


‘Includes attention deficit disorder. 


TABLE 2. Distribution of 103 Children on Spectrum of Assaultive Behavior 


Nonassaultive 
Group N Jo 
Total 28 27.2 
Inpatients 3 8.1 
Outpatients 23 56.1 
Girls 12 63.2 
Boys 16 19.0 


TABLE 3. Correlations of Risk Variables with Assaultive Behavior of 


103 Children 
Variable 


Recent aggression 

Past aggression 

Parental assaultive spectrum 
Recent antisocial behavior 
Past anxiety 

Past depression 

Age 

Past antisocial behavior 
Mother's assaultive spectrum 
Child's suicidal spectrum 
Total defense mechanism score 
Parental separation 

Reality testing 

Parents’ suicidal spectrum 
Father's assaultive spectrum 
Father's suicidal spectrum 
Impulse control 

Mother's suicidal spectrum 
Preoccupation with death 
Regarding death as pleasant 
Enuresis 

Recent anxiety 

Recent depression 

Full-scale IQ 

Precipitating events 
Regarding death as temporary 


2df— 102 in all cases. 
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Thoughts of Assault 


HNN ARH IZ 


"Jo 


5.8 
6.5 
4.9 
10.5 
4.8 


Significance 


p<.001 
p<.001 
p<.001 
p<.001 
p<.01 
p<.01 
p<.01 
p<.01 
p<.01 


Threats of Assault Mild Assaults Serious Ássaul 
N 96 N 96 N % 
11 10.7 29 28.7 29 28. 
10 16.2 17 27.4 26 41. 
1 2.4 12 29.3 3 7. 
2 10.5 1 5.3 2 10. 
9 10.7 28 33.3 27 32. 


suicidal ideas, 11 (10.7%) had attempted suicide, an 
2 (1.9%) had committed suicide. Of the fathers, 9 
(2.1%) were not suicidal, 5 (4.9%) had suicidal ideas 
3 (2.9%) had threatened suicide, and 1 (1.0%) ha 
committed suicide. 

The associations between the children’s psychiatri 
diagnoses and the spectrum of assaultive behavior ar 
shown in table 4. Those children with conduct disor 
ders, specific developmental disorders, and mente 
retardation had higher assaultiveness scores than thos 
children who did not receive these particular diag 
noses. Children who were described as having a neu 
rotic disorder had significantly lower assaultivenes 
scores than those who did not have this diagnosis. 


Multiple Regression Analysis 


All variables that had a significant correlation at o 
near the .01 level with the child's spectrum of assaul 
tive behavior were considered for regression analysi 
to determine which combination of factors best pre 
dicted assaultiveness. These variables were recent anc 
past aggression, antisocial behavior, degree of chroni: 
anxiety and depression, degree of suicidal behavior 
age, parental assaultive behavior, total defense mecha 
nism score, specific developmental disorder, and neu 


PREDICTORS OF ASSAULTIVENESS 


TABLE 4. Association Between Psychiatric Diagnosis and Assaul- 
tive Behavior in 103 Children 


Assaultiveness 
Score 


— Signifi- 

Diagnosis Mean SD t? cance 
Neurotic disorder 

Present 1.7 1 

Absent 3s. d7 495 BS 
Conduct disorder 

Present 3.9 1.3 

Absent 2.9 1.6 3.45 p<.001 
Specific developmental disorder 

Present 3.7 1.4 

Absent 30 16 230 p<.024 
Mental retardation 

Present 4.0 1.2 

Absent 31. 16. ^6 peo 
Adjustment disorder 

Present 2.5 1.8 — 

Absent 3.4 1.5 1.71 ee 
Affective disorder 

Present 2.9 14 | 

Absent 34 16 v ns 
Borderline personality disorder 

Present 3.5 1.4 

Absent 31 17 136 ns 
Organic brain syndrome 

Present 3.7 1.3 

Absent 3.2 1.6 1.23 Hess 
Psychotic disorder 

Present 3.1 1.4 0 | 

Absent 33 1.6 0485 ns 


2df— 102 in all cases. 


rotic disorder. Multiple regression equations were 
employed to assess the effects of these variables. The 
best combination of predictor variables was recent and 
past aggression, the absence of anxiety and depression, 
and parental assaultive behavior. These combined 
variables accounted for 52.9% of the variance. (Loga- 
rithmic transformations to base 10 were used to help 
equalize the variances of the predictor variables. All 
variables including the outcome variable in the equa- 
tion were transformed in this manner. The standard- 
ized regression coefficients for the variables were as 
follows: aggression .537, parental assaultive behavior 
.359, anxiety —.291, and depression ~.291. All were 
significant at the .001 level.) 


DISCUSSION 


This study revealed feelings that have not been 
previously established for latency age children. There 
were no differences in assaultiveness as a function of 
racial or ethnic factors within the patient groups, 
although boys differed from girls with regard to fre- 
quency, intensity, and type of assaultive behavior. This 
difference may be related to biological propensities 
toward aggression, as some authors (23) have claimed, 
or it may be related to the nature of different identifica- 
tions, conflicts, and child rearing of boys and girls, as 
others (24) have proposed. 
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Although it has been reported that enuresis is a risk 
factor for assaultiveness (25, 26), we did not find that 
proposed relationship in this study. Similarly, although 
anxiety has been considered a precursor of violence, 
we found that anxiety and depression were negatively 
correlated with assaultiveness. These findings were 
consistent with observations that children with assaul- 
tive behavior disorders show a lack of anxiety (12, 13, 
25) and a minimum of depression (20, 27). The 
findings suggest the possibility that there are at least 
two subgroups within the population. One is a neurot- 
ic, anxious, and depressed group; the other appears to 
be free of anxiety and depression but is characterized 
by serious assaultive behavior. 

Our finding that parental assaultive behavior in- 
creases the probability of assaultiveness in children 
must be emphasized. This observation strengthens the 
findings of other investigations about the role of 
parental violence in childhood aggressive behavior 
disorders (10, 28, 29). Furthermore, although antiso- 
cial behaviors were correlated with childhood assaul- 
tive behavior, they were not a significant predictor 
when combined with other variables in the regression 
analysis of assaultive behavior. This finding suggests 
that it is clearly possible to separate the effects of 
antisocial tendencies such as lying and stealing from 
assaultive tendencies such as stabbing and hitting 
among children. 

The correlation between the child's suicidal behav- 
ior and assaultive behavior suggests that there may be 
some common elements to these behaviors. However, 
the low positive correlation between these two varia- 
bles implies that they are multidimensional as well as 
multidetermined. One common element of suicidal 
and assaultive behavior among children may be related 
to the effects of the interactions between the child and 
his violent parents. Green (30) documented this type of 
effect by determining that a significantly higher inci- 
dence of suicidal behavior occurred among 60 abused 
children than among 30 neglected and 30 normal 
children. A hypothesis may be offered that the child's 
suicidal and assaultive behaviors are the acting out of 
both the child's fantasies of identification with his 
violent parents and the child's fantasies that the par- 
ents wish to be rid of him. 

In conclusion, this study has shown that assaultive 
behavior is very common in children receiving psychi- 
atric care. In addition, it has identified a small number 
of variables that predict assaultive behavior; they 
include current and past aggression, absence of anxi- 
ety, minimum of depression, and parental assaultive 
behavior. This combination of variables accounted for 
52.9% of the variance, a value that represents a high 
level of predictability. These facts emphasize the im- 
portance of evaluating these variables in all children 
seeking psychiatric help. 

The data documented an interrelation between sui- 
cidal and assaultive behavior in children and their 
parents. A clinical implication is that it may be possible 
to reduce assaultive and suicidal behavior in children 
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by diminishing the potential for violence in parents 
and by decreasing family use of violence for communi- 
cation and problem solving. Finally, the data may 
support the conceptual idea of the opposition of 
anxiety and aggression (31). An interesting therapeutic 
implication follows. Just as we try to decrease anxiety 
in neurotic children, it may be therapeutically fruitful 
to increase anxiety in assaultive children. 
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APPENDIX 1. Definitions of Classification on a Scale Measuring 
Assauitive Behavior in Children 


1. Nonassaultive: no evidence of assaultive ideas and/or 
behavior that could have injured someone. 

2. Assaultive ideation: thoughts of wanting to harm or kill 
someone. Examples: “I wish you were dead," “Drop dead"; 
auditory hallucinations commanding the child to hurt or kill 
someone. 

3. Assaultive threat: verbalization of an impending assaul- 
tive act and/or a precursor assaultive act toward someone. 
Examples: child holds a knife and plans to hurt or kill 
someone; child reports that he will hurt or kill someone. 

4. Mild assaultive attempt: actual assaultive action that 
may have injured someone but did not result in injury 
requiring extensive medical care. Examples: child hits, 
pushes, burns, trips, or throws objects at someone; child 
scratches someone, but injury does not require sutures. 

5. Serious assaultive attempt: actual assaultive action that 
may have resulted in serious injury requiring medical care. 
Examples: child pushes mother down the stairs, and she is 
seen by a doctor; child burns someone, who needs medical 
care; child cuts someone with a knife, and sutures are 
required; child sets fires; child rapes or sexually molests 
someone. 

6. Homicide: an action that causes the death of the victim. 
Examples: child beats infant sibling until sibling dies; child 
drowns a friend; child pushes someone out of a window and 
death results. 
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RAPE-MURDER 


Rape and Rape-Murder: One Offender and Twelve Victims 


Robert K. Ressler, M.S., Ann Wolbert Burgess, D.N.Sc., and John E. Douglas, M.S. 


This study analyzes data pertaining to 12 rapes and 
rape-murders committed by one male adolescent 
offender over a 4-year period. All offenses except the 
first were committed while the offender was under 
psychiatric and probationary supervision. The use or 
relinquishment of violence by the offender was found 
to be dependent on subtle interpersonal factors. The 
authors stress the importance of the use of crime 
scene data and interviews of patients who have 
committed sex crimes, the role of psychological 
profiles in apprehension of suspects, and the 
contribution of law enforcement as a data resource. 
(Am J Psychiatry 140:36—40, 1983) 


Rko a crime of increasing concern in our 
society, results from one person killing another in 
the context of power, sexuality, and brutality. Al- 
though the literature is replete with reports on the 
murderer, it is relatively silent on the victim. This 
omission from the clinical literature significantly im- 
pedes our understanding of the possible variables in a 
rape assault and handicaps our progress in victimolo- 
gy. To contribute to the study of rape-murder, we 
report on 12 rapes committed by a male teenager over 
a 4-year period in which 5 of his victims were mur- 
dered following the rape. 


PROFILE OF THE OFFENDER 


The offender, born 24 years ago in the Midwest, was 
the youngest of 3 children and had an older adopted 
brother and natural sister. It is reported that he was an 
Rh baby and required a complete blood transfusion at 
birth. He has reportedly suffered no major health 
problems. The parents separated and divorced when 
he was age 7, and both parents remarried shortly 
thereafter. He continued to live with his mother even 
though her second marriage dissolved when he was 12. 
He completed age-level work until his senior year in 
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high school, when he was involuntarily withdrawn 
from school due to excessive absenteeism and lack of 
progress. 

He was of average intelligence and had aspired to 
attend college. He was athletically inclined and played 
league baseball. He was outgoing, often attended 
social events, and had a close circle of friends, both 
male and female. He saw himself as a leader, not a 
follower. 

The offender's antisocial behavior was first recorded 
when he was age 9, when he and 3 other boys were 
caught by the school principal writing cusswords on 
the sidewalk. The boys were required to wash the 
sidewalk until the words were removed. His criminal 
record started when he was age 12 with assaultive and 
disruptive behavior involving breaking into an apart- 
ment and stealing property valued at $100. At age 13 
he was charged with driving without an operator's 
license; at age 14 he was charged with burglary and 
rape and committed 2 minor acts of petty larceny as 
well as stealing a car. He readily admitted using 
alcohol and drugs of all types from his early teen years. 
He worked sporadically throughout his high school 
years as part of a program whereby he attended school 
in the morning and worked in the afternoon. 

The offender was sent out of state to a psychiatric 
residential facility following the first felony of rape and 
burglary at age 14. During his 18-month stay he 
received individual insight-oriented psychotherapy, 
and the discharge recommendation was that he live at 
home, attend public school, and continue psychothera- 
py on a weekly outpatient basis, with his mother 
actively involved in his treatment. Three weeks after 
returning home from the residential facility he was 
charged with attempted armed robbery—an act in- 
tended to be rape. It took 1 year for him to come 
before a judge for sentencing on this charge, and in 
that time he had committed the first rape and murder 
but had not yet been charged for that offense. The 
disposition on the attempted armed robbery was pro- 
bation and outpatient psychotherapy; he had served 8 
months when he was apprehended for the 5 murders. 
His psychiatric diagnoses according to DSM-II have 
included adolescent adjustment reaction, character dis- 
order without psychosis, and multiple personality. At 
the time of his arrest for the murders the young man 
was 19 years old, weighed 65 kg, and was 170 cm tall. 
He was given 5 life sentences for the 5 rape-murders. 
After 2 years of incarceration, he admitted to 6 
additional rapes for which he was never charged. 
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PROFILE OF THE VICTIMS 


All of the 12 victims were female, and they repre- 
sented different ethnic groups. They ranged in age 
from 17 to 34 years and were older than the offender 
by 1 to 15 years. Several victims were taller and 
heavier than the offender. Nine of them were total 
strangers to him; he knew 3 by sight. Two of the 9 
women who were strangers to him recognized him 
after his capture. Most of the victims were of middle- 
income status, and the majority lived in the apartment 
complex where the offender lived with his mother. All 
of the victims except 1 high school student were 
employed full-time and worked in such positions as 
teachers, postal supervisors, store buyers, airline 
stewardesses, and administrative assistants. Some of 
them also had part-time jobs and/or were continuing 
their college education. Most of the victims were not 
married; several were divorced. Two were known to 
have children. Five of the women were raped and 
murdered; 5 were raped only by the offender; and 2 
were gang raped. One escaped from the offender 
before he could commit a sex crime. Most of the 
victims were approached at knife point as they entered 
the elevator in their apartment building. All rape- 
murder victims were abducted from the same location, 
killed in different areas, and found fully clothed. The 
time spent in locating their bodies ranged from 1 day 
to 6 weeks. 


DATA COLLECTION 


Data were collected in two ways: through interviews 
with the offender and completion of an interview guide 
and through the use of police reports, court evaluation 
records, photographs of crime scene investigations, 
and medical examiners’ reports. An obvious limitation 
to the interviews was having to rely on the offender’s 
memory and reconstruction of the crimes. This bias 
was countered with documentation from prison and 
court records. On the other hand, the offender’s admis- 
sion of 6 additional rapes adds to the data not 
available through official channels. Another method- 
ological drawback was that the information on what 
victims said and did came from the offender. 


FINDINGS 


The analysis of the data suggests that the offender’s 
criminal behavior changed in two major ways: The 
sexual aggression escalated from rape to rape and 
murder, and the offenses increased in frequency over 
time (see table 1). Of special note are the facts that 1) 
all rape and murder offenses except the first were 
committed while he was under psychiatric supervision 
and on probation, 2) the 6 rapes that were not charged 
to him were also committed while he was under 
psychiatric supervision and on probation, and 3) the 5 


Am J Psychiatry 140:1, January 1983 


RESSLER, BURGESS, AND DOUGLAS 


TABLE 1. Escalation of the Criminal Behavior of an Adolescent Boy 





Boy’s Victim’s 
Age Age 
(years Offense (years) Disposition 
12 Petty larcency Probation 
12 . Disrupting school Probation 
13 Driving without an Case continued unu! 
operator's license his 18th birthday 
14 Burglary and rape 25 Sent to state psy- 
chiatric center 
14 Petty larceny Sent to state psy- 
chiatric center 
14 Breaking and Sent to state psy- 
entering chiatric center 
16 Rape 25 Never charged 
16 Rape 25 Never charged 
16 Burglary and rape 17 Never charged 
(codefendant) 
16 Rape (codefendant) 25 Never charged 
17 Attempted armed 22 Probation and 
robbery Outpatient therapy 
18 Rape 25 Never charged 
18 Rape and murder 24 Life imprisonment 
19 Rape and murder 22 Life imprisonment 
19 Rape and murder 34 Life imprisonment 
19 Rape 25 Never charged 
19 Rape and murder 27 Life imprisonment 
19 Rape and murder 24 Life imprisonment 


homicides were not linked to one offender and did not 
appear to include rape until he was apprehended and 
described the offenses. 


Rape and Intended Rape:, The First 7 Offenses 


The first rape with which the offender was charged, 
when he was 14, occurred in the apartment next to 
where he lived with his mother. He had returned home 
from a party and had gone to bed but woke up 
fantasizing about the 25-year-old divorced neighbor 
woman who often employed him for small errands. He 
got up, went outside wearing a ski mask, scaled the 
apartment wall like a “cat burglar,” and entered the 
woman's third-floor apartment through the balcony 
door. He raped the woman several times, left through 
the front door, returned to his own apartment, and 
went to sleep. He was apprehended 3 weeks later and 
was eventually convicted on the basis of evidence 
found in the apartment (1.e., fingerprints and clothing) 
rather than the victim's identification of him. A wom- 
an judge sentenced him to an out-of-state psychiatric 
residential facility. 

The second rape (the first one with which he was 
never charged) occurred when he was 16 and home 
from the residential facility for Christmas vacation. 
The evening before he returned to the facility, he 
approached a woman in the elevator in the apartment 
complex and at knife point took her to another 
location and raped her. The second rape with which he 
was never charged (third in the sequence) occurred 3 
months later when he approached a woman in the 
parking lot of a local school he attended while at the 
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residential facility. He forced the woman at knife point 
to drive to her apartment, where he raped her. The 
third and fourth rapes with which he was never 
charged included codefendants. While on a weekend 
pass, the offender and 2 other patients from the 
residential facility stole a car, traveled out of state, 
broke into a house, stole 2 guns and money, and each 
raped a 17-year-old girl who was in the house. The 
offender returned home; however, his mother immedi- 
ately sent him back to the residential facility and he 
was counseled on his runaway behavior. Three months 
later he and another patient went to a local swimming 
pool. They broke into the women’s locker room and 
raped a young woman, covering her head with a towel. 

The sixth rape (the fifth for which he was never 
charged) occurred before the first rape-murder he 
committed and involved a woman he had seen in his 
own apartment building. He obtained an air pistol, 
captured her in the apartment elevator, took her to a 
storage room, and, covering her face with her jacket, 
raped her twice. 

An attempted armed robbery (an act intended to be 
rape) occurred 3 weeks after his release from the 
residential treatment facility. He targeted a woman 
entering the elevator of the apartment complex, 
donned a ski mask, and held a knife to her. She was 
successful in escaping. 


She broke ... pushed me out of the way and started 
going to the front of the elevator, pushed the button to 
open the door and started to run and she stumbled. I'd 
started to run after her and stumbled over her and at that 
point the knife fell and she was on the ground hollering 
and I was on the ground next to her, scared to death. My 
mind went blank. I ran out of the building. [He was 
subsequently arrested.] 


Rape and Murder: The Last 6 Offenses 


The offender selected the last 6 victims at random as 
he watched cars drive into the apartment complex 
where he lived. Once he targeted a victim, he would 
walk behind her, follow her into the apartment eleva- 
tor, pull his knife, and tell her it was a holdup. Then 
they would leave the building, either for the victim's 
car or for an area near the apartment complex. In one 
case the pattern was reversed. The offender was hitch- 
hiking and was given a ride by a woman who was 
going to a party in his apartment complex. She let him 
off at his building; he watched her park her car and 
then ran across the complex, entered the elevator with 
her, and captured her there. All abductions and mur- 
ders occurred within his own territory. Thus, known 
territory was a distinct advantage for him. (“Going 
somewhere that I didn't know or where the cops 
patrolled might get me caught. I knew what time the 
cops came by in the morning because Pd be sitting 
there.") Indeed, he was right. One of the reasons he 
was not caught until after the fifth murder was that the 
police were looking for strangers—especially suspi- 
cious strangers—not a teenager living in the area. 


38 


The offender's use of either verbal or physical strate- 
gies to assert control over the victim depended on the 
victim's initial response. The victim who was compli- 
ant when he showed a weapon received no additional 
threats or orders. Victims who screamed received 
verbal threats, and those who refused to cooperate 
were physically struck. 


Interaction Between Offender and Victim 


Reconstruction of the victims’ talk and actions as 
viewed from the offender's perspective revealed that 
conversation and behavior served to either neutralize 
or escalate his affective state. 

Murder victim 1, rape victim 7. The woman's talk 
("She asked which way I wanted it") raised the 
offender’s suspicion of her life style. After the rape and 
while both were dressing, he had not decided on his 
next action. The woman's sudden attempt to escape 
triggered in him feelings of anger and frustration that 
resulted in increased aggression. He stated: 


She took off running down the ravine. That's when 1 
grabbed her. I had her in an armlock. She was bigger than 
me. I started choking her ... she stumbled .. . we rolled 
down the hill and into the water. I banged her head against 
the side of a rock and held her head under water. 


Death was determined to be from strangulation. 

Murder victim 2, rape victim 8. The woman's talk 
consisted of many questions (“She wanted to know 
why I wanted to do this; why I picked her; didn't I 
have a girl friend; what was my problem; what I was 
going to do"), which served to annoy him. The wom- 
an, talking while driving the car, suddenly stepped on 
the accelerator and attempted to counter his control by 
threatening to drive the car into a tree. He turned off 
the ignition and put his foot on the brake, and the car 
slid sideways. The car stopped, and the woman got out 
and ran across the road screaming for help. He said: 


I go into the woods after her. I see her run from behind a 
tree and that's when I go after her. From then on I knew ] 
had to kill her. She trips over a log and that's when I catch 
up with her and I just start stabbing her. 


The victim was stabbed 14 times in the chest. 

Murder victim 3, rape victim 9. The offender 
claimed he had not decided whether he would kill this 
woman. He would not let her talk (“The more I got to 
know about the women the softer I got"). He ordered 
her to be quiet and turn on the radio. He described his 
thinking as follows: 


I was thinking . . . ve killed two. I might as well kill this 
one, too. .. . Something in me was wanting to kill... . I 
tied her up with her stockings and I started to walk away 
... then I heard her through the woods kind of rolling 
around and making muffled sounds. And I turned back 
and said, “No, I have to kill her. I've got to do this to 
preserve and protect myself." 
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The woman died from 21 stab wounds to the left 
side of the thorax and upper abdomen. 

Rape victim 10. The offender had decided to kill this 
woman, but her talking saved her life ("She told me 
her father was dying of cancer"). Her talk evidently 
neutralized his aggression due to his identification with 
the situation (“I thought of my own brother who had 
cancer. I couldn't kill her. She had it bad already"). He 
threw her car keys out of the window and ran off into 
the woods. 

Murder victim 4, rape victim 11. The offender had 
decided to kill this woman. Her resistance and attempt 
to escape triggered his violence. 


She scratched me across the face. I got mad; she started 
to run. Í got up from falling down and chased her. She ran 
into a tree. I caught her. We wrestled, rolled over the 


embankment into the water. I landed with my face in the; 


water.... Thats where the idea to drown her came. ... 
She was fighting and she was strong but I put her head 
under the water and just sat there with my hands on her 
neck. 


The cause of death was drowning. 

Murder victim 5, rape victim 12. This woman's talk 
led the offender to realize that she knew him. This 
knowledge escalated his fear of being apprehended 
and, in turn, led him to confess the 4 previous murders. 
The decision to kill was made quickly. 


We were walking along, through the culverts, under- 
neath the highway. That's when I pulled out the knife and 
without even saying anything, I stabbed her ... maybe 
50—100 times. 


He buried the victim's body in a shallow grave. 


Bebavior Following tbe Murders 


Following each murder, the offender would usually 
take an item of jewelry from the woman's body for a 
souvenir, go back to the woman's car and search 
through her purse for money, drive her car for an 
extended period of time, park the car several blocks 
from his apartment, return to his apartment and go to 
bed, and watch television and newspapers for reports 
about the discovery of the body. 


DISCUSSION 
Psychodynamics of Rape-Murder 


Some reports have suggested that rapists rarely 
murder (1) but that when they do, the motives are 
social rather than personal; that is, they murder to 
silence the victim and prevent detection (2). This 
motive differs from lust-murder, whereby sexuality 
and aggression fuse into a single psychological experi- 
ence known as sadism (3). Rada (4) argued, and we 
agree, that rapists are capable of murder but for 
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different reasons than the lust-murderer. One reason, 
Rada suggested, is that in some rapists there appears to 
be a progressive increase in aggressive fantasies about 
women that over time may eventually lead to murder. 

The case we have reported suggests that for some 
rapists there is a progression in the offender’s intent or 
decision making toward killing. With the first 3 mur- 
ders the offender made the decision to kill the women 
during the period he interacted with them, but in the 
last 2 murders, he decided ahead of time to kill them. 
This case also suggests an additional dimension to 
motive in rape-murder. The modern view of rape 
regards it as an act of violence expressing power as one 
motive (5). We suggest that the psychological motive of 
power expands for the rapist-murderer from a need for 
power over one person (“It was a real turn on to 
realize the victims weren't reporting or identifying 
me”) to a need for power over a collective group (“Pm 
too slick for them") that included the police, judges, 
psychiatrists, and psychologists. 

This case illustrates the influence of an individual's 
affective state when combined with various degrees of 
intent to commit murder. À review of the offender's 
last 6 offenses suggests that 2 affective states may 
influence the decision to kill: Escalating the anger 
motive in the rapist may trigger aggressive behavior 
aimed at establishing dominance and authority, and 
stimulating fear and decreasing the power motive in 
the rapist may trigger aggressive behavior aimed at 
self-preservation (5). 


Interviewing Patients Charged with Crimes 


The fact that the offender was under psychiatric 
supervision when he committed most of his criminal 
acts suggests that close attention be paid to psychiatric 
interviewing techniques. We offer the following two 
suggestions. 

1. When interviewing a patient who has been 
charged with crimes, one should pay careful attention 
to the deviant behavior and focus on all dimensions of 
the interactional aspects of the crime. If possible, and if 
it is within agency policy, one should gather supple- 
mentary data regarding the crime scene, the victim's 
statements, police interviews, and official reports and 
talk with staff who have worked with the patient. 
These corroborating data will lend a perspective other 
than the patient's for assessment of and challenge to 
the patient. The interviewer should maintain a high 
index of suspicion when the patient denies committing 
or refuses to talk about the crime or deviant behavior 
and should consider the possibility that he or she is 
concealing other secretive and dangerous behavior. A 
parallel can be drawn between the dynamics of sex and 
secrecy (6) and incest and treatment. 

2. Rape and attempted rape behavior should be 
viewed as serious and chronic and thus repetitive. The 
interviewer should not assume that a patient with a 
history of sexual assault has committed it only the 
number of times for which he or she is charged. When 
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the patient has been under stress and especially at 
times when he or she has been charged with other 
criminal acts (e.g., breaking and entering, stealing cars, 
larceny), the interviewer should inquire about concur- 
rent assaultive behavior or rape fantasies. Our findings 
support those from Groth and associates’ study (7) of 
convicted sex offenders recommended for treatment. 
Those authors reported that each offender had com- 
mitted an average of 5 sexual assaults for which he was 
never apprehended. 


Psychological Profiles 


The fact that a psychiatrist wrote a psychological 
profile of the offender we have described suggests the 
need for further work in this area. The psychological 
profile is a critical technique in police work on un- 
solved crimes. In a comparison of the profile with the 
data obtained from the offender, two points can be 
made. First, no one speculated that the murder victims 
had been raped. The fact that they all were found fully 
clothed and without clinical evidence of sexual inter- 
course made the cases seem not sexually related. The 
offender admitted raping the victims several times. The 
possibility that he had a sexual dysfunction—retarded 
ejaculation—was never considered (8). Second, the 
profile report speculated that because he targeted 
women and used their underwear to bind them, he felt 
hostility toward his mother. Interview data suggested 
another authority figure in his life: 


That woman judge sent me to a diagnostic center. That’s 


what started me off resenting authority. . . . Nobody could 
tell me what to do or when to do it or how to do it. 
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CONCLUSIONS 


Gaps do exist in fully understanding a criminal act 
in general, and a sexual homicide in particular, be- 
cause each of the various professionals and disciplines 
involved work with only one part of the picture. 
Cooperation through sharing information and col- 
laborating on cases is often not practiced in the work 
setting. We undertook this study to address this gap in 
the transfer and sharing of criminal data. Frazier (9) 
encouraged the research step of developing descriptive 
patterns of murder as human action, with the caution 
to avoid simple, reductionistic conclusions about the 
causes of murder. We agree with this position and 
encourage studies across disciplines. 


REFERENCES 


. Selkin J: Rape. Psychology Today, Jan 1975, pp 70—72, 74, 76 

. Podolsky E: Sexual violence. Medical Digest 34:60—63, 1966 

. Groth AN with Birnbaum H]: Men Who Rape. New York, 

Plenum Press, 1979, p 44 

4. Rada RT: Psychological factors in rapist behavior, in Clinical 
Aspects of the Rapist. Edited by Rada RT. New York, Grune & 
Stratton, 1978 

5. Groth AN, Burgess AW, Holmstrom LL: Rape: power, anger, 
and sexuality. Am J Psychiatry 134:1239—1243, 1977 

6. Burgess AW, Holmstrom LL: Sexual trauma of children and 
adolescents: pressure, sex and secrecy. Nurs Clin North Am 
10:551—563, 1975 

7. Groth AN, Longo R, McFadin B: Undetected recidivism among 
rapists and child molesters. Crime and Delinquency 28:450— 
458, 1982 

8. Groth AN, Burgess AW: Sexual dysfunction during rape. N Engl 
J Med 297:764—766, 1977 

9. Frazier SH: Murder—single and multiple. Aggression 52:304— 

312, 1974 


O3 NI ES 


Am J Psychiatry 140:1, January 1983 | 


ROBERT E. ROBERTS AND SALLY W. VERNON 


The Center for Epidemiologic Studies Depression Scale: 
Its Use in a Community Sample 


Robert E. Roberts, Ph.D., and Sally W. Vernon, Ph.D. 


The authors gave the Center for Epidemiologic 
Studies Depression (CES-D) Scale, a self-report 
depression symptom scale, to 528 subjects drawn 
from a larger longitudinal community survey. 
Interviewers also assessed respondents using the 
Schedule for Affective Disorders and Schizophrenia 
(SADS), a structured clinical interview; on the basis 
of the SADS the subjects were then given diagnoses 
according to the Research Diagnostic Criteria. The 
results corroborated earlier findings of a modest 
relationship between self-reported symptoms of 
depression and the diagnosis of depression. The 
authors conclude that the CES-D Scale may be useful 
as an initial or first-stage screening test. (Am J 
Psychiatry 140:41—46, 1983) 


Ac issue when one is studying health in 
community settings is the accuracy of estimates of 
disease occurrence. Without valid and reliable mea- 
sures of incidence and prevalence of disease in defined 
populations at risk, our ability to understand the 
dynamics of disease processes is severely compro- 
mised. Although this problem is ubiquitous in the 
study of disease in general, obtaining “true” incidence 
and prevalence data for psychiatric disorders has prov- 
en particularly problematic (1—6). 

In fact, in many respects the central unresolved issue 
in psychiatric epidemiology is how to measure psychi- 
atric impairment in community settings (7, 8). In a 
majority of field investigations in psychiatric epidemi- 
ology (at least in the United States) cases are identified 
by use of brief psychiatric symptom checklists. Such 
instruments are used widely in community surveys, 
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primarily because they are more economical and feasi- 
ble to administer in the context of large-scale field 
studies than are clinical psychiatric assessments (9). 
However, the overriding disadvantage of such mea- 
sures of general psychological impairment, as Weiss- 
man and Klerman (10) succinctly point out, is that the 
impairment ratings are independent of diagnosis. Al- 
though symptom checklists may provide estimates of 
psychological impairment, they do not permit classifi- 
cation of the impaired into discrete diagnostic catego- 
ries (for a discussion of the requirements for a psychi- 
atric screening instrument, see Spiro and associates 
[11]). In fact, it has been argued that, in the absence of 
other, more diagnosis-specific information, brief rating 
scales are of little use in either assessing the communi- 
tys need for mental health service or identifying 
etiologic factors; this argument was advanced by in- 
vestigators (10) who demonstrated that different psy- 
chiatric disorders have differing clinical manifesta- 
tions, natural histories, family aggregation, and re- 
sponses to treatment. 

Brief psychiatric symptom scales may prove useful, 
however, as screening instruments (10, 12) because the 
rationale for most disease-screening procedures is to 
provide a fast, economical method of detecting cases of 
suspected or potential illness in the general population 
(13). But few screening tests are sufficient to establish a 
definitive diagnosis (due primarily to their low speci- 
fidity). In general, the objective in screening is to 
partition the population into two groups: one is pre- 
sumed to be well (negative on screening) and the other 
is presumed to be ill (positive on screening) and to 
require further diagnostic procedures. Most of the 
outstanding examples of chronic diseases, including 
many psychiatric disorders, require detailed clinical 
examinations as well as various laboratory tests to 
establish a definitive diagnosis. Given this, it is not 
surprising that Cooper and Morgan (1) argue that a 
two-stage process of case identification is virtually 
essential to generate valid epidemiologic results. Such a 
two-stage process clearly is critical in establishing the 
sensitivity and specificity of the screening instrument 
because a prerequisite for evaluating the discriminant 
power of a screening test is the existence of a criterion 
classification (based on some independent and more 
definitive procedures) against which the test results can 
be judged (14). The definitive criterion used for valida- 
tion is usually a clinical psychiatric examination. Un- 
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fortunately, the sensitivity/specificity of most screening 
instruments in psychiatric epidemiology is essentially 
unknown. 

Myers and Weissman (15) have reported the sensi- 
tivity/specificity of a widely used brief symptom check- 
list using a two-stage screening procedure. These inves- 
tigators reported that the Center for Epidemiologic 
Studies Depression (CES-D) Scale is modestly related 
to a clinical diagnosis of major or minor depression. 
On the basis of their analyses, they concluded that 
such symptom scales are useful for the screening of 
depressed persons in research studies but are only 
rough indicators of clinical depression in the commu- 
nity. In view of the importance of this issue and the 
continued paucity of relevant data regarding the effica- 
cy of psychiatric screening tests, we reexamined the 
usefulness of the CES-D Scale as a screening instru- 
ment in community settings. 


METHOD 


The data reported here were collected in a follow-up 
study of three sample surveys conducted in Alameda 
County, Calif.—two in 1974 and one in 1975. Alame- 
da County was highly urbanized and had a socially 
and ethnically diverse population of slightly more than 
one million in 1970. 

The objective of the investigation was to assess a 
broad range of measurement issues in psychiatric 
epidemiology, including the roles of ethnic status, 
sample attrition, sensitivity/specificity of screening 
scales, and various types of response tendencies (bias). 
The study design included assessments of three ethnic 
groups (Anglos, blacks, and Chicanos), symptom scales, 
clinical diagnoses, and two-stage psychiatric screen- 
ing. 

Stage 1 involved collection of self-report data on the 
respondents! physical and emotional problems by 
trained lay interviewers. Three psychiatric rating scales 
were included in the questionnaire: the CES-D Scale, 
the Psychiatric Epidemiology Research Interview 
(PERI), and the Bradburn Positive and Negative Affect 
Scales. Stage 2 interviews followed stage 1 by 1 to 2 
weeks. At stage 2 a diagnostic interview, the Schedule 
for Affective Disorders and Schizophrenia-Research 
Diagnostic Criteria (SADS-RDC) was administered to 
respondents. 

Of those respondents eligible for follow-up (N= 
1,384), most of whom were less than 60 years of age, 
still alive, and residing in Alameda County, about 7296 
(N=1,000) were relocated after 4 years. Of the respon- 
dents who were located, 70.5% (N=705) were reinter- 
viewed in stage 1. Stage 2 yielded 528 usable inter- 
views. Preliminary analysis of demographic differences 
(age, sex, education, work status, and number of 
moves) between respondents and nonrespondents to 
stage 2 indicated that there were few differences; also, 
differences in mental status scores between respon- 
dents and nonrespondents (according to the CES-D 
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Scale and the PERI) were not statistically significant, 
although nonrespondents had somewhat higher scores 
(more symptoms). The implications of sample loss for 
our analyses are discussed later. 

With minor exceptions, the lay interviewers used in 
stage 1 were matched to respondents on the basis of 
sex and ethnicity. The stage 1 questionnaire was 
translated into Spanish, and Spanish-speaking respon- 
dents were offered the option of completing the inter- 
view in English or Spanish. 

In stage 2 a core group of nine clinical interviewers 
administered about 9096 of all completed interviews. 
Respondents were matched to interviewers on the 
basis only of ethnicity because most of these interview- 
ers were women. All of them had previous clinical 
interviewing experience, and most were serving clinical 
internships at the time of the study. Training for stage 
2 was intensive. First, the clinical field supervisor (Dr. 
Dale Larsen, Berkeley, Calif.) was trained in the use of 
the SADS-RDC by Dr. Jean Endicott of the New York 
State Psychiatric Institute and her staff. Dr. Larsen 
then trained and later supervised all clinical interview- 
ers using the same materials and technique as Dr. 
Endicott. The training consisted of 2 weeks of didactic 
presentations and practice interviews; during the train- 
ing videotapes, written case histories, and live inter- 
views were used. Reliability of ratings was assessed 
by having groups of interviewers independently rate 
five videotaped and live interviews. In general, inter- 
rater reliability was good (there was 80%~—90% agree- 
ment). Disagreement occurred primarily over whether 
or not the subject should receive more than one 
diagnosis. 

Although the SADS-RDC was not translated into 
Spanish, the Spanish-speaking clinical interviewers de- 
veloped a glossary of translations for important con- 
cepts to enhance uniform administration. 

The measures used in the analyses reported here 
included the CES-D Scale and the diagnostic interview, 
the SADS-RDC. The CES-D Scale was developed to 
measure symptoms of depression in community popu- 
lations (16—18). It is a self-report scale; respondents 
are asked to rate the frequency, over the past week, of 
20 symptoms by choosing one of four response catego- 
ries ranging from “rarely or none of the time" to 
“most or all of the time." Scores range from 0 to 60, 
with a score of 16 indicating impairment. This score is 
equal to 6 symptoms for most of the previous week or 
to a majority of symptoms for shorter periods of time. 
The reliability and validity of the scale have been tested 
on clinic populations (17, 19) and on probability 
samples of households in three communities—Kansas 
City, Mo., Washington County, Md., and Alameda 
County, Calif. (17, 18, 20, 21). Results of these in- 
vestigations indicated that the scale has high internal 
consistency reliability, acceptable test-retest stability, 
and good construct validity in both clinical and com- 
munity samples. Although there is some evidence of its 
criterion validity in clinic samples (18), its correspon- 
dence to clinical depression in community respondents 
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has been examined in only one study (15), as noted 
earlier. 

The criterion measure, the SADS-RDC, is a categori- 
cal approach to psychiatric diagnosis that uses a 
structured questionnaire (the SADS) and a series of 
operational definitions (the RDC) for classifying re- 
spondents into discrete nosologic groups (22, 23). 
Although its focus is on affective disorders and schizo- 
phrenia, it includes information that can be used to 
diagnose other psychotic, neurotic, and personality 
disorders. The SADS was developed specifically to 
increase diagnostic reliability by minimizing the vari- 
ance resulting from the collection of different informa- 
tion due to differences in training or styles of inter- 
viewers, Thus far, the SADS-RDC has been used 
primarily in patient samples and only during the last 
few years has it been tested in a community (15, 24— 
26). 

Several versions of the SADS have been developed; 
we used the lifetime version (SADS-L), which also 
assesses current mental status. The lifetime version is 
believed to be best suited for use in communities 
because the frequency of most psychiatric disorders is 
low. Diagnoses can be classified as “not present,” 
“probable,” or "definite." In addition, a subject may 
receive more than one diagnosis. 


RESULTS 


Table 1 presents data on the relationship between 
*caseness" defined by a CES-D Scale score greater 
than or equal to 16 and RDC diagnoses of current 
depression. Using this standard, we found that the 
CES-D Scale score yielded a false positive rate of 
16.6% and a false negative rate of 40% for current 
major depression. The false positive rate for current 
minor depression was 16.796; the false negative rate 
was 28.696. For a diagnosis of depressive personality, 
the false positive rate was 15.7%, and the false nega- 
tive rate was 42.9%. Because most screening instru- 
ments are not designed to be sensitive to the spectrum 
of diagnostic distinctions, we also examined the ability 
of the CES-D Scale to identify any patient with the 
diagnosis of depression according to the RDC. For this 
comparison, the false positive rate was 14.1%, and the 
false negative rate was 40.5%. 

We also examined the relationship of the CES-D 
Scale scores to RDC lifetime diagnoses of major, 
minor, and all cases of depression (data not shown). 
Again, use of the *'caseness" score of 16 or more for 
major depression gave a false positive rate of 14.596 
and a false negative rate of 66.7%. For minor depres- 
sion, the false positive rate was 16.7% and the false 
negative rate was 74.496. For all diagnoses of depres- 
sion combined, the false positive rate was 1296, and 
the false negative rate was 66.1%. 

Like Myers and Weissman (15), we found that the 
CES-D Scale screens for more than depression. In fact, 
for all current psychiatric diagnoses the CES-D Scale 


Am ] Psychiatry 140:1, January 1983 


ROBERT E. ROBERTS AND SALLY W. VERNON 


TABLE 1. Diagnosis of Depression in a Community Sample Accord- 
ing to the CES-D Scale and RDC 


CES-D Scale Rating? 


Depressed Not Depressed 

Current RDC Diagnosis N % N % 
Major depression (N=511) 

Depressed (N10) 6 60.0 4 40.0^ 

Not depressed (N=501) 83  Á 16.66 418 83.4 
Minor depression (N=510) 

Depressed (N=7) $. 714 2 28.6^ 

Not depressed (N=503) 84 16.7; 419 83.3 
Depressive personality (N=510) 

Depressive personality 

(N=21) 12 574 9 42.9" 

No depressive personality 

(N=489) 77 157 412 84.3 
Any instance of RDC 

depression (N=511) 

Depressed (N= 37) 22 $9.5 15 40,5 

Not depressed (N=474) 67 14.1° 407 85.9 


‘Diagnosis of depression required a score of 16 or more (range-0—60). 
False negative rate. 
‘False positive rate. 


had a false positive rate of 11.9% and a false negative 
rate of 50.7%. Based on score of 16 or more, 17% 
(N=89) of the subjects were rated as depressed. Al- 
though depression was the most frequent RDC diagno- 
sis for these subjects, 16% had other diagnoses, and 
more than half (5896) had no RDC diagnosis. 


Persistence of Symptoms and RDC Diagnosis 


In their research, Craig and Van Natta (27) suggest- 
ed that persistence of symptoms seemed to offer a more 
efficient way of identifying individuals at high risk of 
having a depressive syndrome than prevalence of tran- 
sient symptoms. Myers and Weissman (15), however, 
found results using persistence to be essentially the 
same as for prevalence, about 16% false positives and 
32% false negatives. Table 2 presents data on the 
relationship between RDC diagnoses of depression 
and one or more CES-D Scale symptoms lasting 5—7 
days in the past week. Compared with table 1, these 
results are somewhat different. Using persistence of 
symptoms, we found that the false positive rates in 
table 2 were double those in table 1. By contrast, the 
false negative rates were comparable, with one notable 
exception. Using persistence of symptoms as the 
screening criterion yielded a false negative rate of only 
10% for major depression. 


Other Scoring Procedures 


Following the procedures of Myers and Weissman, 
we analyzed the relationship between RDC diagnosis 
of current major depression and three different CES-D 
Scale ‘‘caseness” ratings: scores of 16 or more, 17 or 
more, and 23 or more. Scores of 17 or more and 23 or 
more for “possible” and “probable” cases have been 
suggested by Husaini and associates (28). When we 
used a score of 17 or more and compared these results 
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TABLE 2. Relationship Between Persistence of CES-D Scale Symp- 
toms and RDC Diagnosis of Depression 


Patients Reporting Persistence of 


Symptoms on CES-D Scale” 


Depressed Not Depressed 

Current RDC Diagnosis N % N 76 
Major depression (N=516) 

Depressed (N=10) 9 90.00 1 10.0» 

Not depressed (N=506) 153 30.27 353 69.8 
Minor depression (N=515) 

Depressed (N=7) 4 $7.1 3 42.9» 

Not depressed (N=508} 157 30.9¢ 351 69.1 
Depressive personality 

(N=515) 

Depressed (N=21) 10 47.6 11 $2.4 

Not depressed (N=494) 131 30.6¢ 343 69.4 


Any instance of RDC 
depression (N=516) 
Depressed (N=37) 22 $9.5 15 
Not depressed (N=479) 140 


aSymptoms lasted 5-7 days in previous week. 
*False negative rate. 
‘False positive rate. 


40.5* 
29.2° 339 70.8 


to those obtained when using a score of 16 or more, 
the results did not change much (data not shown); the 
false positive rate was 1596, and the false negative rate 
was 40%. Raising the cutoff to 23 or more yielded a 
false positive rate of 7% and a false negative rate of 
6096 for current major depression. 

We also assessed the relative efficacy of the single 
item ‘‘felt depressed during last week" in screening for 
a current major and minor depressive episode. This 
procedure yielded a false positive rate of 12.4% anda 
false negative rate of 40% for major depression and a 
false positive rate of 12.9% and a false negative rate of 
57.196 for minor depression. 


DISCUSSION 


The results reported here generally corroborate 
those reported by Myers and Weissman (15) that there 
is a modest relationship between RDC diagnoses of 
depression and CES-D Scale ''caseness" ratings in the 
context of a community survey. Contrary to their 
results, however, we found that the CES-D Scale was 
about equally effective (or ineffective) in identifying 
depression, whether the RDC diagnosis was major 
depression, minor depression, or depressive personal- 
ity. In our study, the CES-D Scale correctly identified 
6096 of the subjects diagnosed according to RDC as 
having major depression, 7196 of the subjects diag- 
nosed according to RDC as having minor depression, 
and 5796 of the subjects diagnosed according to RDC 
as having depressive personalities (59.596 of all de- 
pression). By contrast, in the New Haven study (15) 
the CES-D Scale identified only 2396 of the subjects 
with minor depression, 43% of those with depressive 
personalities, and 64% of the subjects with major 
depression. 
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In both studies the data suggest that the CES-D Scale 
is reasonably good at screening out the nondepressed 
(true negatives). In New Haven the false positive rates 
were 696—896, and in Alameda County they were 
16%~17%. However, the CES-D Scale items were not 
very efficient in identifying true positives. In Alameda 
County the false negative rates were 29%—43%, and 
in New Haven they were 3696—779?6. By any reason- 
able screening criteria, large proportions of the popu- 
lations in both communities with diagnosable depres- 
sion (according to RDC) were not identified by a single 
administration of the 20 CES-D Scale symptom state- 
ments, regardless of whether a scale score of 16 or 
more, 17 or more, or 23 or more was used. 

In fact, based on the results of these two investiga- 
tions there seems little basis for recommending further 
use of a CES-D Scale score of 23 or more to define a 
case. Myers and Weissman found this higher score 
yielded a false negative rate of 45%; our rate was 
60%. Clearly a screening test value that fails to detect 
half or more of the “true” cases is not very useful. By 
comparison, the lower cutting scores of 16 and 17 
seem to function more effectively and about equally 
well. 

The CES-D Scale was developed to assess point 
prevalence of depressive symptoms in communities. As 
such, the time frame is relatively brief for reporting 
symptom experience—in the version we used it was the 
previous week, Although Myers and Weissman did not 
examine this issue, our data suggest that the CES-D 
Scale is indeed more sensitive to current than to 
lifetime RDC diagnosis of depressive illness. That is, 
the false negative rate was about 50% greater for 
lifetime diagnoses than for current diagnoses of de- 
pression. 

Regarding the usefulness of symptom persistence as 
a screening criterion for depression, our data provided 
mixed support. Using persistence of 1 or more symp- 
toms for 5—7 days, we found a false negative rate of 
only 1096 for major depression, compared to 4096 for 
prevalence of symptoms. This finding, however, was 
limited to major depression. Persistence of symptoms 
did not improve screening efficiency for minor depres- 
sion or for overall depression. Clearly the distinction 
between number and persistence of symptoms needs to 
be investigated further, given that results so far have 
been positive (27), negative (15), and mixed as shown 
in our present study. 

Myers and Weissman noted that although depres- 
sion was the most frequent RDC diagnosis for subjects 
with high CES-D Scale scores, almost 1 in 5 of their 
respondents had other diagnoses. Our data also indi- 
cated that the CES-D Scale identifies diagnoses other 
than depression. This should be expected, for two 
reasons. First, the symptoms included in the CES-D 
Scale, although typical of depression, are perhaps the 
most prevalent manifestations of psychological distress 
and are common to many and varied types of psychiat- 
ric disorder. Second, several recent studies (12, 29) 
suggested that most brief psychiatric symptom check- 
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lists measure the same thing and that this phenomenon 
is probably best described as nonspecific psychological 
distress. The items in such scales (including the CES-D 
Scale) generally are related to affective distress but are 
not specific to any particular psychiatric disorder. 
Thus, it may be unrealistic to expect such instruments 
to generate differential diagnoses—a process often 
difficult for a skilled clinician with much more data 
available when making a diagnosis. 

A comment is in order regarding the possible effects 
on our results of sample loss. As mentioned earlier, 
there was a trend for nonrespondents to have higher 
scores (in terms of proportions scoring above the 
cutting point on the CES-D Scale). If scores on the 
CES-D Scale are related to diagnostic status on the 
RDC, results of the sensitivity/specificity anlysis will be 
in error. Regarding those nonrespondents who scored 
above the cutting point, if many of them were false 
positives we would have overestimated the specificity 
of the CES-D Scale. The most plausible case, it seems 
to us, is that we lost a high proportion of true positives 
and that, therefore, we may have underestimated the 
sensitivity of the CES-D Scale. It is difficult to know 
how to allocate the nonrespondents who scored below 
the cutting point. If many of them were false negatives, 
the sensitivity would be lowered. Without psychiatric 
assessment of the nonrespondents, however, we can 
only speculate about the effects of sample Joss. Further 
analysis of respondent/nonrespondent characteristics 
indicated that there were no differences in the help- 
seeking behavior of these groups. 

Thus far, our discussion of the concordance between 
the CES-D Scale and the SADS-RDC has focused on 
the adequacy of the former. However, the adequacy of 
the criterion measure is equally relevant. Although a 
number of sets of research diagnostic criteria have 
been developed, no one set has achieved general accep- 
tance by the research community yet, nor has one set 
been proven more empirically useful than others. Two 
recent papers (30, 31) have examined the concordance 
among various sets of research diagnostic criteria for 
depression and schizophrenia and found moderate to 
low agreement among them in the selection of previ- 
ously diagnosed patients who had been screened care- 
fully for schizophrenia and depression. Of particular 
interest here is that in both of these studies the RDC 
used in our research (22) was one of the more restric- 
tive sets. Thus, our results may be at least partly a 
function of comparing one criterion that is inclusive 
(the CES-D Scale) with one that is highly exclusive (the 
SADS-RDC). 

There may be, however, another explanation that 
accounts in part for the modest concordance observed 
between stage 1 and stage 2 *'caseness." Duncan-Jones 
and Henderson (32) reported a substantial decrease in 
the correlation between screening scores and clinical 
diagnosis as the interval between measurements in- 
creased beyond a week. Their interpretation was that 
much minor psychiatric morbidity is short-term in 
character and will have ameliorated somewhat (if not 
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totally) over time. This finding is extremely relevant in 
relation to the usefulness of two-stage screening efforts 
in general and to our use of this procedure in particu- 
lar. The average interval between our assessments was 
10—14 days, well beyond the threshold Duncan-Jones 
and Henderson observed that resulted in diminished 
concordance. Wing and associates (33) reported simi- 
lar findings. Thus, the lack of fit" between the CES-D 
Scale and the SADS-RDC may be attributable in part 
to the assessment interval employed. 

These results, albeit somewhat limited, suggest that 
the CES-D Scale has only a modest concordance with 
clinical diagnosis of psychiatric disorder in a commu- 
nity setting when the diagnosis is made according to 
the RDC. In general, we concur with earlier writers 
who have suggested that brief symptom checklists may 
be useful as screening tests in community surveys. The 
CES-D Scale, as one example of this genre of instru- 
ments, may still prove useful in this regard. We believe, 
however, that sufficient questions remain unanswered 
to suggest that the CES-D Scale be used with consider- 
able caution as a first-stage screening instrument. 
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Depressive Phenomenology in North and 
South American Patients 


Javier I. Escobar, M.D., M.Sc., Jaime Gomez, M.D., and V.B. Tuason, M.D. 


The authors assessed patients newly admitted to two 
North American health centers and one South 
American (Colombian) center according to a 
standardized protocol, with a structured interview, a 
symptom checklist, and a depression scale. The 
patients were suffering from major depressive 
disorders with endogenous features. There was an 
impressive similarity in symptoms of depression 
across cultures, supporting the idea of a universal 
core depressive syndrome. However, somatization 
indexes, psychomotor components of depression, and 
levels of psychopathology differed between U.S. and 
Colombian samples. The authors offer a general 
discussion of potential determinants of these cross- 
cultural differences. (Am J Psychiatry 140:47—51, 
1983) 


he continuous influx of immigrants who tend to 

preserve their cultural heritage is transforming the 
United States into a truly multicultural society. Ameri- 
can psychiatrists, therefore, particularly those practic- 
ing in large metropolitan areas, must deal with cross- 
cultural issues (1, 2). Of the cultural groups in the 
United States, Hispanics stand out as a large (projected 
as the largest U.S. minority by the end of the century) 
and needy minority, at least in terms of impoverished 
health status (3). Severe underutilization of available 
services further compounds this group’s health prob- 
lems (4). Although generalizations regarding any cul- 
tural group are tenuous, there are some basic tenets of 
the Hispanic culture that cut across socioeconomic and 
geographical boundaries and provide a useful concep- 
tual framework for formulating working hypotheses. 
Unlike most European immigrants who became part of 
the “melting pot” ideal of American society, Hispanic 
Americans have tended to preserve many of their 
traditional cultural values over several generations. 
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Besides the sharing of Spanish as a common lan- 
guage (the source of the term "'Hispanic"), otner 
salient features operating in U.S. and Latin American 
Hispanic societies (particularly in Central America, the 
Caribbean, and the northern portion of South Ameri- 
ca) are the following: 1) the traditional family struc- 
ture, with its hierarchies and clear differentiation of 
sex roles, 2) extended family ties as a unique source of 
social support, and 3) the Catholic Church, with its 
profound influence on mores and motivations. Untor- 
tunately, a lack of solid data on the epidemiology and 
phenomenology of mental illness among Hispanics 
makes the implementation of remedial measures for 
the problem of impoverished medical status and un- 
derutilization of available services difficult. We took 
advantage of a collaborative effort assessing ant de- 
pressant agents in the United States and in Colom»ia, 
South America, and collected systematic information 
on symptoms of rigorously diagnosed inpatients suf- 
fering from major endogenous depressions. We com- 
pared these symptom profiles across cultures in an 
attempt to gain insight on the phenomenology of 
affective disorders for Hispanics in their original set- 
ting. 


METHOD 


The study was undertaken at two U.S. centers ‘Si. 
Paul Ramsey Medical Center in Minnesota and Mem- 
phis Mental Health Institute in Tennessee) and one 
South American center (the Instituto Neurologico de 
Colombia in Bogota). In order to clarify the meaning 
of institutional and cultural factors in relation to any 
differences observed, two centers per country were 
originally selected. Unfortunately, one of the :wo 
Colombian centers withdrew from the study at thc last 
moment. 

The U.S. centers were a general community hospital 
and a state urban hospital serving lower- to lower- 
middle-class patients, predominantly non-Hispanic 
whites and blacks. As is generally the case with this 
type of facility, admissions tend to be for acute rather 
than chronic problems, patients seldom remain hospi- 
talized for more than 3 weeks, and those depressed 
patients who are admitted tend to have more severe or 
treatment-resistant depressive syndromes. The insu- 
tuto Neurologico de Colombia in Bogota is a private 
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foundation whose primary aim is the treatment of 
neurological and neurosurgical conditions. Its psychi- 
atric ward is well equipped to deal with major psychi- 
atric syndromes in a ““Westernized”’ fashion. (Most of 
the personnel have been trained in the United States or 
Canada.) As in the case of the U.S. centers, there is a 
tendency in the Instituto to admit only the more 
seriously ill depressive patients. 

After the study centers had been selected, we held a 
series of symposia on affective disorders with several 
U.S. psychopharmacology experts as guest lecturers. 
These experts provided clinical demonstrations regard- 
ing diagnosis, case selection, and clinical ratings to the 
project psychiatrists through live patient interviews 
and round-table discussions. All research forms were 
translated into Spanish by a bilingual psychiatrist 
(J.LE.) and verified with the Colombian clinicians to 
maximize conceptual clarity. The study was coordinat- 
ed at the three centers by a bilingual psychiatrist 
(J.L.E.), who made frequent visits to the centers and 
was continuously available for consultation on diagno- 
sis or method. 


Subjects 


Forty-one patients in Bogota and 32 in the United 
States, aged 21-65, who signed an informed consent 
for participation in a double-blind study of an antide- 
pressant, constituted the study sample. The mean age 
of the Colombian patients was 45.6 years (range, 25— 
65); that of the U.S. patients was 39.4 years (range, 
22—64). In regard to social class, 1 (2.496) of the 
Colombian patients and none of the American patients 
was in Hollingshead class I; 1 (2.4%) of the Colombi- 
an and 1 (3.196) of the American patients in class 1l; 
11 (26.8%) of the Colombian and 8 (25%) of the 
American patients in class III; 10 (24.4%) of the 
Colombian and 13 (40.6%) of the American patients 
in class IV; and 18 (43.9%) of the Colombian and 10 
(31.3%) of the American patients in class V. Thus 
68.3% of the Colombian patients and 71.9% of the 
American patients were in classes IV and V. Thirty-six 
(87.8%) of the Colombian sample and 23 (71.9%) of 
the American sample were white; 2 (4.9%) and 7 
(21.9%) of each sample, respectively, were black; and 
3 (7.3%) and 2 (6.3%) of each sample, respectively, 
were in another racial category. None of the patients in 
the U.S. sample was Hispanic. Seventeen (41.5%) of 
the Colombian patients and 14 (43.8%) of the Ameri- 
can patients were men, and 24 (58.5%) and 18 
(56.3%) of each sample, respectively, were women. 
There were no statistically significant differences in 
any of these demographic characteristics between Co- 
lombian and American patients. Thus the sample was 
relatively homogeneous in terms of cross-cultural com- 
parison. 

The subjects were all patients newly admitted to the 
treating facilities who met Research Diagnostic Crite- 
ria (RDC) for major depressive disorders with clearly 
defined endogenous features (e.g., lack of environmen- 
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TABLE 1. Symptom Profile of Depressive Disorders of 32 Patients 
in the United States and 40 Patients in Bogota, Colombia? 


Colombian 
U.S. Patients Patients 
Symptom N % N %o 
Manifest or reported depression 
1. History of previous affective 
episodes? 30 93.8 27 67.5 
2. Awareness of being 
depressed (dysphoria)¢ 31 96.9 39 97.5 
3. Loss of pleasure or 
satisfaction in most things* 32 100.0 39 97.5 
4. Anxious or apprehensive* 26 91.3 36 90.0 
S. Dejected facial expression or 
posture 29 90.6 31 77,5 
6. Limited gestural behavior 26 813 27 67.5 
Somatic disturbances 
7. Sleep problems" 31 969 37 92.5 
8. Loss of appetite 21 65.6 23 57.5 
9. Physical complaints 20 62.5 24 60.0 
10. Loss of interest in sex 23 219. 29 725 


Depressive ideation 
11. Suicidal thoughts, threats, 


acts 21 65.6 30 75.0 
12. Expression of guilt, 

sinfulness, worthlessness 21 65.6 Ji SA3 
13. Preoccupation with morbid 

ideas 22 68.8 24 60.0 


14. Expressions of hopelessness 28 87.5 36 90.0 
Retarded thought 

15. Inability to make decisions 23 71.9 32 80.0 

16. Inability to carry through 


normal routine* 27 844 33 82.5 
17. Difficulty concentrating? 28 87.5 36 90.0 
18. Feelings of helplessness 28 875 28 70.0 

Psychomotor disturbance 

19. Slow in movements 17 $3.1 28 70.0 
20. Slow, sparse speech 

production 18 56.3 25 62.5 
21. Agitation 15 46.9 4 10.0 


aUnless otherwise noted, all of the differences between U.S. and Colombian 
patients were nonsignificant. Data for only 40 of the 41 Colombian patients 
were available because 1 patient provided only part of the information 
needed, 

Significantly more U.S. patients scored positively on this symptom (p<.01, 
two-sample t test). 

"This is a “core” symptom; reported in more than 80% of the patients in both 
countries. 


tal reactivity, middle insomnia and early morning 
awakening, depression that is worse in the morning, 
visceral symptoms, psychomotor retardation or agita- 
tion, feelings of guilt or remorse, weight loss, de- 
creased libido). These criteria were carefully reviewed, 
understood, and agreed on with the project psychia- 
trists at the U.S. and Colombian centers. All patients 
met minimum severity scores (at least 18 on the 
Hamilton depression scale) and had at least 7 of 21 
symptoms of depression listed in the profile of depres- 
sive disorders in table 1. These symptoms had to be 
distributed in at least 3 of the 5 major categories. 
Patients with a history of drug or alcohol abuse, those 
with major physical illness, and those with secondary 
depressions were not included in the project. 

In addition to the symptom profile (table 1), which 
was largely used as a screening procedure, the Struc- 
tured Clinical Interview (5), the Hamilton Rating Scale 
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for Depression, and the Clinical Global Impression 
were administered by a psychiatrist at each center 
before treatment and at weekly intervals during a 4- 
week trial of antidepressant. Data presented here 
include only the baseline evaluations, which followed a 
3—7-day medication-free period. Results of the drug 
trial have been reported elsewhere (6, 7). 


RESULTS 


Total and factor scores obtained on each of the 
rating instruments were averaged and computed for 
each cultural group. Comparisons between groups 
were made with a two-sample t test. Table 2 shows 
comparisons of Hamilton scale scores and Clinical 
Global Impression scores between groups. Patients 
in Bogota were more severely ill than their U.S. 
counterparts, as evidenced by the total scores on the 
Hamilton depression scale and the global ratings of 
severity. 

As expected from the uniformity of the criteria used, 
diagnoses were quite similar in the two cultures. Two 
patients in the Colombian sample and 4 in the U.S. 
sample had bipolar disorders. The rest were diagnosed 
as having unipolar depressions. 

Symptom profile of depressive disorders. Mean per- 
centages for each symptom listed in the symptom 
profile of depressive disorders (table 1) were obtained 
for each cultural group and compared by means of t 
tests. Seven of the 21 depression items listed in this 
profile (items 2, 3, 4, 7, 14, 16, and 17 in table 1) were 
reported as present in over 80% of the patients in both 
cultures. Only 2 of the 21 items differed significantly 
between cultures. These were history of previous de- 
pressive episodes and agitation. 

Hamilton depression scale scores. Analysis of Ham- 
ilton scale total and factor scores showed that when 
they entered treatment the levels of psychopathology 
of the Colombian subjects were significantly higher 
than those of the U.S. subjects (table 2). Depressed 
Colombian subjects also attained significantly higher 
somatization scores than did U.S. subjects according to 
scores on Hamilton factor 1, anxiety-somatization 
(table 2). 

Structured Clinical Interview. Mean profiles accord- 
ing to Structured Clinical Interview standard scores for 
the two groups of patients are shown in figure 1. On 
the whole, these conform to the typical Structured 
Clinical Interview profiles for depression as depicted in 
the manual (5), with the exception of incongruous 
ideation, which was significantly elevated in both 
cultural groups. Although this may suggest atypical 
features for our samples, it may also be an indicator of 
severe psychopathology. As indicated in the figure, the 
mean values for the subscales of the Structured Clinical 
Interview were quite similar in the two cultural groups, 
except for physical complaints and sexual problems, 
on which Colombian patients had higher scores. Dif- 
ferences between mean scores on these two scales for 
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TABLE 2. Mean Scores on the Clinical Global impression and the 
Hamilton Rating Scale for Depression of 32 Patients in the United 
States and 41 Patients in Bogota, Colombia 





Colombian 
U.S. Patients I Patients 
Scale Mean SD Mean SD 


Clinical Global Impression 

score for severity of illness* 4.53 .94 5.15 kor 
Hamilton Rating Scale for 

Depression scores 


Total score 25.4 4.88 il.4 6,19 
Factor 1, anxiety- 

somatization? 5:9 2.10 9.4 2.33 
Factor 2, retardation 11.7 3.62 125 321 
Factor 3, diurnal variation? 7 .60 1:2 63 


Factor 4, sleep disturbances $.5 1.88- .., 64 1.56 


@The Colombian patients scored significantly higher (p<.05, two-sample : 
test). 
bThe Colombian patients scored significantly higher (p<.01, two-sample * 
test). 


U.S. and Colombian patients reached statistical signifi 
cance (p<.01 in each case, two-sample t test’. 


DISCUSSION 


International studies have identified a core depres- 
sive syndrome in patients in diverse geographical anc 
cultural areas, regardless of developmental, socioeco- 
nomic, or political status (8). Cultural elements appear 
to influence the expression of a number of secondar, 
manifestations of the syndrome. Guilt and suicide! 
tendencies, for example, have been found to be rare i^ 
depressed individuals from developing cu tures (9, 10 . 
but an excess of somatization or hypochondriacz! 
features has been found to be common in those 
countries (11, 12). Unfortunately, methodologic:! 
problems limit generalization of these reports. Two 
recent studies using more sophisticated methods hasc 
reinforced the original observations of increased somz 
tization in developing societies. À study sponsored bv 
the World Health Organization (WHO) (13) showed 
that a significant majority of psychiatric patients ai: 
tending primary health facilities in four developing 
countries (Colombia, the Philippines, Sudan, and Ir- 
dia) cited only physical symptoms as presenting com- 
plaints. A second study (14) showed that depressed 
Peruvians had significantly higher somatization scores 
than U.S. patients in spite of similar sociodemographic 
status. We also observed that a physical symptom was 
frequently the major concern of depressed Colombi- 
ans. The fact that the Colombian institution special- 
ized in assessment of neurological disorders may have 
contributed to this trend because patients were often 
admitted to the neurological ward for evaluation of 
such complaints as headaches and dizziness. On serut- 
ny, these proved to be the presenting svmptoms of a 
major depressive disorder. 

The term “somatization” not only refers to the 
organic expression of psychic conflicts or the emphasis 
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FIGURE 1. Structured Clinical Interview Profile for 32 Patients in the United States and 41 Patients in Bogota, Colombia 


4 C] U.S. Patients 


iii Colombian Patients 


jl || 


Incongruous 
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SUBSCALE 


STANDARD SCORE 


Incongruous 
Behavior 


Anger- Conceptual Fear- 
Hostility Dysfunction Worry 


and preoccupation with somatic equivalents of anxiety 
and depression but may include conversion phenome- 
na and pre-DSM-III hysterical neuroses. Somatization 
indexes have been decreasing rapidly in industrialized 
societies (15) but remain strong in traditional societies, 
especially among members of lower socioeconomic 
groups (16). Since social class differences did not 
account for the findings in our study or in the study of 
urban Peruvians (14), other factors ought to be consid- 
ered in the interpretation of somatization behaviors. 
Stigmatization of the mentally ill by Hispanic societies, 
a lack of psychological sophistication, and perhaps an 
attempt to legitimize health-seeking behavior in view 
of the high prestige of physicians, coupled with a 
relative lack of mental health facilities in those cul- 
tures, may all contribute to this trend. 

One additional feature differing across cultures in 
our study was the psychomotor component of depres- 
sion. Agitation was a symptom seen rarely in the 
Colombian subjects but relatively frequently in pa- 
tients in St. Paul and Memphis (see table 1). Even 
though it could be argued that agitation may at times 
result from increased exposure to psychotropic drugs 
as a function of polypharmacy or perhaps withdrawal 
phenomena—events more likely to occur in the case of 
U.S. depressive patients—there is no convincing evi- 
dence from our data to support this possibility. Fur- 
thermore, a wash-out period lasting an average of 7 
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days was a requirement of the project, and it preceded 
the baseline ratings. It has been suggested (17) that 
mentally ill Hispanics are more likely to have psycho- 
motor retardation (withdrawal) than agitation or hy- 
peractivity, which are common features of Anglo- 
American patients. Also, a culturally determined ten- 
dency in the case of Hispanics to avoid anger and 
aggression, which may lead to self-punitive cognitive 
organization, has been proposed to play a role in the 
case of depressed Hispanic women (18). Finally, the 
"*passive-active" dichotomy proposed by Diaz-Guerre- 
ro (19) contends that in coping with stress “there is a 
passive, resigned acceptance of life's circumstances in 
the case of the Hispanic. However, the Anglo exerts an 
active/forceful attack upon the sources of frustration." 
The stoical acceptance of what happens in life and a 
fatalistic view of the world attributed to the Hispanic 
culture may also influence the phenomenology of 
mental disorders and contribute to the delay in seeking 
professional help. The high levels of psychopathology 
exhibited by Hispanic patients who do seek treatment, 
as seen in our study and that on depressed Peruvians 
(14), have also been reported for U.S. Hispanics (20). 
An increased tolerance of psychopathology by the 
Hispanic family is consistent with these observations 
and fits the structural and functional characteristics of 
traditional Hispanic networks, depicted as dense, 
close-knit structures composed of first- and second- 
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degree relatives and having few bridges to outside 
sources of support (21). 
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DIAGNOSING SCHIZOPHRENIA IN 1980 


Diagnosing Schizophrenia in 1980: 
A Survey of U.S. Psychiatrists 


Marvin H. Lipkowitz, M.D., and Sudharam Idupuganti, M.D. 


The authors mailed 1,227 questionnaires to U.S. 
psychiatrists at the time of the introduction of DSM- 
Ill to ascertain their diagnostic approach to 
schizophrenia; 25% (N=301) of the questionnaires 
were returned. Only 4 symptom categories reached a 
50% accordance level, and there was little agreement 
on combinations of signs or symptoms, including 
that recommended by DSM-III. A cluster analysis 
showed some overall patterns: younger respondents 
and those from the Pacific coast tended to diagnose 
more closely to DSM-III; older respondents gave 
more individualistic responses. The authors express 
concern that research separating schizophrenia from 
other disorders that are far more effectively treated 
has not had a substantial effect on the diagnostic 
practices of U.S. psychiatrists. (Am J Psychiatry 
140:52-55, 1983) 


[e July 1980, DSM-HI was formally introduced after 
several years of intensive discussion and study. One 
of the avowed purposes of this manual was the devel- 
opment of “consensus on the meaning of necessary 
diagnostic terms that have been used inconsistently.” 
This consensus was nowhere more lacking than in the 
diagnosis of schizophrenia, for which there had been 
numerous criteria sets proposed before DSM-III (1—5). 
In spite of this, as recently as 1978 Pope and Lipinski 
(6) concluded after an extensive review of research on 
schizophrenia that “there are no known pathognomic 
symptoms for schizophrenia, nor even any clusters of 
symptoms ... as yet adequately demonstrated to be 
valid in diagnosing schizophrenia." 

In a previous report we (7) investigated the tech- 
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niques used in diagnosing schizophrenia by an interdis- 
ciplinary group of mental health professionals at a 
community mental health center (CMHC). That pilot 
work was expanded in the present investigation into a 
survey of psychiatrists in the United States. The ques- 
tionnaire on which the data were based was distribut- 
ed in October 1980, only 3 months after DSM-III was 
officially adopted. We believe the present results indi- 
cate the general diagnostic approach to schizophrenia 
used by U.S. psychiatrists at a time before the DSM-III 
criteria could have been intellectually absorbed. 


METHOD 


A questionnaire was mailed to 1,227 U.S. psychia- 
trists, comprising 5% of the "domestic" membership 
of the American Psychiatric Association (APA). The 
distribution was randomized by ZIP code sequence. In 
addition to specific questions regarding age, sex, years 
of experience, location, and type of practice, one open- 
ended response was requested: “Describe the clinical 
findings that would lead you to a diagnosis of schizo- 
phrenia.” The respondents were requested not to 
consult textbooks or other sources of information but 
to answer the questions spontaneously. 

We organized the responses into 22 symptom cate- 
gories (table 1), which were derived from our earlier 
research. In the present work, a minimum of 12 
respondents mentioned at least one of these categories. 
A large number of responses, however, could not be 
fitted into any superordinate category. These responses 
were mentioned by only 1—9 respondents and were 
classified as "other." An attempt was made to broadly 
classify these responses (appendix 1). 


RESULTS 


Even before we performed any statistical analyses, it 
was apparent that our questionnaire had struck a 
vibrant chord in many of the recipients. Of the 1,227 
questionnaires mailed, 301 (25%) completed question- 
naires were returned, comprising 1.3% of the APA 
membership. In addition to this relatively high rate of 
response, the quality of the responses indicated that 
many of the psychiatrists had given great thought to 
the question. It was not unusual to receive a full page 
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TABLE 1. Responses of 301 U.S. Psychiatrists to Questionnaire on 
Clinical Symptoms Observed in Diagnosing Schizophrenia 





Symptom Categories? Number Percent 
Impaired thought or language 227 75.4 
Delusions 226 75.1 
Hallucinations 221 73.4 
Affect disturbance 201 66.8 
Other? 142 47.2 
Interpersonal difficulties 127 42.2 
Absence of organicity 105 34.9 
Impaired reality testing 82 27:2 
Bizarre behavior 67 22.3 
Absence of affective disorder 60 19.9 
Duration of symptoms 52 17,3 
Family history 49 16.3 
Autism 46 15.3 
Poor rapport with examiner 42 14.0 
Suspiciousness 40 13.3 
Deterioration in course 40 13.3 
Ideas of reference 36 12.0 
Age of onset 32 10.6 
Ambivalence 31 10.3 
Concrete thinking 27 9.0 
Premorbid personality 20 6.6 
Perceptual disturbance 16 5.3 
Depersonalization 12 4.0 


2À minimum of 12 respondents mentioned at least 1 of these categories. 
*See appendix 1 for list of symptoms in this category. 


of narrative describing an individual's diagnostic ap- 
proach. 

We then compared the respondents’ characteristics 
with those of all APA members (APA data received in a 
personal communication from Lee Gurel, Ph.D., Di- 
rector of APA's Member Services and Manpower Divi- 
sion, April 1981). An almost identical sex distribution 
was found, although the age distribution of the respon- 
dents was skewed by approximately 1096 to a younger 
group (less than 39 years old). This discrepancy in age 
may have resulted because our original sample includ- 
ed members-in-training, while the APA membership 
data did not. The regional distribution indicated an 
approximate 596 overrepresentation of the Northeast 
(New England) states and an approximate 2.5% un- 
derrepresentation of the Pacific and the West South- 
Central states. The majority of the respondents (6396) 
had been in practice between 6 and 25 years, and their 
most frequent professional activities were private prac- 
tice and education and training. 


General Clinical Responses 


There were 2,021 clinical responses, with a range 
per respondent of 1—15 responses. The mean (SD) 
number of responses per respondent was 6.7+2.4. 
Very few direct references to specific criteria sets were 
made; however, the name of Schneider was mentioned 
most frequently (26 respondents, or 8.696). Bleuler 
and DSM-III were each mentioned by 10 respondents, 
or 3.3%. 

The individual symptom categories mentioned by at 
least 12 respondents are indicated in table 1. Only 4 
symptom categories—impaired thought or language, 
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delusions, hallucinations, and affect disturbance— 
reached a 5096 accordance level. It is of interest that 
the next most frequently mentioned category was 
“other,” with 142 (47.2%) of the respondents giving 
at least one response that was so classified. 

Because the majority of respondents each gave be- 
tween 4 and 7 responses, the accordance rate of 
combinations of symptoms was determined (table 2). 
There were 6 dyadic combinations on which 50% 
accordance was reached by the respondents; these 
were the possible combinations of the 4 most com- 
monly described individual symptom categories. There 
was no combination of greater than 2 symptom cate- 
gories for which a 50% accordance was reached. The 
triad of delusions, hallucinations, and either affect 
disturbance or impaired thought or language reached 
the highest accordance levels for a combination of 3 
categories; these 2 triads were mentioned by 146 and 
145 respondents, respectively, a level of approximately 
48%. 


Comparison with DSM-III 


DSM-III guidelines require the presence of 6 find- 
ings for the diagnosis of schizophrenia: symptoms of 
the active phase of the psychosis, deterioration in the 
course of the illness, onset before age 45, illness of 6 
months’ duration, and absence of either major affec- 
tive disorder or organic mental disease as primary 
entities. Tables 3 and 4 demonstrate the results of a 
comparison between the responses and the DSM-III 
guidelines. It should be noted that we were rather 
liberal in deciding that a particular response met DSM- 
IH standards. However, 3 respondents simply stated 
that they used DSM-III criteria with no further elabo- 
ration. We chose not to include these 3 responses in the 
total count, and tables 3 and 4 are therefore based on 
298 responses. 

Table 3 indicates the number of respondents describ- 
ing each of the 6 DSM-III criteria for the diagnosis of 
schizophrenia. It is clear that the most common criteri- 
on mentioned was that which described symptoms of 
the active phase of the psychosis. There was a great 
disparity between the number of respondents consider- 
ing this criterion and the number considering any of 
the other 5 criteria. The least commonly used criterion 
was age of onset. 

Table 4 indicates the frequency with which the 
respondents used combinations of DSM-III criteria. 
Only 1 individual specifically described all 6 of the 
mandated features. Of the respondents, 146 (4995) 
used only 1 of the recommended criteria, and, as 
previously described, this most commonly was a symp- 
tom of the active phase of the illness. Thirteen respon- 
dents (4.496) indicated in their responses that they 
diagnosed schizophrenia totally by the use of criteria 
unacceptable by the standards of DSM-III. 

In order to better describe the technique by which 
we categorized the responses, we present the following 
two examples. The single response judged to meet all 
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TABLE 2. Schizophrenic Symptom Combinations Reported by 301 
U.S. Psychiatrists on Diagnostic Questionnaire 


Symptom Combination? Number Percent 
Delusions 
And hallucinations 201 66.8 
And impaired thought or language 166 55.1 
And affect disturbance 164 $4.5 
Hallucinations 
And impaired thought or language 159 52.9 
Affect disturbance 
And hallucinations 157 522 
And impaired thought or language 152 $0.5 


aFifty percent or more accordance was reached on these dyads only. 


TABLE 3. Responses of 298 U.S. Psychiatrists to Questionnaire on 
Schizophrenia Compared with DSM-III Guidelines 


DSM-III Criteria for Schizophrenia Number Percent 
Symptoms of the active phase of psychosis 275 91.4 
Deterioration in function 40 13.3 
Duration of illness 52 17.3 
Absence of major affective disorder 60 19.9 
Age of onset 32 10.6 
Absence of organic mental disease 105 34.9 


TABLE 4. Number of DSM-il! Criteria for Schizophrenia Used by 
298 U.S. Psychiatrists Responding to Questionnaire 


Number of DSM-III Ctiteria 


for Schizophrenia? Number Percent 
6 1 3 
5 11 3.7 
4 12 4.0 
3 38 12.8 
2 77 25.8 
1 146 49.0 
Ob 13 4.4 
Total 298 100.0 


*The 6 DSM-III criteria for schizophrenia are 1) symptoms of the active phase 
of psychosis, 2) deterioration in function, 3) duration of illness, 4) absence of 
major affective disorder, 5) age of onset, and 6) absence of organic mental 
disease. 

*Criteria unacceptable by DSM-III standards. 


DSM-III criteria was as follows: “The occurrence of 
formal thought disorder and hallucinations or delu- 
sions present for at least 6 months in an individual 
with no evidence of organic brain disease or major 
affective illness. Additional supportive criteria: onset 
in early adulthood, deteriorating course, blunted or 
inappropriate affect." An example of a response 
judged as not meeting any of the DSM-III criteria was 
as follows: “Affect blunted, perceptual disturbances 
(hallucinations), inability to relate, ideas of reference, 
impaired reality testing, regressive signs and symp- 
toms, paranoia with or without hostility." 


Cluster Analysis 
Until this point, the study, based on simple analysis 
of frequencies, demonstrated that the respondents 


tended as a group to diagnose schizophrenia primarily 
on the basis of 4 signs of active psychosis, with little 
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TABLE 5. Cluster Analysis of Responses by U.S. Psychiatrists to 
Questionnaire on Use of Schizophrenic Symptoms 


Respondents’ 
Respondents ^ Geographic 
Experience Area of 
Symptom Cluster (years) Practice 
1: Absence of affective disorder; 
absence of organic mental 
syndrome; deterioration in 
course; duration of illness 0—5 Pacific 
2: Other; concrete thinking; 
suspiciousness 36—50 
3: Bizarre delusions Mid-Atlantic 
Pacific? 
4: Autism; impaired reality test- 
ing Mid-Atlantic* 
Pacific’ 
*Overrepresented. 
‘Underrepresented. 


agreement on combinations of signs or symptoms— 
including the combination recommended by DSM-III. 
In order to determine whether any overall patterns or 
trends could be elicited, a cluster analysis of the 
responses was performed; the results are summarized 
in table 5. Using this technique, we divided the respon- 
dents into four large clusters. 

The first cluster appeared to indicate a group who 
tended to diagnose in the direction of DSM-III in that 
they used criteria that excluded other diagnoses before 
considering schizophrenia. It is interesting that this 
group was younger and from the Pacific coast, both 
qualities possibly associated with an easier acceptance 
of contemporary ideas. 

The second cluster, representing an older group, 
tended toward more individualistic responses. The 
final two clusters consisted of individuals who ap- 
peared to feel that certain signs were pathognomonic 
of schizophrenia. They differed, however, on their 
reliance on Schneiderian versus Bleulerian concepts. 


DISCUSSION 


It is apparent that in October 1980 there remained a 
lack of consistency among U.S. psychiatrists in their 
diagnosis of schizophrenia. Although 4 symptoms— 
hallucinations, delusions, affect disturbance, and 
thought or language disorder—-were most commonly 
mentioned, no combination of any 3 of them were 
used by the majority of the respondents. It is notewor- 
thy that a substantial number of psychiatrists contin- 
ued to use highly subjective or impressionistic findings 
in their diagnosis of schizophrenia. Of equal concern is 
the relatively small number who considered this diag- 
nosis only after ruling out the presence of affective 
disorder or organic brain syndrome. One of the major 
benefits of current research, and of DSM-III, is the 
separation of schizophrenia from other disorders that 
at present are far more effectively treated. Our study 
raises the disturbing possibility that this research has 
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not had a substantial effect on the diagnostic practices lucus mania 
e : epression 

of U.S. psychiatrists and that, as a result, many pa Foc el E 

tients are not receiving appropriate treatment. Hostility, vagueness 

Although this study does not flatter the current Cognition 


diagnostic practices of U.S. psychiatrists, it does indi- Confusion, poor attention | 
cate that some change is occurring. Younger psychia- Conceptual problems, poor planning 
trists tend to use criteria other than symptoms that T rs 

have historically been considered pathognomonic for ObseselpRis 

schizophrenia but that, in fact, are commonly found in Excess religiosity 

other disorders. We hope that this trend will continue, Disorientation, memory impairment 


both for an improvement in the reliability of the Behavior 
Crime without cause, sociopathy, violence 


diagnosis of schizophrenia and for increased specificity Frequent drug abuse, illicit drug use 
in the treatment of psychotic patients. Result of drug experimentation 


Poor impulse control 
. Poor eye contact 
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APPENDIX 1. Symptoms Listed by Only 1~9 Respondents in Schneiderian criteria 
Questionnaire Survey on Diagnosis of Schizophrenia Completed by Blunted affect 
301 U.S. Psychiatrists Loose associations 
Delusions, hallucinations 
Mood Unclassifiable 
Apathy “Smell of schizophrenia" 
Agitation: absence of, presence of Response to medications 
Anxiety, excitement, frenzy Patient "doesn't add up" 
Anhedonia Patient "walks in backwards" 
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Special Section 


Epidemiologic Study of Affective Disorders Among the Amish 


Amish Study, I: Affective Disorders Among the Amish, 
1976—1980 


Janice A. Egeland, Ph.D., and Abram M. Hostetter, M.D. 


The authors review the goals, methods, sample, and 
selected epidemiologic findings from a collaborative 
study of affective disorders among the Amish. This 
culturally and genetically homogeneous population 
(N=12,500) constitutes an excellent research setting 
for psychiatric epidemiologic and genetic study. 
Alcoholism, drug abuse, and sociopathy did not 
complicate the study because they are culturally 
prohibited. During 1976—1980, 112 active cases of 
mental illness were identified; 71% received 
diagnoses of major affective disorder. Equal numbers 
of men and women received diagnoses of unipolar 
illness, and slightly more men than women were 
diagnosed as having bipolar illness. (Am J Psychiatry 
140:56—61, 1983) 


E arly ideas for the Amish Study coincided with the 
appearance in 1969 of the book Manic Depressive 
Illness (1) by Winokur and associates and were influ- 
enced by the emerging inquiry into the genetics of 
mental disorders. Since then there has been a burgeon- 
ing of interest and research in the genetics, psycho- 
pharmacology, and epidemiology of affective disor- 
ders. Increased evidence of genetic factors, particularly 
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in bipolar illness, and the intensive search for genetic 
markers have been the focus of numerous articles 
reviewing progress and outlining strategies (2—6). Par- 
allel efforts have paid attention to epidemiologic as- 
pects of affective disorder (7—11), redefined diagnostic 
criteria (12, 13), and promoted new means for classify- 
ing depression and mania (14—17). Taken together, 
these developments are reflected in the goals set forth 
for a study of affective disorders among the Old Order 
Amish: 1) etiology (causation)—genetic linkage analy- 
sis, pedigree analysis, and progenitor study; 2) diagno- 
sis (classification) —symptoms, subtypes, double diag- 
nosis, and prodromal features; and 3) epidemiology 
(distribution)—morbidity, age and sex, social factors, 
and suicides. 

This is the first in a series of articles reporting results 
from a 6-year study (1976—1982) of a unique popula- 
tion and setting. The purpose of the research was to 
clarify selected questions on the genetic etiology, diag- 
nostic criteria and subtypes, and epidemiology of 
affective disorders among the Old Order Amish. An 
initial focus was a clinical study exploring genetic 
linkage between bipolar disorder and the Xg blood 
group locus, colorblindness, a variety of blood mark- 
ers, and selected biochemical variables. Reports are in 
preparation on clinical data, the symptoms and sub- 
types of mania and depression, and the methods and 
results of genetic analyses (K. Kidd, J. Egeland, L. 
Molthan: “Amish Study: IV. Genetic Linkage in Amish 
Pedigrees"; and J. Egeland, K. Kidd, A. Frazier, et al.: 
"Amish Study: V. Li-Na Counterflow and COMT in 
Bipolar Pedigrees”; both papers were presented at the 
134th annual meeting of the American Psychiatric 
Association, New Orleans, May 9—15, 1981). The two 
following articles discuss the question of reliability 
(18) and the problem of misdiagnosis (19). In this 
article we review the research setting, general methods, 
and preliminary epidemiologic data on diagnoses. 
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An unusual feature of the Amish Study is the 
NIMH-supported collaboration of key consultants, 
with special areas of expertise, from eight schools of 
medicine. Janice A. Egeland, Ph.D., University of 
Miami, serves as principal investigator and project 
director, and Abram M. Hostetter, M.D., University of 
Miami, is project psychiatrist and psychiatric board 
member. Other board members are James N. Sussex, 
M.D., University of Miami; John J. Schwab, M.D., 
University of Louisville; and David R. Offord, M.D., 
McMaster University, Hamilton, Ont., Canada. Jean 
Endicott, Ph.D., New York State Psychiatric Institute 
and Columbia University, New York, is special board 
consultant. Project consultants are Kenneth K. Kidd, 
Ph.D., project geneticist, Yale University, New Haven, 
Conn.; Lyndall Molthan, M.D., project immunohema- 
tologist, Miller Blood Center, Bethlehem, Pa.; Kenneth 
Messner, M.D., project ophthalmologist, Pennsylvania 
State University-Hershey Medical Center; Alan Fra- 
zier, M.D., lithium analysis and depression research 
unit, University of Pennsylvania, Philadelphia; and 
David R. Bolling, M.S., computer analyst, Johns Hop- 
kins University, Baltimore. Four computer programs 
were involved: linkage/pedigree analysis, Yale Univer- 
sity; demographic analysis, Pennsylvania State Univer- 
sity-Hershey Medical Center; progenitor traces and 
consanguinity, Johns Hopkins University; and diag- 
nostic reliability data, New York State Psychiatric 
Institute. All field work and data processing was 
coordinated from a University of Miami office in 
Hershey, Pa. 


SETTING 


The Old Order Amish are an ultraconservative 
Protestant religious sect with more than 70 settlements 
throughout the United States. The community in Lan- 
caster County, Pa., is the oldest and second largest and 
was the focus of our study. The Lancaster County 
Amish number about 11,000 and occupy more than 
500 square miles of prime farm land. An additional 
1,500 Amish reside in satellite areas in adjacent 
counties, bringing the study population to a total 
of 12,500. 

The Old Order people are known for their separate- 
ness from the modern world, their agrarian culture, 
and their practice of absolute pacifism. Social separate- 
ness is expressed several ways: by being trilingual 
(speaking Pennsylvania-German and English and read- 
ing high German); by prescribed dress and hair styles; 
by using horse and buggy as transportation; and by 
restriction of ownership of material luxuries (for ex- 
ample, no electricity is permitted in homes). Many 
mechanisms isolate these people in a self-sufficient 
community that does not easily accept the outsider, the 
so-called **worldly person." The study was made pos- 
sible by the more than 20 years of research activities 
among the Amish of the principal investigator (J.A.E.). 
This isolate is recognized as an ideal type of human 
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laboratory for behavioral and medical genetic study 
(20, 21). 

A number of important features account for the 
value of this research setting (22). The Amish represent 
a defined, indeed self-defined, and closed population 
with essentially no migration into or out of the com- 
munity and no new blood since the arrival of the 
original immigrants. This immobile agrar:an society i: 
geographically contained; the few defectors from the 
group tend to stay in the area and can be located for 
study. Information on the group's European ancestn 
is extensive, and genealogic records trace all Old Order 
Amish to some 30 progenitors. The average level o. 
consanguinity is high, and a high birth rate has persist 
ed into the present. This permits the researcher tc 
study large families that are uncomplicated by suspi 
cious biologic descent. Finally, medical and hospita 
records and full demographic data are available, anc 
an informant system for case reporting has beer 
developed over many years of field work. 

In summary, the Amish are a homogeneous, endoga 
mous group offering the unheralded opportunity to 
study multigenerational pedigrees with large sibships. 
Figure 1 illustrates one of several pedigrees being 
prepared for pedigree analysis. It includes four genera- 
tions which are concordant for affective disorder. Thi; 
pedigree consists of the central couple (the father died 
1898 and was diagnosed as having an obsessive- 
compulsive personality), 8 children (6 psychiatric cas- 
es: 1 bipolar illness, 2 unipolar major depression, 2 
personality disorder, 1 undiagnosed), 35 grandchil- 
dren (8 psychiatric cases), 191 great-grandchildren (2: 
psychiatric cases), and 884 great-great-grandchildre: 
(psychiatric case ascertainment is incomplete and 
many are young). It is possible to trace il'ness through 
three generations from the central pair to the progen:- 
tors. Old family records indicate that one key progen: 
tor, born in 1763, had depression and had a depresse. 
brother who committed suicide. This project is in ths 
process of determining whether a disproportionate 
number of the confirmed manic-depressive subjects arc 
descended from one or two relatively uncommo^ 
progenitors (progenitor trace study). 

The Amish are a culturally and genetically homog: - 
neous group so the variability of study factors is 
reduced and many that ordinarily compl cate researc 
designs are held constant. Some of these are especial], 
important to the study of affective disorders. Mo:: 
important, alcohol is culturally prohibited. Althoug^ 
there is occasional imbibing (beer usually). the cultura 
constraints are powerful enough to preclude patholog- 
ical use. Similarly, drug abuse is inconceivable. Crimes 
and acts of violence (sociopathy) infrequently, if eve’, 
occur. Restriction of these kinds of behavior precludes 
the masking of either depression or mania and prc- 
vides a new look at morbidity among relatives c 
bipolar and unipolar probands. 

Several other features of the research setiing warrar 
mention. One is the attitude of the Amish toward 
mental illness. Most view mental illness as the worst 
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FIGURE 1. Four-Generation Pedigree of an Amish Family? 
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ailment afflicting mankind because it interferes with 
the function of the mind and the wholeness of the 
spirit. Therefore, seeking better understanding of it is 
considered a valued pursuit for both the investigator 
and the patient and family. The Amish Study has 
received the total cooperation of the community. Also, 
the unity of the group is remarkable; the Amish have 
well-defined roles and close interactions throughout 
life. Departures from normal functioning are easily 
and widely observed, making this group ideal for 
retrospective and prospective study. 


METHOD 


Ascertainment of cases of mental illness spanned a 
5-year period, 1976—1980, and our goal was to identi- 
fy all the individuals who were actively ill (incidence 
and period prevalence) during that time. Despite wide 
use of local psychiatric facilities, there was no clearly 
defined "captive clinic population" from which to 
sample. The method for case ascertainment had two 
components: a survey of all Amish people admitted to 
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the psychiatric facilities serving this group (primarily 
three hospitals) and a community-based epidemiologic 
survey (23). For the institutional survey, lists of all 
Amish inpatients were compiled based on identifica- 
tion by surname and birthdate. Full confidentiality was 
accorded all patients by coding each case to achieve 
anonymity, and informed consent was obtained for 
each case used directly in the study. 

For the community survey, the sampling unit was a 
geographic area known as the church district. The Old 
Order Amish hold worship service in their homes and 
a district averages between 30 and 50 families or the 
number who can meet together in a typical farmhouse. 
For each district there was an informant, or family 
recorder, called a scribe. The scribe and additional 
district contacts assisted with total demographic infor- 
mation and reports on mental illness. 

It should be stressed that the Amish interact so 
closely within a given district that even mild cases of 
emotional upset or mental disturbance cannot go 
undetected once there is role dysfunction. Also, the 
network of community information is well structured, 
and matters of public concern, for example, sickness, 
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are quickly communicated beyond district boundaries. 
This was demonstrated by the multiple times each case 
of mental illness was reported, on the average by 18 
informants. Field staff made periodic district checks, 
but direct solicitation of active cases was unnecessary 
and contacts became a matter of maintaining rapport 
and follow-up. Multiple case ascertainment occurred 
both for acute problems, which generally received 
medical or hospital care, and for those treated by folk 
or natural methods in the home. 

The diagnostic format was completely separate from 
the process of case ascertainment. Medical or inpatient 
hospital records were available for most active cases. 
These were abstracted according to a standard proce- 
dure and the materials were submitted to a psychiatric 
board, which arrived at consensus diagnoses using the 
Research Diagnostic Criteria (RDC) (24). Informed 
consent was obtained from the patients to allow 
review of records. When patients had no psychiatric 
records, they were interviewed directly with the Sched- 
ule for Affective Disorders and Schizophrenia-Lifetime 
Version (SADS-L) (25), along with multiple SADS-L 
interviews conducted about the patient among first- 
degree relatives and close informants. This collated 
information was submitted blind to the psychiatric 
board for diagnostic review according to the RDC. 
Currently 200 cases, including all active ones, have 
been processed. The reliability of diagnoses was 
checked by several substudies, which showed a very 
high level of diagnostic concordance (18). 

During 1976-1980 we found 112 active cases of 
mental illness in 50 districts, an average of 2 each, 
which confirms our original research estimates. The 
split between male (N=55) and female (N=57) pa- 
tients was essentially equal. This parallels our census 
of the total Amish population, in which 50.8% is male 
and 49.2% is female. An additional 124 psychiatric 
cases, dating from the turn of the century, were 
reported, with most deceased and a few no longer ill 
but living persons. More inactive cases are being 
uncovered as a result of our family study method, 
which involves intensive SADS-L interviewing among 
all first- (average=12.7 per proband) and most sec- 
ond-degree relatives. We have ascertained 263 cases; 
among this number are all suicides (N=27) for the 
100-year period 1880—1980. Preliminary analyses of 
the suicides confirm our belief that suicide represents 
the "mortality of depressive mental illness" (26) 
among the Amish. 


RESULTS 


Table 1 gives the distribution of diagnoses among 
the 112 active cases. Bipolar I or II illness accounts for 
34% and unipolar depression for 37% of the sample, 
which means 7196 of the cases were classified as major 
affective disorder. This high percentage was not unex- 
pected and is close to the 74% of patients diagnosed 
manic-depressive (no unipolar-bipolar division) in the 
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TABLE 1. Diagnoses of Active Psychiatric Cases Among the Amish 
During 1976—1980 





Diagnosis Number Percent 
Bipolar 1 and II disorder 38 34 
Unipolar depression 41 37 
Minor depression 9 8 
Hypomanic disorder 1 1 
Schizoaffective disorder 7 6 
Schizophrenia 4 4 
Atypical psychosis 2 2 
Paranoid disorder 2 2 
Pedophilia 1 1 
Personality disorder 7 6 
Total 112 101 


Hutterite study by Eaton and Weil (27). For the Amish, 
the addition of minor depression, chronic hypomanic 
disorder, and schizoaffective disorder brings the affec- 
tive category to 86% of the sample. 

The figures for major affective disorders represent 
accurate case ascertainment and diagnosis by explicit 
and valid criteria. Given a stable, adult (age 15+ years) 
population of 8,186 (Lancaster County Amish) and a 
total of 79 confirmed cases of bipolar and unipolar 
illness, the rate for major affective disorders is about 
1%, which is half the usual rate of mood disorders ir 
other populations. If minor depression, chronic hypo- 
manic disorder, and schizoaffective disorder are in- 
cluded, the Amish rate is still a low 1.2%. The rates for 
both mental illness in general and affective disorders 
specifically appear to be below average. 

The ratio of unipolar to bipolar cases approaches 
1:1. According to Clayton (11) the ratio of unipolar tc 
bipolar patients is about 10:1 in studies of inpatients. 
She claimed that “‘this figure seems likely to change as 
psychiatrists become more astute in recognizing maniz 
and hypomania," and some studies already indicate 
that bipolar illness is “probably more common thar. 
previously reported” (11). For the Amish Study, two 
points should be stressed in connection with this 
important observation. First, our sample included non- 
hospitalized as well as hospitalized patierts. The sam- 
ple of 38 bipolar subjects would have been smaller hac 
not community reports of “highs” led to early SADS-1. 
interviewing of all prospective bipolar su»jects, which 
yielded hypomanic patients either never hospitalized 
or hospitalized during a major depressive phase o* 
their illness. Second, more than 25% of the 41 con- 
firmed unipolar subjects have been tagged for possible 
bipolarity. The unipolar patients! medical record; 
tended only to hint at previous upswings or possible 
mood changes. This leads us to speculate that samples 
of patients with unipolar major depression must be 
purified as an initial step in identifying suspected 
bipolar II and some bipolar I cases. The obvious 
heterogeneity of unipolar research samples is partl; 
due to this hidden bipolarity. 

Table 1 shows that a very small number of activ: 
cases were diagnosed by RDC as schizophrenia (496. 
atypical psychosis (2%), or paranoid disorder (276. 
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(No effort was made to systematically ascertain prob- 
lems among young children or early adolescents or to 
survey the extent of organic mental disorders.) The 
figure for schizophrenia may seem surprisingly low 
and would be much higher if original medical chart 
diagnoses were used instead of board-derived ones 
based on RDC and DSM-III criteria. In fact, almost 
80% of the confirmed bipolar I sample had been 
diagnosed at earlier times as having schizophrenia. 
This phenomenon reflects both cultural and classifica- 
tory considerations, which we discuss in the third 
article in this series (19). 

Of the 112 active cases, 6% were classified exclu- 
sively as personality disorders, and a number of cases 
within the major affective category received a second- 
ary diagnosis of personality problems. Obsessive-com- 
pulsive personalities and/or traits appeared frequently 
in the context of manic-depressive disorder but may 
prove, ultimately, to cluster in certain pedigrees and 
not others. Overall, there may have been an underre- 
porting of personality disorders, minor depressions, 
anxiety, and neurotic illness. A major reason is the 
high tolerance by the Amish for peculiar behavior and 
minor ailments as long as the person continues to 
function in daily activities. Informants noted mental 
problems whenever role disruption was a factor. 
Hence, the actual magnitude of these problems cannot 
be estimated from available Amish figures, as suggest- 
ed also by the New Haven community survey, where 1 
of 5 subjects admitted depressive symptoms (28). It is 
highly probable that a fair amount of minor mood 
disorder does not disrupt ordinary rural roles and is 
treated by general practitioners, body adjustments, 
and naturalistic modalities. Minor depression is wide- 
spread and accurate estimates are hard to find because 
only 18% of the individuals who have these symptoms 
are seen by mental health professionals (29). 

The sex distribution among active cases of major 
affective disorders in the Amish Study is of consider- 
able interest. Of the 38 bipolar subjects, 22 (58%) 
were men and 16 (42%) were women. Of the 41 
patients with unipolar major depression, 20 (49%) 
were men and 21 (51%) were women. These findings 
do not conform to the universal sex ratios for bipolar 
and unipolar disorders. Historically, studies have 
shown a preponderance of women in depression sam- 
ples; the female-male ratio is reported to be 2:1 or 
higher. On the other hand, research generally indicates 
a symmetrical sex distribution for bipolar disorder 
when all subjects, not just those hospitalized, are taken 
into account. Some studies (7) have indicated that 
there are more women with bipolar illness than men. 
Data from the Amish Study do not support an excess 
of female cases for either mania/hypomania or depres- 
sion. Given the rough equality of the sexes in this 
population and similar demographic distribution, 
these data imply fairly equal proportions of men and 
women for both diagnoses. There is a slightly higher 
proportion of men among the cases of bipolar illness, 
but the numbers do not differ significantly. 
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The fact that male and female cases appear in nearly 
equal numbers raises interesting questions. The most 
obvious explanation of this finding is that alcoholism 
and sociopathy do not mask the expression of affective 
disorder among men in this group. An alternative 
hypothesis, that Amish men leave the group and hence 
modify the diagnostic profile, is not supported by 
project data where both Amish and non-Amish kin- 
dred have been evaluated for psychiatric status regard- 
less of sex or church affiliation. The men in this society 
are not lost through dissipation, desertion, or devi- 
ance; nor are they lost from the sample by departure 
from Old Order church membership. 

In a discussion of sex differences and the epidemiol- 
ogy of affective disorders, Weissman and Klerman (30) 
noted that depressed men may appear under the 
diagnostic rubric of alcoholism and that there is a 
preponderance of men in the correctional system. The 
implication of this observation seems particularly im- 
portant in our understanding of the sex ratios in the 
Amish Study. There is a growing literature (31) on the 
familial association of alcoholism, probably a heterog- 
enous condition, and affective disorders. Study isolates 
like the Amish are excellent testing grounds for genetic 
models that incorporate cultural environmental factors 
in an assessment of transmission of pathology. 

Another important hypothesis regarding the equal 
numbers of unipolar men and women among the 
Amish is that depression may not be detected because 
of the protective (female) social roles or masking by 
somatic symptoms. By definition, major depression 
and malingering result in role impairment. Among the 
Amish, women are no more able to adopt a “somatic” 
or neurasthenic role than men, given the dominant 
work ethic and the need for women to be functioning 
mothers and managers of a self-sufficient household 
unit. One could as easily hypothesize the likelihood of 
masked depression for men as for women. However, 
neither are able to escape the watchful eye of family 
and friends, who report all instances of disruption of 
normal roles as evidence of either mental or physical 
disability. It is true that the hypothesis of hidden 
depression remains a difficult question to assess and is 
likely to be important in underestimation of minor 
depression in any group. 

Problems of depression among the Amish are under 
continued investigation. Presently, analysis has begun 
on morbid risk by age at onset, sex, assortative mating, 
and polarity of illness for the first-degree relatives of 
both bipolar and unipolar probands. Preliminary in- 
spection of the data already confirms the absence of 
alcoholism, hysteria, and sociopathy as part of the 
spectrum of affective disturbances ordinarily encoun- 
tered. This corresponds to the Jerusalem study by 
Gershon and associates (32), which illuminates the 
dependence on cultural/environmental factors of the 
expression of what is undoubtedly a genetic suscepti- 
bility to affective disorders. It is not unrealistic to 
assume that rigorous analysis of Amish Study results 
will shed important light on a number of etiologic, 
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genetic, and epidemiologic questions which deserve 
our full scientific attention. 
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Amish Study, II: Consensus Diagnoses and Reliability Results 


Abram M. Hostetter, M.D., Janice A. Egeland, Ph.D., and Jean Endicott, Ph.D. 


Reliability of diagnosis is central to genetic research 
on mental illness. In the Amish Study of affective 
disorders, consensus diagnoses were derived by a 
psychiatric board using the Research Diagnostic 
Criteria (RDC). To verify the reliability of diagnoses, 
the authors 1) studied how well board members 
followed RDC procedures, 2) compared diagnoses 
based on abstracted medical records with those based 
on full medical records, 3) compared diagnoses based 
on the two data sources—abstracted medical records 
and the Schedule for Affective Disorders and 
Schizopbrenia-Lifetime Version—and 4) studied 
diagnostic stability to determine validity of diagnosis. 
The results of these substudies demonstrate a high 
concordance of diagnosis. (Am J Psychiatry 140:62— 
66, 1983) 


l2 designing the Amish Study, we took special pre- 
cautions to reduce bias due to the fact that not all 
field and medical record work could be done blind to 
the psychiatric status of probands and relatives. Given 
the nature of this closed population, the key to full 
cooperation rested on the relationship established be- 
tween the principal investigator (J.A.E.) and the com- 
munity (1). A unique system of multiple informants 
and a diagnostic panel was employed in processing a 
sample of 200 study cases. The adoption of operation- 
al criteria defined the clinician's task: "to determine 
the presence or absence of specific clinical phenomena 
and then to apply the comprehensive rules provided 
for making the diagnosis" (2). This was intended to 
increase the reliability of diagnoses and to ensure that 
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resulting genetic and epidemiologic findings would be 
comparable with those from other major investiga- 
tions on affective disorders. 

Reliability of diagnosis was a central consideration 
in the research protocol for the Amish Study. The 
project paid serious attention to diagnostic methods 
because the cases were identified by community-wide 
reports on all kinds of mental illness and because the 
epidemiologic goals were not limited to manic-depres- 
sive illness alone. Also, the genetic goals required the 
best possible diagnostic accuracy, since no source of 
bias could be more damaging than that leading to 
misdiagnosis of probands and their relatives. 

It was felt that the two primary sources of bias that 
could influence the diagnoses were the procedures used 
to make the diagnoses and the case materials submit- 
ted to those making the diagnoses, namely, abstracted 
medical records and SADS-L interview materials. Ac- 
cordingly, this paper discusses project methods for 
control or elimination of bias and the various types of 
diagnostic reliability studies performed. 


DIAGNOSTIC PROCEDURES 


A board of four psychiatrists was formed in 1976 
and was charged with responsibility for diagnoses of 
all project cases. The psychiatrists on the project board 
are Abram M. Hostetter, M.D.; David R. Offord, 
M.D.; John J. Schwab, M.D.; and James N. Sussex, 
M.D. There has been continuity in the diagnostic 
process because the board composition has not 
changed. A decision was made to adhere closely to the 
Research Diagnostic Criteria (RDC) (3), which provid- 
ed diagnostic rules for all board members and prevent- 
ed individual variation in determination of the number 
of symptoms required or the severity and duration 
necessary for diagnosis of a condition. The board 
members were given an orientation period, during 
which each modified his own clinical approach to 
diagnosis in order to adopt this set of uniform research 
guidelines for organizing and interpreting clinical ob- 
servations. This was a difficult but important learning 
experience that was made easier over time and was 
essential to diagnostic reliability. Throughout this peri- 
od, Dr. Endicott, one of the developers of the RDC, 
provided continuous consultation on research diagnos- 
tic issues and trends. Dr. Egeland, as project director, 
is an ex officio voting board member responsible for 
the review process and meetings. 
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TABLE 1. Agreement on 120 Amish Cases Between Board Consensus RDC Diagnoses and Diagnoses Made by Endicott 





Diagnostic Category 


Affective disorder 

Broad diagnosis 

Tight diagnosis 
Unipolar major depression 
Bipolar I or Il or possible 
Bipolar I or H 
Bipolar I 
Bipolar II 
Schizoaffective disorder 
Deferred for more information 


CQ UJ 4& ON a W WD DH bo 


Cases of Disagreement 


Cases of Agreement 


Diagnosis Present Diagnosis Absent kappa 

99 19 94 
86 28 .87 
52 65 :95 
36 81 .94 
33 82 90 
24 90 .86 

6 109 .68 

4 113 .71 
10 110 1.00 


‘Broad diagnosis included minor depressive disorder, labile personality, and cyclothymic personality as well as bipolar 1 and bipolar II disorders and major 
depressive disorder, unipolar; tight diagnosis was limited to the last three diagnoses. 


The patient cases were prepared in sets of 10 and 
mailed to board members with attached RDC score 
sheets, including one for the subtypes of depression. 
These score sheets listed the inclusion and exclusion 
criteria of the major psychiatric disorders. Each board 
member independently reviewed the cases and re- 
turned the diagnoses by mail. However, these diagnos- 
tic results were not used even when there was total 
agreement on the cases returned by mail. Instead, a 
second-level, group evaluation of cases was required. 
Twice-yearly board meetings were held, providing 
lengthy discussions of each patient. This group evalua- 
tion greatly extended the diagnostic considerations 
and resulting psychiatric conclusions that were made 
on a case. 

The goal was to derive several types of consensus 
diagnoses. First, the board came to diagnostic agree- 
ment on each case by strict RDC scoring. If one board 
member had scored certain symptoms not included by 
another, everyone reexamined the case and debated 
whether or not that particular symptom was sufficient- 
ly documented to permit scoring. By adhering to strict 
RDC definitions, the board diagnosed some conditions 
as probable rather than definite. Second, the board 
could record a clinical diagnostic opinion on which all 
members agreed, for example, designating an RDC 
"probable" case as a clinical “definite” diagnosis. 
These two steps (RDC diagnosis and clinical opinion) 
permitted a case to be processed for genetic analysis at 
different levels of diagnostic certainty. Third, any 
additional features were noted as long as the board felt 
they were important to the overall differential diagno- 
sis. Examples of this included tagging for possible 
bipolarity and noting coexisting disorders and persist- 
ent features like paranoia or obsessive-compulsiveness. 
Finally, cases could be deferred in the event of insuffi- 
cient information or a split vote. This permitted fol- 
low-up for additional medical records or interviewing 
to clarify specific questions raised in the deferral 
process. In the event of recurrence, the latest medical 
record was abstracted as part of the deferral materials. 
The original case and deferral data were reconsidered 
by the board within 1—3 years, after which a consensus 
diagnosis was derived. 
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Dr. Endicott had diagnosed all cases independently. 
Board members were blind to her diagnosis until after 
reaching consensus. The first of the four reliability 
questions asked was, How well were the RDC proce- 
dures followed by board members in their derivation 
of the consensus diagnoses? À substudy was conducted 
on the first 120 cases, in which the board RDC 
consensus diagnoses were compared with those made 
independently by Dr. Endicott. 

Table 1 summarizes the degree of agreement and 
disagreement between the board and Dr. Endicott 
according to a number of types of classification, some 
broad and some tight. The results were analyzed using 
the statistic "kappa," which takes into account chance 
agreement (4, 5). It yields an index ranging from plus 
one, for perfect agreement, to minus one, for perfect 
disagreement. With the exception of two categories, 
the levels of agreement were very high, with kappas of 
.86 and above. The greatest disagreement was for 
bipolar II and schizoaffective disorder, with kappas of 
.68 and .71. Even here the levels of agreement were 
quite acceptable for research purposes. In general, 
there was very good agreement between board RDC 
consensus diagnoses and the diagnoses made by a 
developer of the criteria. 


Change in Diagnostic Practice Over Time 


There was the possibility that the diagnostic practice 
of the board changed over time, since diagnoses 
spanned a 5-year period. Comparison of the diagnoses 
of the board and Dr. Endicott provides no evidence of 
any systematic differences across the 120 cases. The 
data suggest that, although there was initial divergence 
among the board members in their use of the Research 
Diagnostic Criteria, the process of making the consen- 
sus diagnosis (with frequent references to RDC defini- 
tions) resulted in consensus diagnoses that agreed very 
well with those of Dr. Endicott. Although the data are 
available, no effort was made to calculate individual 
kappas for each board rater because their individual 
diagnoses were not used in the study itself. It was 
apparent from the data that the use of the RDC terms 
and the number of individual raters whose indepen- 
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dent diagnoses agreed with that of the group consensus 
did increase with time. 


DATA SOURCES 


Medical Records 


Inpatient records were the primary source of diag- 
nostic data, and a majority of the Amish patients used 
psychiatric facilities. Most of the Amish medical rec- 
ords were at the Philhaven Hospital in Lebanon, Pa., a 
Mennonite-sponsored institution widely used by the 
Old Order Amish. The remaining medical records 
came primarily from the St. Joseph Hospital and 
Lancaster General Hospital, both in Lancaster, Pa. 
Despite the variability usually found among hospital 
records, these were superior records, uniformly rich, 
with multiple staff notations, which was a definite 
advantage for this study. 

Each medical record was condensed into an ab- 
stract, which provided the salient data for board 
diagnosis. Informed consents were obtained for record 
traces and patient names were coded to provide full 
confidentiality. A standard format was used to tran- 
scribe data in order to reduce a single hospital admis- 
sion to an abstract of fewer than 10 pages. The data 
uniformly included were hospital admission date, 
length of stay, patient’s chief complaint, family and 
social history, history of the illness, physical findings, 
mental status evaluation, daily hospital observations, 
and mental status at discharge. Most important, cer- 
tain data were omitted to avoid the introduction of 
bias, namely, admitting and discharge diagnoses, refer- 
ences to a positive family history for mental illness, 
treatment procedures, and use of specific medications 
and response to them. Furthermore, every possible 
documentation of a symptom was included so the 
psychiatric board could make independent decisions 
on the meaning of observations on mental status and 
on objective findings. If a physician noted that a 
patient was “delusional” or “psychotic,” all support- 
ing data were shown or the notation was made that 
“no evidence was given." Consequently, the research 
format limited the introduction of bias into diagnostic 
materials, 

These hospital records were abstracted by one of 
two people, the principal investigator or a research 
associate, each cross-checking the other’s abstract. 
Obviously, it was impossible for the abstracters to be 
blind to the family history and diagnostic status of the 
patient, at least those given in the medical record. A 
major bias could have entered had there been selective 
abstracting of certain clinical evidence and omission of 
other kinds of psychiatric data. As an early check on 
the adequacy of the abstract, the project’s primary 
psychiatrist (A.M.H.) read the first 15 full medical 
records before any cases were mailed to the board. 
However, it was felt a formal type of reliability check 
should be performed. 
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This resulted in the second reliability question: How 
would the consensus diagnoses made by the board 
from abstracted medical records compare with those 
made by board members after they had read the entire 
medical record? A substudy was conducted to compare 
board consensus diagnoses based on abstracts with 
those made on the basis of full medical records. A 
sample of 21 cases was selected at random; it included 
all major diagnostic categories. The board members 
met at Philhaven Hospital to read the 21 records in 
their entirety. This was long after the mailed abstracts 
had been read and scored, minimizing the possibility 
that anyone could recall those results. No case identifi- 
cations were given in advance. After reading an entire 
record, each board member scored and made an 
independent diagnosis. Then the board arrived at a 
consensus diagnosis using the same procedures em- 
ployed with abstracts. 

The results were analyzed with the kappa statistic 
for agreement between the two sets of diagnoses. The 
diagnoses were categorized in a number of different 
ways to assess level of agreement. For example, using 
the broad category of “affective disorder" (which 
includes bipolar I, bipolar II, or unipolar major depres- 
sive disorder) resulted in a kappa of 1.0 (perfect 
agreement) on 11 of the 21 cases. Of these 11, 6 were 
diagnosed as unipolar major depression on the basis of 
both abstracts and full records. In 7 of the 10 remain- 
ing cases, the board consensus judgment on both 
abstracts and full records was “defer for further infor- 
mation, not sufficient to make a diagnosis." Only 1 
subject was given a diagnosis of schizophrenia; that 
diagnosis was determined from both abstract and full 
record. One case of schizoaffective disorder also re- 
ceived total agreement of scoring. Therefore, the anal- 
ysis of agreement revealed complete concordance in 
diagnosis for 20 of the 21 cases. 

The one category on which there was disagreement 
involved a diagnosis of schizoaffective disorder, de- 
pressed type, on the basis of the abstract and a 
diagnosis of major depressive disorder, psychotic sub- 
type, on the basis of the full record. Discussion of this 
case suggested that there had been some changes over 
time in the board's understanding and interpretation 
of schizoaffective disorder, a diagnostic category that 
was particularly difficult to use. The original abstract 
for this case was judged to have provided accurate 
clinical data. 

In summary, this substudy of the reliability of 
diagnoses made from abstracts not only showed reli- 
ability of diagnosis over time for the board but was 
convincing evidence that the abstracters had, if any- 
thing, made the diagnostic process easier by the clear 
organization of all pertinent data in abstract form. 


SADS-L Interviews 
The final possible source of bias was related to the 


interview materials obtained from patients and family 
members. The Schedule for Affective Disorders and 
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Schizophrenia-Lifetime Version (SADS-L) (6) was used 
to collect and record the information. A certain num- 
ber of subjects (especially earlier cases) had no medical 
records, and diagnosis depended entirely on this meth- 
od. Ideally, the interviewer should be blind to the 
status of the proband and to the relationship between 
proband and relatives. In our research this was an 
impossibility. The Amish would not have accepted 
strangers interviewing about even less sensitive prob- 
lems than mental illness. Interviewing among the 
Amish was possible only because of many years of 
intimate knowledge of and close interaction with them 
on the part of the principal investigator (J.A.E.), who 
did all proband interviewing and assisted with general 
family interviews. Although she was not blind to 
diagnosis and family history, the other field interview- 
ers were blind and conducted independent SADS-L 
interviews with relatives about the relative and the 
patient, providing multiple data on every case. 

Control of bias was attempted in several other ways. 
Most important, the psychiatric board was totally 
blind to all familial identification. Case materials were 
randomly mixed so that sets contained active and 
inactive, related and nonrelated persons. The board 
had no way of knowing the biological relationship 
between subjects or who was a proband or a relative. 
In addition, one of us (A.M.H.) interviewed a random 
number of probands to verify that the same clinical 
data were obtained by the psychiatrist and the field 
interviewers. 

Further steps, taken at the onset of interviewing, 
helped ensure the proper field use of the SADS-L and 
Family History RDC (7). During an orientation peri- 
od, the principal investigator did trial interviews in 
close collaboration with the SADS-L developers at the 
New York State Psychiatric Institute. These trial inter- 
views were conducted with a sample of 20 Amish 
informants to check the cultural appropriateness of 
wording and avoidance of bias through misunder- 
standing in language usage. Certain simple words or 
phrases were added to selected questions for enhanced 
clarity, but no SADS-L question required a total 
rewording. After educational and cultural factors were 
taken into account, the SADS-L proved to be appropri- 
ate and practical as a field instrument with this special 
population. 

Another point relevant to control of bias is that 
SADS-L interviewing was not confined to the patient. 
Multiple family members, averaging 6 per patient, 
were interviewed by the staff. These were detailed 
SADS-L interviews of each informant, not simply 
screening as in the usual family history studies. These 
multiple informants provided extensive collated SADS- 
L data, which supplemented the proband responses. To 
our knowledge no other genetic study has employed 
this extensive multiple-informant system of SADS-L 
reporting. It is an especially important method when 
the. proband or affected relatives are either too ill to 
interview or no longer living. For a deceased subject, as 
many as 15 SADS-L interviews were conducted with 
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the surviving spouse, siblings, children, or other immc- 
diate kin. The Amish interact closely with a large 
number of significant others throughout their lives. 
Even subjects who are long deceased leave well-rc- 
membered records of their life styles, illness patterns, 
and personalities. It is an ideal field situation because it 
lacks some of the difficult problems of recall inherent 
in most retrospective efforts. 


Comparison of Data Sources 


Apart from the issue of control of bias in the SADS- 
L materials used for diagnoses, there is the larger 
question of the reliability of diagnoses made on data 
obtained from various sources. Some diagnoses were 
based on abstracted hospital records alone, some c3 
data from SADS-L interviews in the field, and some on 
a combination of both sources. This apparent lack of 
comparability of data sources raises an obvious ques- 
tion: How did a diagnosis based on a patient's a»- 
stracted medical record compare with a diagnosis of 
that same patient based on SADS-L interview data? 

A substudy was conducted on the agreement be- 
tween diagnoses based on these two types of data. An 
abstracted medical record and the SADS-L data for the 
same patient were submitted to the psychiatric board 
at different times. The board members did not know 
the substudy was under way until it was completed, 
and no one recognized any cases as having been 
diagnosed previously. One-third of the entire bipolar I 
and II sample (12 out of 36) were evaluated on the 
basis of both types of information. There was total 
diagnostic agreement on all of these cases between the 
two independent sets of board consensus diagnoses. 
This was an especially important reliability check 
because this sample included all the bipolar probands 
who were included in the genetic study. 


VALIDITY 


The reliability of diagnostic procedures does not 
assure validity of diagnosis. One type of information 
that is often viewed as evidence of reliability also can 
be viewed as evidence of validity. This is the stability of 
diagnoses over time. The question asked was, How 
stable were the consensus diagnoses of the bipolar 
cases that were followed for subsequent course of 
illness and response to treatment? For over 7096 (24 of 
34) of the actively ill bipolar probands, it was possible 
to observe the course of the illness and to verify that 
subsequent episodes of the illness were bipolar. Fur- 
thermore, half of these patients came under the direct 
care of two project psychiatrists, who documented tnat 
the successful use of lithium carbonate confirmed the 
board diagnosis of bipolar illness. This contrasts with 
earlier hospital-based diagnoses of these patients, most 
of whom were originally seen and treated as hav-ig 
schizophrenia (8). 

Although we had not anticipated involvement with 
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individual patients, direct project intervention in a 
number of cases resulted in marked psychiatric im- 
provement. There were “fortuitous decompensations” 
that opened the door to more prompt and appropriate 
psychiatric treatment and led to direct patient benefits. 


CONCLUSIONS 


. The results of the various substudies indicate that 
the board consensus diagnoses can be employed in the 
major analyses with confidence that they are reliable 
because 1) they reflect a use of the RDC that agrees 


with that of the original developers, 2) consensus | 


diagnoses were not biased by the use of case abstracts 
rather than full clinical records, and 3) consensus 
diagnoses were not biased by the use of different 
sources of information, namely medical records, 
SADS-L interviews, and a combination of them. Reli- 
ability was enhanced by the early identification of 
various sources of bias, and a number of methods to 
control bias have been discussed in this article. Finally, 
the use of a consensus diagnosis was a hallmark of this 
research because it did not depend on the idiosyncratic 
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diagnosis of any one clinician, and the study avoided 
the problem of drift in diagnosis over time. Disagree- 
ments existed primarily at the symptom level, but 
concordance at the diagnostic level was extremely 


high. 
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Amish Study, III: The Impact of Cultural Factors on 
Diagnosis of Bipolar Illness 


Janice A. Egeland, Ph.D., Abram M. Hostetter, M.D., and S. Kendrick Eshleman IH, M.D. 


In the Amish Study of affective disorders, 79% of the 
28 active bipolar I patients, diagnosed according to 
Research Diagnostic Criteria, previously had received 
hospital record diagnoses of schizophrenia. Both 
cultural and clinical factors hindered correct 
diagnosis, and cultural influences particularly 
complicated the interpretation of the manic 
symptoms of grandiosity and excessive involvement 
in activities. Other factors central to misdiagnosis 
were form of thought (flight of ideas), content of 
thought (grandiose and religious delusions), paranoid 
features, and the failure to recognize the presence of 
a manic syndrome. (Am ] Psychiatry 140:67—71, 
1983) 


he diagnosis of medical conditions, psychiatric 

included, frequently is rendered more difficult by 
the masking or modification of symptoms by social 
definitions and cultural overlay. In the Amish Study, 
these kinds of diagnostic problems were implicit for all 
categories of functional mental disorders. In this article 
we review some of the most common and powerful 
cultural factors encountered in diagnosing manic-de- 
pressive illness among the Old Order Amish. The focus 
will be on the manic/hypomanic features because the 
expression and interpretation of these symptoms creat- 
ed more diagnostic problems than did the depressive 
criteria. By way of introduction, we will review the 
criteria for mania and comment on the impact of 
cultural factors on manic symptoms. The theme of 
cultural influences will be carried over into a discus- 
sion of the problem of misdiagnosing manic-depressive 
disorder as schizophrenia. 
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SETTING 


Although examples from the Amish Study reflect 
features of this unique religious sect, the issues raised 
are found in clinical practice with patients of various 
ethnic, racial, or religious backgrounds. Illustrative 
examples come from the detailed study of the 38 
subjects (34%) with confirmed bipolar illness in the 
sample of 112 psychiatric cases active during the 
investigation (1). The excerpts are brief and common 
to most cases, which ensures full confidentiality to all 
individuals involved in the study. 

According to the Research Diagnostic Criteria 
(RDC) (2), the seven diagnostic criteria for mania/ 
hypomania are 1) more active/physically restless, 2) 
more talkative/pressure of speech, 3) flight of ideas/ 
thoughts racing, 4) inflated self-esteem/grandiosity, 5) 
decreased need for sleep, 6) distractibility/short atten- 
tion span, and 7) excessive involvement in activities. 
For a diagnosis of manic disorder, at least three of 
these symptoms must be present for at least 1 week if 
the mood is predominantly elevated or expansive, four 
symptoms if the mood is only irritable. In the absence 
of hospitalization, the severity standard is met if 
meaningful conversation is impossible or there is seri- 
ous role impairment. Six raters, including the four 
psychiatrists on the project psychiatric board, scored 
these criteria for each case, on the basis of either an 
abstracted medical record or a diagnostic interview. 
Also, every case was discussed fully by the members of 
the psychiatric board in reaching a consensus diagnosis 


(3). 


CULTURAL FACTORS AND SYMPTOMS 


From this research activity evolved a clustering of 
the seven manic symptoms by diagnostic difficulty. 
The biological symptoms of increased motor activity 
and speech and decreased need for sleep seemed basi- 
cally culture free and were common to most cases. 
Nothing in the Amish experience or comprehension of 
these manic symptoms made them difficult to recog- 
nize or report. However, certain “behavior pertinent 
to psychiatry is relative to culture, and cultural differ- 
ences must enter to some extent into the definitions 
and perceptions of psychiatric disorders" (4, p. 23). 
Symptoms whose clinical manifestations are shaped by 
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group beliefs and behaviors can be said to be culture 
bound. The impact of cultural influences on manic 
symptoms was seen in this study to be most significant 
for the criteria of inflated self-esteem/grandiosity and 
excessive involvement in activities. (A detailed discus- 
sion of the culture-free versus culture-bound expres- 
sion of manic symptoms appears in a paper by Dr. 
Egeland presented at grand rounds, Department of 
Psychiatry and Behavioral Sciences, University of Lou- 
isville School of Medicine, March 26, 1981.) Symp- 
toms tended to merge, be masked, or overlap as 
cultural definitions entered the picture. Examples will 
help to illustrate how nonbiologic factors modify the 
presentation of symptoms. 

Correctly identifying the Amish concept of grandios- 
ity and its behavioral boundaries is a problem. The 
nature and presentation of self is obviously dictated by 
cultural values and prescribed roles. Among the 
Amish, humility is a virtue and a principal value of 
society. Pride or boastfulness is a sin. Tremendous 
cultural constraints shape the expression of inflated 
self-esteem or grandiosity. When manic illness breaks 
this restraint, the resultant grandiosity is disapproved 
of and is a family embarrassment. Acknowledgment of 
it can be quite oblique or indirect. Differences in 
vocabulary and word meaning complicate communi- 
cation. In studying the Amish, it was discovered that a 
clue to grandiosity was given under the guise of 
another symptom, extra talkativeness, because of the 
frequent comment “Yes, he is extra talkative. You can 
tell it in his talk." The real meaning of “It is in his or 
her talk” is that there is not only a pressure of speech 
but the content has become grand, bold, brassy, arro- 
gant, or prideful. Grand plans and ambitions and ideas 
of increased wealth, self-worth, or attractiveness are 
manifest once the physician is alert to the proper 
cultural clues and linguistic nuances. 

Naturally, the problems in identifying grandiosity 
overlapped with those encountered in trying to recog- 
nize excessive involvement in activities with painful 
consequences. The RDC examples include buying 
sprees, sexual indiscretions, foolish business invest- 
ments, and reckless driving. For the Amish these 
translate into culture-bound behaviors that for most 
Americans would not be considered unusual or manic. 
Typical examples are racing one’s horse and carriage 
too hard or driving a car (recklessness not implied), 
buying or using machinery or worldly items forbidden 
by church rules (e.g., dressing up in worldly clothes), 
flirting with a married person (indeed any overt sexu- 
ality), treating the livestock too roughly, excessive use 
of the public telephone (telephones are forbidden in 
homes), going on a smoking binge, and desiring to give 
gifts or planning vacations during the wrong season 
(because the agrarian principle and frugality confine 
these activities to a given time and place). 

The project psychiatric board had much to learn 
about Amish life style before correctly defining the 
behavioral boundaries for symptoms reaching manic 
proportions. Social roles influenced the dimensions of 


68 


manic illness more than they did other types of psychi- 
atric problems. In evaluating and scoring cases, the 
project psychiatrists compared the actions and com- 
ments of a patient with the normative standards of the 
group. The symptoms of grandiosity and excessivity 
were especially prone to cultural overlay and increased 
the difficulties of assessing affective disorder for the 
Amish patient. 


MISDIAGNOSIS OF BIPOLAR ILLNESS 


The research literature suggests that misdiagnosis of 
manic-depression as schizophrenia has been more 
common than previously recognized. Some misdiagno- 
sis is obviously a function of diagnostic ambiguities 
and changes in clinical sensitivity to manic disorder. 
Other misdiagnosis, as noted in the Amish Study, is a 
function of misinterpretations of symptoms due to 
cultural factors. We have no way of knowing the 
distribution of clinical versus cultural factors in misdi- 
agnosis of mania but hope to document both in the 
following discussion. 

Mendlewicz and colleagues (5) stated that over half 
of their bipolar sample had a prior diagnosis of 
schizophrenia. Of the 50 patients investigated by Gar- 
vey and Tuason (6), 56% of those previously ill had 
been misdiagnosed as schizophrenic. Taylor and 
Abrams (7) studied 52 patients, all of whom had an 
admitting diagnosis of schizophrenia but who satisfied 
research criteria for mania. Our Amish sample of 
confirmed bipolar I subjects (N=28) fits this pattern in 
that the early medical records of 79% contained 
diagnoses of schizophrenia. 

Further research evidence unmasking affective disor- 
der misdiagnosed as schizophrenia comes from efforts 
to examine “good prognosis" as distinguished from 
*poor prognosis" schizophrenia. Taylor and Abrams 
(8) demonstrated that good prognosis schizophrenia 
frequently presented with the clinical symptoms of 
mania, and their study defined over 50% as manic 
according to research phenomenologic criteria. 
McCabe and associates (9) reported that 7996 of their 
patients with good prognosis schizophrenia had.a 
diagnosable affective disorder (46% had mania) as 
compared with only 12% (all depressed) of those with 
poor prognosis schizophrenia. Another indication that 
good prognosis schizophrenia may be a variant of 
affective disorder rather than true schizophrenia is a 
positive family history for affective disorders among 
relatives of good prognosis patients compared to low 
genetic loading among relatives of poor prognosis 
patients (8, 10). 

Analysis of Amish bipolar cases misdiagnosed as 
having schizophrenia indicated the diagnosis was 
based many times on the appearance at some point in 
the illness of traditional secondary symptoms, such as 
delusions and hallucinations. These tend to be more 
susceptible to cultural influences. Although multiple 
clinical factors are involved, it is possible to separate 
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out some common types of symptom confusion. The 
primary diagnostic problems seemed to involve aspects 
of formal thought disorder, delusions and paranoia 
and their related cultural influences. 

The first problem was the distinction between possi- 
ble formal thought disorder interpreted in terms of 
loosening of associations and incoherence (associated 
with schizophrenia) versus flight of ideas (associated 
with mania). If the accelerated speech of a floridly 
manic patient becomes so severe that either a loosening 
of associations or incoherence is manifest, the patient 
may sound schizophrenic. When the manic syndrome 
has not been recognized, this kind of speech distur- 
bance is interpreted as a formal thought disorder, 
resulting in a clinical impression of schizophrenia. 
About one-third of our bipolar cases, diagnosed ac- 
cording to research criteria, had medical record nota- 
tions regarding loose associations. This parallels the 
finding by Garvey and Tuason that, for so-called 
“schizophrenic admissions” of confirmed manic pa- 
tients, loose associations were recorded for 35%. They 
noted that, although it is common to think of loose 
associations “‘as being a schizophrenic symptom and 
flight of ideas a manic symptom, it is not uncommon 
to find manics whose thinking is so disorganized that it 
could be termed loose association” (6, p. 77). 

The Amish Study cases show that the problem of 
misinterpreting loose associations is compounded as 
the patient’s inhibitions dissolve and inappropriate 
mood and behavior emerge. A large number of the 
patients misdiagnosed as having schizophrenia were 
described in the medical record in this way: an inap- 
propriate silly mood, giggling, laughing inappropriate- 
ly, being incongruous or often silly, and the like. 
Furthermore, because the Amish lack social sophistica- 
tion and experience in “worldly” settings, their ap- 
pearance of silliness may reflect self-consciousness. 
Professionals unfamiliar with the social definitions and 
roles of the Amish could easily misinterpret the signifi- 
cance of these signs. 

This kind of affect, combined with an extreme flight 
of ideas seen as incoherence, may suggest schizophre- 
nia, disorganized (or hebephrenic) subtype, if the 
manic syndrome is not recognized. The physician may 
actually ignore the euphoric or high mood (besides 
misinterpreting it) and focus instead on the irritability 
that commonly emerges during a manic episode (6). 
There have been reports that the progression of symp- 
toms and evolution of mood increase the tendency to 
entertain the diagnosis of schizophrenia. In writing 
about the “stages of mania," Carlson and Goodwin 
defined the second or “intermediate” stage as the one 
in which the mood progresses from euphoria to in- 
creased dysphoria, from irritability to open anger and 
hostility, and from racing thoughts to “ʻa definite flight 
of ideas with increasing disorganization of the cogni- 
tive state" (11, p. 224). They also noted that the earlier 
“grandiose trends" and paranoia advance to the level 
of "frank delusions.” 

Grandiosity and delusions with grandiose or reli- 
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gious content were the second area of diagnostic 
difficulty widely noted in the Amish Study. Most 
manic illness in our study reached psychotic propor- 
tions and involved delusions and some hallucination:. 
The content of such delusions naturally varies by 
cultural setting, but in other studies, with very differer: 
patient samples, researchers have documented the frc- 
quency of these symptoms. Garvey and Tuason (6, 
reported that delusions were the most common psy- 
chotic symptom of mania and that the primary content 
was grandiose or religious. Clayton and associates (12) 
found delusions in 7396 of the 31 manic patients thcy 
studied. Delusions of grandeur were reported for 
59.695 of the manic patients reviewed by Taylor and 
Abrams (7) and occurred in “76% of the manics ard 
40% of the schizophrenics” studied by Karson (13). 

For the Amish sample of manic patients, it was ro 
surprise that 78.6% (22 of 28) displayed grandiose 
symptoms with marked religious overtones. Religiosi:v 
is a central theme in Amish society, and religious 
delusions and hallucinations are prominent features of 
bipolar illness. God or the devil may be perceived as 
speaking directly or controlling the patient. Following 
are some typical examples from medical records show- 
ing the religious content and a psychotic, grandiose 
quality: 


The patient says God talks to her and makes her do t^e 
impossible. Also claims, "The devil said all men are goi^g 
to attack me. The devil said someone would sleep with ine 
and the devil watches me bathe. The devil is out to get me 
because I let popularity go to my head." 


The patient has religious delusions and delusions of 
reference. He insists the world is coming to an end and his 
wife should confess her sins. He says, “My wife obeys God 
and she should obey the Lord. I am the Lord." 


This woman has hallucinations, delusions, and illusio^s. 
She thinks she may be an angel and wants to be one. She 
feels she is completely directed by the Lord. She feels she is 
possessed by the Holy Spirit. The patient has not slept *or 
days. She told staff, “It is wonderful! I am so filled with ine 
Holy Spirit I can't sleep." 


These three excerpts are typical of our study sample. 
All three records contained references to "acute con‘u- 
sion with a preoccupation over religious matters” and 
comments about “grossly inappropriate behavior and 
speech." In no case was the prevailing mood, evidence 
of mood swings (clinical assessment), or the context of 
Amish shared religious beliefs (cultural assessment) 
properly taken into account at first diagnosis. The frst 
of the three patients has been asymptomatic and doing 
very well on lithium treatment for 3⁄2 years; che 
second patient relapsed recently but does seem to 
respond to lithium therapy and is a rapid cycler with 
mixed manic and depressive features; the third one is 
taking no medication and has been well for 5 years. 
For these and other cases, the recurrerce of psychotic 
symptoms (delusions and hallucinations) seemed cen- 
tral to the diagnostic confusion. 
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A final point regarding all three of the patients is 
that they were initially diagnosed and treated as having 
schizophrenia. As we stated, 79% of the bipolar I 
sample shared this diagnostic profile. Other research- 
ers have noted that there is a ‘distressing trend” that 
once the diagnosis of schizophrenia has been made by 
medical record "future episodes of illness appeared 
automatically to be labelled schizophrenic in spite of 
symptoms suggesting an affective disorder" (6, p. 78). 
In the case of minority groups, this is compounded by 
the role of social and cultural factors that influence 
diagnosis. Keisling (14) documented how the tradi- 
tional rate for schizophrenia among blacks has been 
disproportionately high compared with the rate for 
manic-depressive disorder and questioned the accuracy 
of the. rate for schizophrenia given his finding that 
bipolar illness was significantly more common than 
usually reported. As with patients in the Amish Study, 
pharmacological treatment for presumed schizophre- 
nia can result in a suppression of manic symptoms 
while psychotic features suggesting a thinking disorder 
remain, thus perpetuating the erroneous diagnosis of 
schizophrenia. (By self-definition, the Amish are a 
*peculiar people" in dress, hair style, speech, behav- 
iors, and mannerisms. When this unique, personal 
coloration is enhanced further by delusional or other 
pathologic signs, it may increase the likelihood that the 
physician will use a singular diagnostic focus. An area 
psychiatrist is alleged to have said, “I know the 
diagnosis immediately; all our Amish patients are 
schizophrenic.") 

A third problem in misdiagnosis relates to paranoid 
features. Various studies have mentioned the extent to 
which manic-depressive disorder has been misdiag- 
nosed as paranoid schizophrenia (15, 16). In the manic 
sample studied by Taylor and Abrams (7), 65% were 
considered paranoid schizophrenic at some time, as 
were 28% of those reviewed by Garvey and Tuason 
(6). The subtype “paranoid” had been recorded for 
37.5% of the Amish manic patients misdiagnosed as 
having schizophrenia, It has been claimed that para- 
noid symptoms in particular and catatonia to a lesser 
extent tend to "bias the original clinicians toward a 
diagnosis of schizophrenia, causing them to discount 
affective symptoms" (17, p. 743) despite the fact that 
paranoia is a nonspecific symptom well documented in 
a variety of functional disorders (18). Results from the 
Amish Study reinforce the finding that it is crucial to 
differentiate mania from acute paranoid reactions and 
paranoid schizophrenia. 

In addition to the fact that 37.596 of our sample was 
diagnosed as having the paranoid subtype of schizo- 
phrenia, the medical records of the bipolar patients 
commonly noted "paranoid thinking or paranoid ide- 
ation." Some aspect of paranoia was cited in 6796 of 
all medical records. This may reflect a prominent use 
of the mechanism of projection in a relatively nonsys- 
tematized form. For example, many of the Amish 
patients projected their illness on a close family mem- 
ber and claimed that person was the one who should 
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be treated. One patient asserted that she was right and 
"everyone else was wrong," and another insisted that 
her mother should be hospitalized. One man said that 
his wife was the sick one and should make a church 
confession; near discharge, he remarked that “my wife 
seems like an altogether different woman than she was; 
it did her good for me to be here." We are reminded 
that “few things are so painful as self-reproach and 
few are so relieving as righteous indignation" (4, p. 
46). 

Most Amish manic patients felt the impact of group 
disapproval long before entering treatment. They had 
overstepped the edge of social customs and church 
restrictions through the excesses of purchasing behav- 
ior, sexuality, and displays of blatant grandiosity. The 
paranoia noted in the bipolar cases centered exclusive- 
ly on the idea that people were watching or talking 
about the patient. In every female manic patient diag- 
nosed at some point as having acute paranoid schizo- 
phrenia, these suspicions were directed toward family 
members, and the male patients followed the same 
pattern. A minister registered “fear that people were 
gossiping about him," and his physician recorded that 
his “feelings of persecution and grandiosity have a 
distinct paranoid flavor” but made no other documen- 
tation of his paranoid schizophrenia. Consistently, the 
complaints of “being watched" and “suspicions of 
being talked about" were the sole evidence in support 
of the earlier misdiagnosis. Conversely, paranoid 
themes of marital infidelity were rare among the 
Amish even though they are frequently found in non- 
Amish paranoid patients. 

The percentage of bipolar patients noted to have 
paranoid features does not seem different from that in 
other research. What strikes us as important is that the 
extent to which the Amish patient verbalizes this type 
of suspicion gives paranoia a prominence out of pro- 
portion to its clinical relevance but not out of context 
when one considers the realities of Amish society. The 
mentally ill Amish person is under constant observa- 
tion and there is an active exchange of information, 
including gossip, regarding the patient's status. Sick- 
ness of any type evokes high levels of concern. Mental 
illness also carries the burden of blame, the stigma of 
sin, and an aspect of unpredictability. It is little wonder 
the patient is watched and talked about and his affairs 
(especially financial) sometimes managed for him by 
church trustees. In view of the Amish shared beliefs 
and social network, suspiciousness as pathology 
should be viewed clinically with suspicion. 


CONCLUSIONS 


The longitudinal history of manic illness for the 
majority of misdiagnosed Amish patients revealed 
recurrent, acute episodes with isolated, psychotic 
phases characterized by inappropriate or bizarre 
speech and behavior, grandiose or religious delusions, 
and paranoid trends. However, these patients had 
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intervening symptom-free periods of normal function- 
ing, good productivity, and successful interpersonal 
relationships, The emphasis on schizophrenic-type fea- 
tures frequently diverted attention from the primary 
mood disorder, denied many patients the benefit of 
appropriate pharmacological intervention, and in- 
creased their risk of developing the long-term side 
effects of neuroleptics. The same observations made 
about adult patients were true for the adolescents with 
early-onset bipolar illness: their symptoms were com- 
plicated by cultural factors that resulted in a misdiag- 
nosis of manic symptoms. The ease with which this 
happened for the Amish sample, coupled with other 
research reports on misdiagnosis of manic-depressive 
disorder at all ages, mandates closer scrutiny of the 
clinical and cultural factors influencing diagnostic 
discrimination. 
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Editorials 


The Journal’s New Gown 


I: was exactly ten years ago that, with the first issue of volume 130, the Journal 
grew to its present size. Clad in a sparkling new cover, handsomely restyled 
within, she embarked on a decade of publication that has reflected the recent 
exciting developments in psychiatric science and clinical practice. During all this 
time, the Journal has lived prudently within her clothing allowance and has appeared 
month after month, year after year without change of dress. The recent redesign of 
her sister publication, Psychiatric News, has, however, inspired the acquisition of a 
new wardrobe, the results of which are now before you in this the first issue of 
volume 140. 

These changes have not been made without considerable thought and effort. We 
have retained the green color of the cover so that we may still be known as “‘the 
green journal"; we have redesigned the “book” itself to make it more readable and 
esthetically pleasing; and we have switched from the traditional Times Roman print 
to Sabon, a typeface recently designed to keep pace with modern methods of 
photocomposition. Special credit must go to Mrs. Evelyn Myers and four members 
of her Editorial Staff, Mses. Marianne Guerra, Marjorie Henry, Linda Loy, and Jane 
Weaver, who have spent long hours on the many details involved in these alterations. 
The help of Mses. Nancy Frey and Linda Boraiko with the business management 
aspects has been similarly invaluable. Nor could our goal have been realized without 
the truly professional skills of our designers, Mses. Jane D'Alelio and Jane Tully of 
Ice House Graphics. We are deeply appreciative not only for the creativeness but the 
flexibility of their approach to our requirements. 

All of us on the Staff are eminently pleased with the results of our labors. We hope 
that our readers will agree that, bedecked in her new finery, the Journal has vastly 
improved her attractiveness without losing her scientific virtue. 


J.C.N. 
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The Price of Research Neglect 


he publication in this issue of Maya Pines’ history of the Foundations’ Fund for 

Research in Psychiatry (FFRP), from its birth to its quiet fade-out in 1981, 
provides an opportunity to reflect on the status and the stability of financial support 
for psychiatric research in the United States. 

The life of FFRP coincided with the era of American ascendancy in psychiatry, an 
era characterized by expectant experimentation and excitement coupled with hope 
for the conquest of major mental diseases. It is probably no exaggeration to attribute 
the present American preeminence in psychiatric research at least in part to 
enlightened funding both by the federal government and by private foundations such 
as FFRP. Prior to World War II the center of psychiatry was in Europe, and 
Americans had to travel to cities such as Vienna and Zurich to obtain quality 
training. The benevolent receptiveness of the United States to those who fled Hitler's 
abominations brought a brilliant cadre of psychiatric scholars and practitioners to 
this country. These scientists and their American counterparts were encouraged by 
enlightened research funding by both the government and some private foundations. 
The balance between university-based research and that occurring in private and 
public hospitals, and the ready support of both basic and applied research, 
interacted with a democratic tradition that endorsed free access to data, methods, 
and ideas. These factors resulted in a flowering of American psychiatry and be- 
havioral science. 

Financial support for mental health research grew during a period of low 
inflation, and this support paid for much of the work that produced significant 
improvements in the treatment of mental illnesses. In the 30 years since the early 
1950s, the advances in treating and understanding mental illness have resulted in:a 
four-fold reduction in the number of hospitalized psychiatric patients (1). The yield 
in knowledge about the mind and the brain and the financial and human savings to 
society have been remarkable. 

Today, research budgets have been seriously eroded by infapon and the worsen- 
ing economy. In this grim economic climate, funding for research encounters 
formidable difficulty as granting agencies and even peer-review groups identify 
themselves with the budget cutters. This is particularly damaging now because 
scientific momentum has already been built up. Much of psychiatric research 
requires large teams of trained personnel, costly equipment, and relatively long-term 
financing, all of which are now in jeopardy. As funding for basic, risky, and 
innovative research in the biological, psychological, and particularly the social 
spheres becomes increasingly difficult to obtain, careers in research become corre- 
spondingly less remunerative. Many established investigators are thereby prompted 
to leave their laboratories for more lucrative service positions and, simultaneously, 
many young and gifted people are discouraged from even entering this exciting 
arena. 

It is staggering to realize that despite the advances of the last 30 years about 35 
million people in the United States still suffer from some form of mental impairment, 
and 1.7 million of them suffer from chronic and disabling psychiatric illnesses (2, 3). 
Their numbers total more than those with neoplastic, coronary artery, and 
metabolic diseases combined. The annual cost of mental illness has been calculated 
to be in the neighborhood of $100 billion. The U.S. government pays about 51% of 
those costs, private insurance companies pay about 15%, and patients and their 
families pay the remainder. A total of only $196 million is budgeted for all federally 
funded research. This amount is less than one-half of 1% of the costs the 
government pays for these mental illnesses. 

It seems reasonable to us that, in the interest of eventually reducing their costs 
substantially, those who pay the large costs of mental health care—the U.S. 
government and the insurance companies—should consistently allot a certain 
percentage of their mental health expenses for mental health research. The Bell 
‘Telephone Labs, for example, represent one successful research funding enterprise. 
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They allocate $2.5 billion for research and development, and $250 million is 
budgeted for basic research. 

The need for stable and continuous funding for mental health research has never 
been greater, now that we have a community of quality research workers who have 
established a momentum for progress. The danger is great that, for lack of support, 
we will lose both the community and the momentum it has established toward 
relieving the tragic burdens of mental illness. That, we believe, is too high a price to 
pay. 
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The Amish: A Naturalistic Laboratory 
for Epidemiologic and Genetic Research 


ow common is mental illness? To what extent is it a “disease of civilization,” at 

least partly precipitated or exacerbated by stress, disintegration of family 
structure, and unhealthy life style? To what extent does mental illness run in 
families? Does it run in families because of purely genetic factors or because of 
learned behavioral patterns modeled after those of one’s ancestors? These are the 
exciting questions that modern psychiatric epidemiology and behavioral genetics are 
currently addressing. 

The Special Section in this issue of the Journal, “Epidemiologic Study of Affective 
Disorders Among the Amish,” contains the first reports of an imaginative landmark 
study in genetics and epidemiology. These three papers on the Old Order Amish of 
Lancaster County, Pa., illustrate the information that can be mined through 
selection of an interesting and informative population. Because of the simplicity of 
their life style, their detailed family records, and their tendency to remain within the 
same society for many generations, the Old Order Amish represent an ideal 
naturalistic laboratory in which to study behavioral genetics. 

During the past 10—15 years, many advances have occurred in the methods of 
epidemiologic research. These include the development of structured interviews, the 
use of diagnostic criteria, careful attention to reliability, and maximal correction of 
any bias in sampling or ascertainment. Since it incorporates all these methodological 
advances, the Old Order Amish study can be considered a "state of the art" example 
of epidemiologic research. 

In addition, the study will also provide a particularly rich lode for genetic studies, 
another area in which great advances have been made during recent years and 
ingenious methods developed for examining the interaction between hereditary and 
environmental factors. At the simplest level, investigators have used the “proband 
method": an index case with a particular diagnosis (e.g., depression) is identified, 
and rates of illness in members of the subject's family are compared with rates in 
some appropriate comparison group (e.g., relatives of individuals who have never 
been psychiatrically ill). This comparison indicates the degree to which disorders run 
in families, but it does not separate genetic from learned cultural factors and 
therefore does not yield definitive information about etiology. To solve this problem, 
other more informative designs or techniques for analysis have been developed. Twin 
studies provide an index of heritability by comparing rates of illness in monozygotic 
twins with those in dizygotic twins; the higher the monozygotic-dizygotic ratio, the 
greater the degree of heritability. Adopted offspring studies separate nature from 
nurture more precisely by comparing illness rates in the adopted children of mothers 
suffering from a particular illness but reared by normal parents with the rates in the 
adopted children of normal mothers; with this method, nature (or genetic factors) is 
varied, while nurture (or the potential for learning pathological behavior through 
role modeling) is in a sense held constant. 

Yet another approach, which future reports from the Old Order Amish study will 
certainly explore in more detail, is to examine multigenerational pedigrees of very 
large informative families with many affected members in order to determine 
whether these pedigrees illustrate recognized or recognizable patterns of transmis- 
sion. Mathematical techniques, such as segregation analysis, in which the entire 
family is used as the unit of analysis, can be applied in order to determine the degree 
of heritability. Further, mathematical models have been developed in order to 
determine whether the patterns of inheritance exemplify specific modes of transmis- 
sion. Is it recessive, dominant, due to a single major locus, due to many different 
genetic loci, affected by the sex of the individual, or affected by the interaction of 
many different factors that are both genetic and environmental? As the first paper in 
the Special Section illustrates, the Old Order Amish are a particularly valuable 
resource for such pedigree studies because they tend to produce very large extended 
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families, to live in a socially cohesive and relatively protected environment, and to 
provide meticulously detailed information about the presence of psychopathology 
over many generations. This approach can be further strengthened, as it has been in 
this study (and undoubtedly will be reported in future papers), by exploring whether 
psychiatric illness tends to occur together with other genetic markers such as 
colorblindness or particular blood markers such as the Xg* antigen. 

The three reports in the Special Section contain many tantalizing facts, as well as 
the promise of more to come. Prevalence rates for illness among the Amish appear to 
be considerably lower than those reported in other epidemiologic studies. The sex 
ratio is also markedly different. Ordinarily, women suffer from depression more 
frequently than men in a ratio of approximately 2:1, while the proportions are equal 
in the Old Order Amish. Do these results reflect the natural pattern of affective 
disorder in a society relatively protected from the development of disorders that are 
more influenced by environmental factors, such as alcoholism or antisocial personal- 
ity? Do they reflect the effect of a society in which there are many social and familial 
support structures? How are the specific manifestations of psychopathology modu- 
lated by the social values of the environment in which they occur? Readers should 
examine these three reports with excitement, as well as await with curiosity the 
subsequent reports that will amplify and expand these initial and preliminary results. 


NANCY C. ANDREASEN, M.D., PH.D. 


Dr. Andreasen is Professor of Psychiatry, the University of Iowa. Address reprint 
requests to ber at Department of Psychiatry, the University of Iowa Hospitals and 
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A New Year’s Appreciation 


O= of the annual pleasures brought by the New Year is the opportunity it 
affords the Editor to express publicly the perdurable private gratitude he feels 
toward his myriad colleagues for their thoughtful reviews of the ceaseless flow of 
manuscripts submitted to the Journal. From the letters he receives from the Journals 
authors, he knows how valuable they find the reviewers! comments in the task of 
revising their papers. At a time when medicine as a whole is infected with the 
spreading plague of cost consciousness and fiscal accountability, it is balm to find so 
many in our profession giving freely of their time and knowledge in the spirit of true 
scholarship. The Journal and her authors are not the only beneficiaries of their 
contributions; the entire discipline of psychiatry—its science and its clinical minis- 
try—is immeasurably the gainer. Our profound thanks go to the following men and 
women who during the period from November 1, 1981, to October 31, 1982, have 
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It has been an exciting and rewarding journey through 1982, and the Editor has 
been fortunate in sharing it with good companions. The wisdom of the Editor 
Emeritus has held him on an even keel, the knowledge of the Deputy Editor has kept 
him pointed nicely into the biological wind, the Book Forum Editor’s eye for prose 
has enriched the landscape, and the crew of Associate Editors have proved willing 
hands for any task asked of them. Each passing year brings the sadness of loss, and 
Drs. Alan I. Levenson, Robert J. Stoller, and Alan A. Stone, whose terms as 
Associate Editors expired at the time of the annual meeting, have been sorely missed. 
We have, however, been more than fortunate in persuading Drs. Jonathan F. Borus, 
Loren H. Roth, and Charles E. Wells to ship aboard—a most welcome addition. Our 
most special thanks go to Mrs. Evelyn Myers and her Editorial Staff, whose 
friendship and unique talents have been, as always, an unerring compass. 

Despite his many duties and the demands on his time, our Medical Director, Dr. 
Melvin Sabshin, has ever been available for help and advice as we have needed them. 
To him and the Board of Trustees we are indeed grateful for their firm and continued 
support. 

Our particular appreciation is also extended to Drs. John J. Bartko, Lee Gurel, 
Donald W. Hammersley, Carolyn B. Robinowitz, Jeanne Spurlock, John A. Talbott, 
Jack W. White, and Henry H. Work; to Mses. Linda Boraiko, Leslie Champlin, 
Teddye Clayton, Nancy Frey, and Zing Jung; and to Mssrs. John Blamphin, Herbert 
M. Gant, Ronald McMillen, and Raymond J. Purkis, Jr. 

As we head full sail into 1983, we wish a Happy New Year, a fresh breeze, and 
bon voyage to all. 


J. C.N. 
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Brief Communications 





A Controlled Clinical Trial of Alprazolam 
for the Treatment of Anxiety 


Karl Rickels, M.D., Irma Csanalosi, M.D., Paul Greisman, D.O., David Cohen, D.O., 
Joshua Werblowsky, M.D., Harris A. Ross, D.O., and Harvey Harris, D.O. 


The authors report the results of a large-scale 
double-blind study comparing the anxiolytic effects 
of alprazolam, a triazolobenzodiazepine; diazepam, a 
1,4-benzodiazepine; and placebo in 151 anxious 
outpatients. Alprazolam and diazepam produced 
similar clinical improvement, which was significantly 
larger than improvement produced by placebo and 
was clearly evident after only 1 week of treatment. 
The incidence of sedation was lower with alprazolam 
than with diazepam. (Am J Psychiatry 140:82-85, 
1983) 


lprazolam is representative of a new class of 

benzodiazepines, the triazolobenzodiazepines. It 
has a relatively short half-life of about 10—12 hours. 
Animal studies have shown it to possess pharmacologi- 
cal effects similar to those of diazepam, with a potency 
about 10 times that of diazepam (1). Recently, several 
publications have appeared in the literature attributing 
clear-cut anxiolytic properties to alprazolam (2—4) 
that were equal to those of diazepam and produced 
fewer side effects. We initiated this study to assess the 
anxiolytic properties of alprazolam in anxious outpa- 
tients treated primarily in family practice. 
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METHOD 
Sample 


The study sample consisted of 164 anxious nonpsy- 
chotic outpatients, 125 of whom were treated by their 
family physicians and 39 of whom were treated by 
psychiatrists at a large university research clinic. All 
physicians participating in this study were trained 
extensively by our research group and were closely 
supervised throughout the course of the trial (5). 

To enter the trial, patients had to be free from 
psychotropic medications for at least 7 days, had to 
have a minimum total score of 16 on the Hamilton 
Rating Scale for Anxiety (6), a score of 8 or higher on 
the Covi Anxiety Scale (7), and had to have suffered 
from moderate to severe anxiety symptoms for at least 
4 weeks. This report is based on 151 patients, because 
13 patients did not return after their initial visit. 

At the beginning of the study the mean (+SD) 
Hamilton score was 24.4+5.10, the mean Covi total 
score was 10.31.55, and the mean Hopkins Symp- 
tom Checklist (8) anxiety factor score was 2.38.64 
for the 151 patients. Using DSM-II criteria, we diag- 
nosed 64 patients as suffering from an anxiety reac- 
tion, 77 from an anxiety reaction with secondary 
depressive features, and 10 from a variety of other 
neurotic disorders. According to DSM-III criteria, 
most patients could have been diagnosed as suffering 
from generalized anxiety disorders and a few from 
panic or atypical anxiety disorders. Patients entering 
the trial had to be willing and able to understand and 
sign a written informed consent form. 

The mean (+SD) age of the patients was 39+13 
years. Approximately 78% (N=118) were women, 
72% (N=109) had completed at least a high school 
education, and 58% (N=88) were married, 16% 
(N=24) were single, and 26% (N=39) were separated, 
divorced, or widowed. Some kind of precipitating 
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stress was reported by 115 patients (76%), and 59 
(39%) suffered from a concurrent medical illness that 
was under control; 35 patients (23%) had been ill for 
less than 3 months, and 94 (62%) suffered from 
chronic anxiety of at least 1 year’s duration. About 
75% (N=113) of the study population had been 
previously treated with psychotropic drugs, and only 
29% (N=33) of these 113 patients reported a good 
response to their prior treatment. 


Design 


We used a double-blind design, randomly assigning 
patients to one of three treatment groups: 1) those who 
received alprazolam (N=54), 2) those who received 
diazepam (N=45), and 3) those who received placebo 
(N=52). The duration of the study was 4 weeks, and 
patients were evaluated initially and after 1, 2, and 4 
weeks of treatment. We treated 7 patients for 1 week, 
23 for 2 weeks, and 121 for 4 weeks. Including those 
13 patients who never returned after the initial visit, 
significantly more patients in the placebo group 
(N=22, 39%) than in the diazepam group (N=12, 
25%) and in the alprazolam group (N=9, 16%) did 
not complete the 4-week study period (y?=8.02, df=2, 
p<.01). Six patients taking diazepam, 1 taking alpra- 
zolam, and 2 taking placebo dropped out because of 
side effects, and 2 patients taking diazepam, 1 taking 
alprazolam, and 10 taking placebo dropped out be- 
cause of ineffectiveness (x*=9.18, df=2, p<.01). The 
three treatment groups did not differ significantly on 
demographic or illness variables or in initial psycho- 
pathology, indicating that our randomization proce- 
dures were successful. 


Medication 


Each medication was prepared in identical-appear- 
ing capsules and labeled separately for each patient. 
The active drug capsules contained either .3 mg of 
alprazolam or 5 mg of diazepam. Patients who took 
fewer than 2 capsules per day were excluded from data 
analyses. Patients were prescribed 3 capsules per day 
for 3 days and then 4 capsules per day for the 
remaining days of week 1. Depending on patient 
response in terms of improvement and/or side effects 
the daily dosage could be raised to 6 capsules after 1 
week of treatment and up to 9 capsules after 2 weeks 
of treatment. Physicians conducted a careful inquiry 
into dosage intake, and pill counts of all returned 
medication were carried out to compare actual medi- 
cation taken with medication prescribed. 

At the end of the first week of treatment, each 
patient was taking 4 capsules daily (1 capsule in the 
morning, 1 capsule at 2 p.m., and 2 capsules at 
bedtime). By the end of 2 weeks of treatment, medica- 
tion intake was 5.4 capsules per day of alprazolam, 4.8 
of diazepam, and 5.4 of placebo (F=3.25, df=2, 138, 
p<.05). Intake during the third and fourth weeks of 
the study was 6.9 capsules per day of alprazolam (2.07 
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mg/day), 5.4 capsules per day of diazepam (27 mg/ 
day), and 6.8 capsules per day of placebo (F=6.09, 
df=2, 117, p<.01); i.e., patients took fewer capsules 
per day of diazepam than of alprazolam or placebo, a 
finding that correlates with the higher rate of individ- 
ual side effects with diazepam. 


Evaluation Forms 


Demographic data, medical and psychiatric history, 
and Covi scale ratings were obtained at the first visit. 
At all of the visits, we assessed vital signs, side effects, 
the three major target symptoms, and global severity 
of anxiety; made several assessments of global im- 
provement; and administered the Hamilton anxiety 
scale and the Hopkins Symptom Checklist. At the last 
study visit, a disposition form was completed on which 
several ratings of global improvement and drug prefer- 
ence ratings were recorded. For the Hamilton anxiety 
scale and the Hopkins checklist, factor scores were 
derived by dividing the total score for a given factor by 
the total number of items that were included in that 
factor. 


RESULTS 


The three treatment groups did not differ significant- 
ly in pulse rate, blood pressure, or routine laboratory 
values (i.e., CBC, SMA-12, and urinalysis) at the first 
visit or at subsequent visits. 

Side effects were recorded on a side effect checklist 
on which the physician was instructed to check off any 
symptoms or side effects present at each visit. This 
instruction caused many of the study physicians to 
record not only symptoms that the physician and 
patient attributed to the study medication but also 
symptoms related to the patient's anxiety. Therefore, 
of the five major checklist clusters, i.e., sedation, 
stimulation, CNS, autonomic nervous system, and 
miscellaneous, only the sedation cluster differentiated 
significantly between active drugs and placebo. At 1 
week, 28 of 53 patients (53%) taking alprazolam, 29 
of 45 patients (64%) taking diazepam, and 18 of 47 
patients (38%) taking placebo reported sedation 
(x^-6.33, df=2, p<.05); at 2 weeks, the respective 
percentages were 48% (N=26), 74% (N=32), and 
39% (N=18) (32211.98, df=2, p<.01), and the al- 
prazolam-diazepam difference reached significance 
(x*=5.82, df=1, p<.05). 

Analyses of covariance were conducted for each 
evaluation period and for treatment endpoint, which 
included all patients with 1-week data. As early as 
after 1 week of treatment, when the daily medication 
intake was 1.2 mg of alprazolam, 20 mg of diazepam, 
or 4 capsules of placebo per patient, both active drugs 
consistently produced significantly more improvement 
than placebo in physician- and patient-rated measures 
(e.g., Hamilton Rating Scale for Anxiety, Covi Anxiety 
Scale, Hopkins Symptom Checklist, global improve- 
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A CONTROLLED CLINICAL TRIAL OF ALPRAZOLAM 


TABLE 1. improvement at Treatment Endpoint for 151 Anxious Nonpsychotic Outpatients 


Score? at Last Visit 


Alprazolam Diazepam Placebo 
Score at Group Group Group 
First Visit (N=54) (N=45) (N=52) p 
Measure Mean SD Mean SD Mean SD Mean SD (df=2, 147) 
Global rating of psychopathology 4.05 .09 2,9544. .317 2.78 | .17 3.31 5 7.425 
Hamilton anxiety scale 
Anxiety factor 2.48 | .04 1.18 .12 1.24 .10 1.2. 12 7.18* 
Depression factor 1353  .105 61 .08 71  .08 1.19 .13 7.98» 
Emotional cluster 1.93 . .04 90 — .10 999 = .09 1.42 .12 7.08^ 
Somatization cluster 1.98 .04 53 .06 66 .08 1.01 .09 8.99% 
Totals 7a 403 68 06 80 = .07 119  ..09 9.15» 
Hopkins Symptom Checklist 
Depression cluster 221 OS 1.60 .07 1.76 = .08 1.83 . .08 2.654 
Anxiety cluster 244 6-404 1.49  .05 1.53 . .06 1.78 | .08 4.26* 
Global improvement 2.39 19 2.64  .19 3.39 322 7.90* 


aThe lower the score, the more the improvement. 
bp<.005. 


‘Multiplying the score by 14 provides the more conventionally used total score. 


dp«.10. 
ep«.025. 


ment), a finding observed in other studies involving 
benzodiazepines (9, 10). 

Our endpoint analysis provided results most repre- 
sentative of actual private practice (table 1). Again, 
significant differences in favor of both active drugs 
over placebo were evident in physician- and patient- 
rated outcome measures, including global improve- 
ment. Of the 14 individual Hamilton scale items, 
significant differences in favor of active drugs over 
placebo were found in 9 items, with an analysis of 
covariance procedure (df=2, 133). Significance levels 
are based on F ratios for adjusted posttreatment 
means. Both active drugs relieved such emotional 
symptoms as anxious mood (p<.002), tension 
(p<.002), fear (p«.002), and depressed mood 
(p<.02); such somatic symptoms of anxiety as insom- 
nia (p<.001), respiratory complaints (p<.05), and 
autonomic complaints (p<.05); and impaired intellec- 
tual functioning (p«.002) and observed behavior 
problems at interview (p«.003). 

At treatment endpoint, the physician-completed 
global improvement rating, with a score ranging from 
1 (marked improvement) to 5 (worse), clearly indicat- 
ed more marked to moderate improvement for patients 
taking either active drug (alprazolam, 39 of 51 or 
76%; diazepam, 33 of 43 or 77%) than for patients 
taking placebo (16 of 50 or 32%) (y?=27.31, df=2, 
p«.001). According to the patient's rating of whether 
or not he would like to stay on his study medication, 
patients preferred alprazolam the most (41 of 54 or 
76%) and placebo the least (16 of 49 or 3396), and 
diazepam assumed an intermediate position (25 of 45 
or 5696) (x^-19.47, df=2, p<.001). In a second 
preference rating comparing study drug to prior psy- 
chiatric drug, patients on either active drug (alprazo- 
lam, 20 of 37 or 76%; diazepam, 20 of 32 or 63%) 
preferred the study drug more often than did placebo 
patients (14 of 38 or 37%) (x^-11.99, df=2, p<.01). 
Both preference ratings may be considered indirect 
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measures of global satisfaction. Since these minor 
differences between both active drugs were obtained 
only in the patients! preference ratings but not in the 
Hamilton scale, Hopkins Symptom Checklist, and 
global ratings of improvement, we feel that the most 
reasonable interpretation for this observation is that 
the patients! preference ratings reflect not only clinical 
improvement but also the slightly lower incidence of 
sedation experienced with alprazolam. 

Finally, several factorial analyses of covariance were 
conducted for treatment endpoint to assess any possi- 
ble effects of initial levels of anxiety (as assessed with 
the Hopkins checklist anxiety factor) and depression 
(as assessed with the Hopkins checklist depression 
factor) as well as diagnosis (anxiety reaction versus 
anxiety reaction with depression) on treatment re- 
sponse. These factorial analyses (3 drugs X 2 psycho- 
pathology levels) clearly confirmed the results present- 
ed in table 1, namely, that both active drugs produced 
significantly more improvement than placebo irrespec- 
tive of initial levels of anxiety or of secondary depres- 
sion. No significant interactions between psycho- 
pathology and treatment were observed. 


COMMENTS 


Using primarily anxious patients from a family 
practice population for this study, we have confirmed 
earlier reports (2-4) of equal clinical efficacy for the 
triazolobenzodiazepine alprazolam and the 1,4-benzo- 
diazepine diazepam in alleviating symptonis of anxiety 
and of alprazolam producing slightly less sedation 
than diazepam. 
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The Sex of the Psychotherapist 


Jesse O. Cavenar, Jr., M.D., and David S. Werman, M.D. 


The autbors note tbe recent controversy about 
whether the sex of the psychotherapist is an 
important factor in the treatment of patients with 
certain neurotic and personality disturbances and 
suggest that much of the confusion is because 
supportive and insight-oriented psychotherapy are 
not clearly distinguished. After reviewing the relevant 
literature they present five clinical vignettes which 
suggest that the sex of the therapist is immaterial in 
insight-oriented psychotherapy and that attention to 
defenses, transference, and resistance remains the 
cornerstone of successful psychotherapy. (Am J 
Psychiatry 140:85—87, 1983) 


here have been many recent reports in the popular 

press, on television, and indeed in professional 
organization meetings that it may be dangerous to a 
woman’s mental health to consult a male psychiatrist. 
Conversely, a few scattered reports such as the recent 
paper by Chappell (1) have appeared that describe a 
trend for male patients to seek female psychiatrists; 
Chappell asserts that there are certain groups of men 
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for whom a female therapist may be more appropriate. 
She believes that schizoid men who have never had a 
relationship with a woman may do better with a 
female psychiatrist, as may those healthier males who 
might enter a competitive impasse with a male thera- 
pist. Chappell believes that female therapists tend to 
express competitive feelings differently than male ther- 
apists do and that a male patient will tend to share his 
vulnerabilities concerning competition more openly 
with a woman. 

Further, she notes that neurotic men who have a 
history of good feelings about their mothers and a 
background of closeness with women may feel more 
relaxed with a woman and therefore benefit more from 
seeing a female psychiatrist. Chappell describes still 
other male patients, such as those with negative feel- 
ings about their mothers, those who perceive women 
as having little authority, and those attempting to deal 
with issues of feminism, who she believes would 
benefit more from seeing a male psychiatrist. She 
concludes by noting that female therapists have a 
“caring, pat-on-the-back approach” and tend to use 
feelings and intuition to a greater extent than do male 
psychiatrists. 

Orlinsky and Howard (2) found that some single, 
depressed women felt more support and satisfaction 
with a female therapist, but there were no data to 
suggest that the treatment was more effective. David- 
son (3) found that half of the patients seeking psycho- 
therapy whom she studied had no preference as to the 
sex of the therapist: among the half who did have a 
preference, a male therapist was preferred by a two-to- 
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one ratio. Davidson drew no conclusion regarding the 
relationship between the sex of the therapist and the 
outcome of therapy. Blase (4) found that the sex 
composition of the patient-therapist dyad influenced 
expressed patient satisfaction but that it did not influ- 
ence overall improvement in the patient. Malloy (5) 
concluded that the sex of the therapist did not have a 
significant or differential therapeutic effect. Golden- 
holz (6) also reported that the sex composition of the 
therapeutic dyad had no significant effect on the 
outcome of psychotherapy. Gurri (7) concluded that 
male and female therapists were similarly effective 
with male and female subjects. 

We suggest that there is confusion and lack of clarity 
regarding Chappell’s study and the others noted above 
because the authors did not make clear whether they 
were speaking of supportive or insight-oriented psy- 
chotherapy. We believe that this is a very important 
variable to consider. In supportive psychotherapy, one 
is attempting to strengthen the patient’s defenses, to 
encourage repression, and to provide symptom relief 
or amelioration without expectation or anticipation of 
changing the basic character structure or resolving the 
basic conflicts. Identification with the therapist is 
encouraged; it is aided by the therapist’s taking an 
active role in helping the patient seek solutions to his 
or her difficulties and maintaining a positive rapport 
and relationship with the patient. It may be that 
various personality features of the therapist, such as 
being a warm, friendly, honest, outgoing person, are 
important for conducting effective supportive psycho- 
therapy. Likewise, the sex of the therapist may be of 
some importance in encouraging identification with 
the therapist; however, to our knowledge there are no 
studies that demonstrate this. 

By contrast, in insight-oriented psychotherapy, the 
goals are more ambitious: to help the patient achieve 
greater self-awareness and self-understanding and to 
effect some degree of personality change. The main 
avenue for achieving these goals is to make conscious 
the conflicts that have been unconscious, with the 
patient then achieving a better integration of those 
conflicts. Resolution of major unconscious conflict, 
leading to more freedom of choice, unhampered by 
neurotic processes, remains the overall goal. Our expe- 
rience leads us to believe that the issue of the sex of the 
therapist is more apparent than real in insight-oriented 
psychotherapy; it is quite limiting to focus on the 
therapist’s sex, because this does not take cognizance 
of the transference, resistance, and defenses that are 
operative in every patient who consults a psychothera- 
pist, although these are dealt with differently depend- 
ing upon the type of psychotherapy that is done. The 
purpose of this paper is to present brief clinical vi- 
gnettes of 5 patients in insight-oriented psychotherapy 
or psychoanalysis that demonstrate the manner in 
which the patient's perception of the problem 
changed; to illustrate the defensive and resistant nature 
of the original symptom or parental conflict and its 
emergence in the transference; and finally, to discuss 
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the implications of the finding in regard to the choice 
of a male or female therapist. 


CASE VIGNETTES 


Case 1. Ms. A, a 28-year-old married woman, sought 
psychiatric evaluation because of feelings of chronic dissatis- 
faction and unhappiness. She related that she had been raised 
as the youngest child in a family where the mother was seen 
as masochistic, hysterical, and immature. She felt that her 
difficulties stemmed from her relationship with her father, 
whom she remembered as impulsive, immature, and angry. 
He had died 9 years before her evaluation, yet she reported 
that she still dreamed of him about once a week. In the 
recurring dream, she would tell her father that she was glad 
he was dead and could not bother her anymore. 

Since the recurring dream seemed very transparent and too 
straightforward, it was suspected that the major problem 
focused on the opposite parent. Indeed, by the fifth inter- 
view, Ms. A reported that she had had a nightmare in which 
she attacked her mother and that she now suspected that 
most of her conflict was with her. This was subsequently 
borne out. In this example the seeming clarity of conflict 
with one parent, as manifested by the dream, was a displace- 
ment to disguise the object of the real conflict. 


Case 2. Mr. B, a 30-year-old married professional man, 
began psychoanalysis with a male analyst because he felt that 
he was not living up to his potential and because of marked 
conflict with his father. His mother was not mentioned in the 
diagnostic hours. Mr. B's adolescence had been stormy, with 
many conflicts with his father about grooming, religion, and 
the father's perceived need to be continually in the spotlight. 
The initial transference reactions were those of the perceived 
relationship with the father; after some 20 hours of treat- 
ment, however, material strongly indicative of marked con- 
flict with what Mr. B felt were controlling, hostile, masochis- 
tic women began to emerge rapidly. It became apparent to 
him that the thrust of the conflict was not with his father but 
with his mother, and that he had defensively identified the 
problem as being with his father because of the almost 
unbearable feelings engendered by becoming aware of the 
conflict with his mother. 

In this patient, the conflict with the opposite parent was 
not deeply unconscious; it was preconscious but had been 
displaced from its original source. Thus, the focus of the 
conflict changed early in the course of treatment. 


Case 3. Mr. C, a 25-year-old single professional man, 
entered psychoanalysis with a male psychoanalyst with the 
complaint of being too competitive with other men. The 
competition was perceived by the patient to be so intense 
that it destroyed any possibility for developing solid relation- 
ships with other men and had destroyed his relationship with 
his father. He described his father as rigid, unyielding, 
tyrannical, and abusive; Mr. C and his father had been 
intensely competitive until the father's death. He character- 
ized his mother, on the other hand, as a “perfect lady who 
did everything" for her children. Toward her he manifested 
only markedly positive feelings. 

The initial transference reactions were those of intense 
competitive strivings with the analyst, punctuated by dreams 
of destroying him. He expressed strong feelings of hate and 
rage. Ás these reactions and feelings were ultimately under- 
stood and worked through, it became apparent that they 
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represented a powerful defense against an intense desire to 
have a warm, caring relationship with a male figure. As the 
treatment progressed, the patient became aware of his strong 
feelings of hostility toward women; as this was understood, 
it was clear that his rage toward his mother stemmed from 
her seductive and manipulative behavior and her encourage- 
ment of dependency in him. As the hostility toward women 
was worked through, Mr. C became capable of having 
tender relationships with women and was able to develop 
rich relationships with men. 

During the termination phase the patient remarked that it 
was rather surprising that, although he had begun psycho- 
analysis thinking that his major problem was with his father, 
he now had very positive memories of him. Similarly, his 
understanding of his relationship with his mother was totally 
different: he now recognized that she was a reasonable 
person but not the “perfect lady” whom he had envisioned 
before psychoanalysis. He could now identify feelings of 
appropriate anger and irritation toward women and deal 
with them in a reasonable manner. 


Case 4. Ms. D, a 24-year-old female graduate student, 
consulted the student mental health service at her university 
because of frustration with her graduate work and conflict 
with her mother; she felt that her mother was just a passive 
housewife, subservient to her husband and opposed to her 
daughter’s professional ambitions. After a diagnostic evalua- 
tion by a male psychiatry resident, Ms. D was referred to a 
female resident for insight-oriented psychotherapy, with the 
stated assumption that, since most of her difficulty was with 
her mother, she would profit more from psychotherapy with 
a female therapist. 

Ms. D was seen in psychotherapy for over 2 years. The 
bulk of the work centered on her perception of men and her 
conflict with her father and other male authority figures. At 
no time did it appear that these problems would not have 
become conscious and not have been worked through if the 
therapist had been male. 


Case 5. Mr. E, a 30-year-old professional man, began 
psychoanalysis because of generalized anxiety, chronic de- 
pression, career dissatisfaction, and overt conflict with his 
father. He described his mother as “great” and recognized no 
conflict with her. The analysis was classical and revealed 
marked conflict with his father, primarily on oedipal-level 
issues. However, when the deepest level of regression was 
reached in treatment, it became apparent to Mr. E that most 
of his difficulties were centered on his early relationship with 
his mother. As these conflicts with his mother were worked 
through and understood, Mr. E realized that his relationship 
with his father had, in fact, been quite good. The treatment 
went on to a successful conclusion, and when he was seen in 
a follow-up visit; Mr. E continued to express amazement 
over the fact that he had begun psychoanalysis with the idea 
that his main difficulties were with his father, only to find 
later that this was not so. 


CONCLUSIONS 


These vignettes, while not intended to be exhaustive 
case studies, illustrate certain points that we feel 
should be reiterated. The case of Ms. A highlights the 
defensive aspects of dream work and of the defense 
mechanism of displacement. Without having an appre- 
ciation of these defenses, one might assume that Ms. A 
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was simply aware of her conflicts and that they were 
relatively transparent. Erroneous treatment decisions 
could be formulated as a result of such a misunder- 
standing. The case of Mr. B demonstrates that al- 
though consciously perceived conflicts may be acted 
upon and acted out, the deeper unconscious conflict 
may remain unconscious. The case again demonstrates 
the nature of displacement, not in a dream but between 
two external objects. The cases of Mr. C and Mr. E 
illustrate that only by working through a variety of 
defenses can the real neurotic issue be found. This is 
not to say that neither of these individuals had con- 
flicts with his father; indeed, both of them did, but the 
more significant issues were with the opposite-sex 
parent. If either of these cases had been viewed solely 
from the aspect of the presenting problem, the most 
significant disturbance would have been missed. Final- 
ly, the case of Ms. D illustrates a situation in which a 
conscious treatment decision was made based on evi- 
dence presented at the initial evaluation. While thai 
decision was not necessarily erroneous, there is little to 
support the notion that the decision was advantageous 
to either the patient or the therapist. 

We suggest that the changing of the focus of the 
conflict with these patients is of clinical importance. 
Ms. A could have been referred to a female therapist 
on the basis of the apparent conflict with her father; 
while such a referral might have been successful, the 
reason for making it would have been erroncous. The 
same could be said of each of the other cases presented. 

We believe that the important issue is not whether 
the therapist is male or female but that insight-oriented 
psychotherapy be conducted with due regard for de- 
fenses, resistance, and transference reactions. If the 
therapist has previously worked through his or her 
own attitudes, he or she will be aware of countertrans- 
ference reactions and deal appropriately with them. 
We suggest that treatment, if properly conducted, can 
proceed to a satisfactory conclusion and resolution 
regardless of the sex of the therapist. 
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The Dexamethasone Suppression Test: 
Identification of Subtypes of Depression 


Alan F. Schatzberg, M.D., Anthony J. Rothschild, M.D., Julie B. Stahl, 
Thomas C. Bond, M.D., Alan H. Rosenbaum, M.D., Sten B. Lofgren, M.D., 
Robert A. MacLaughlin, M.S., Mary Anna Sullivan, M.D., and Jonathan O. Cole, M.D. 


In this study mean 4 p.m. cortisol levels were 
significantly higher in patients with major depression 
than in control subjects or in patients with bipolar 
depression or dysthymic-related disorders. Moreover, 
the distribution of values differed significantly among 
groups. Eighteen of 45 patients with major 
depression had cortisol levels of 10 wg/dl or more, 
compared with 2 of 20 bipolar depressed patients 
and 0 of 31 controls. Patients with very high cortisol 
levels (15 g/dl or more) tended to fulfill criteria for 
major depression with mood-congruent psychosis. 
The distribution of values in the major depression 
group also suggested the existence of three major 
subgroups. The authors discuss the implications of 
these data. (Am J Psychiatry 140: 88—91, 1983) 


Li recent years the dexamethasone suppression test 
(DST) has become a routine clinical test for the 
diagnosis of endogenous depression or melancholia in 
many psychiatric centers (1, 2). The test has been used 
primarily to discriminate between patients who sup- 
press their cortisol production during the 24 hours 
after a test dose of dexamethasone and those who do 
not, with the implication that patients who are non- 
suppressors tend to have an endogenous depression. 

Further, differences in the percentage of patients 
who fail to suppress have been observed in studies on 
subgroups of depressed patients defined by family 
history (3—5) as well as in studies comparing psychotic 
and nonpsychotic depressed patients (5—8). The fre- 
quency of nonsuppression has not been found to be 
markedly different between unipolar and bipolar de- 
pressed patients (3, 9). 
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However, less attention has been paid to exploring 
the use of the DST to discriminate subtypes of depres- 
sive illness by using ranges of postdexamethasone 
cortisol levels rather than suppression or nonsuppres- 
sion alone. In this paper we present our experience 
with 88 patients treated at McLean Hospital and 31 
control subjects studied at the Mayo Clinic in an 
attempt to investigate whether postdexamethasone 
cortisol levels obtained at 4 p.m. may help to discrimi- 
nate among subtypes of depressed patients. 


METHOD 


This study included 88 patients (61 women and 27 
men) treated at McLean Hospital. Patients ranged in 
age from 15 to 79 years, with a mean age (+SD) of 
39.0:: 16.0 years. Seventy-seven of the subjects were 
inpatients at the time of the study, and 11 were 
outpatients. All patients were seen by a member of our 
treatment/research group during their hospital stay. 
Inpatients were hospitalized primarily on two units 
that were under the direct administration of two of us 
(A.ES. and T.C.B.). 

For the purposes of this study, diagnoses were made 
according to DSM-III criteria. Patients were included 
in the study if they met the criteria for any of the 
following: major depressive disorder, bipolar depres- 
sive disorder, dysthymic disorder, situational disorder 
with depressed mood, and borderline personality orga- 
nization. In order for a patient to be included in the 
study, there had to be agreement of at least two 
clinicians as to the diagnosis; in cases of disagreement, 
patients were excluded from the study. For purposes of 
data analysis, patients whose primary diagnosis was 
situational reaction with depressed mood, borderline 
personality organization, or dysthymic disorder were 
combined into one group—dysthymic disorder/oth- 
er—to make comparisons feasible. Patients who had a 
bipolar or major depressive disorder but who also met 
criteria for borderline personality or dysthymic disor- 
ders were included in the bipolar or major depressive 
disorder group and not in the borderline personality 
group. Patients were excluded from the data analysis if 
they had shown a substantial change in mood 2 weeks 
before or after the DST. This was done to avoid 
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including rapid-cycling bipolar patients or other pa- 
tients whose clinical condition was changing markedly 
and in whom dexamethasone test results might reflect 
an upcoming switch in the phase of their illness, as 
previously reported by our group (10). 

Patients were also excluded from the study if they 
had a significant or contributing medical, neurological, 
or endocrinological illness or if they received any of the 
medications that have been implicated in causing false- 
positive or false-negative DST results; these medica- 
tions include phenytoin, thyroid hormone prepara- 
tions, reserpine, narcotic agents, and high-dose benzo- 
diazepines (1). In addition, we excluded any patients 
receiving electroconvulsive therapy or hormonal prep- 
arations, including birth control pills, although these 
agents may not affect the DST. Any individual who had 
abused alcohol or drugs in the previous month was 
also excluded to avoid including patients who might be 
in any form of drug or alcohol withdrawal (1). 

Plasma cortisol levels were also obtained from a 
series of 31 medically and psychiatrically healthy 
control subjects (14 men and 17 women) whose ages 
ranged from 20 to 78 years (mean age+SD= 
48.3+18.1 years). All controls had been free of all 
psychoactive medications as well as any drugs known 
to affect the DST (1) for at least 2 weeks before being 
studied at the Mayo Clinic. Cortisol levels were deter- 
mined in the same laboratory that determined the 
plasma cortisol levels of our McLean Hospital pa- 
tients. Control subjects were carefully screened to rule 
out a history of psychiatric illness either in themselves 
or in their first-degree relatives. 

All subjects received 1 mg of dexamethasone at 11 
p.m. In all cases, the administration and taking of 
dexamethasone were reviewed and verified by discus- 
sion with the subject and/or by a review of the doctor’s 
orders and nurses’ charting sheets. Blood samples for 
plasma cortisol determinations were obtained at 4 
p.m. on the day following the 11 p.m. taking of the 
dexamethasone. Plasma cortisol levels were deter- 
mined by radioimmunoassay using an l!” antibody 
(Ventre/Sep Radioimmunoassay, Ventrex Laborato- 
ries, Portland, Me.). The interassay coefficient of varia- 
tion for 43 consecutive assays of a normal plasma pool 
was +11.9%. The intraassay coefficient of variation 
for the low cortisol control pool (mean, 1.6 wg/dl) was 
19.6%; for the medium cortisol control pool (mean, 
13.2 ug/dl) it was +5.7%; and for the high cortisol 
control pool (mean, 29.1 ju g/dl) it was +7.0%. 

Data were analyzed using chi squares, the Statistical 
Package for Social Sciences, and Biomedical Computer 
Program Series-P programs for analysis of variance. 


RESULTS 


Applying the criterion for nonsuppression proposed 
by Carroll and associates (1)—a postdexamethasone 
cortisol level of 5 g/dl or more—we found that only 1 
of our 31 controls (3%) failed to suppress, in contrast 
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to 41 of the 88 patients (47%). As expected, non- 
suppression was more common in the major depressed 
(61%) and bipolar depressed (3596) groups than in the 
dysthymic disorder/other group (1696). Fifty-four per- 
cent of the combined group of major and bipolar 
depressed patients failed to suppress. 

Àn analysis of variance conducted on 4 p.m. post- 
dexamethasone cortisol levels in the 3 patient groups 
and the control group (df=3) revealed significant 
differences among the groups. The mean (X SD) 4 p.m. 
postdexamethasone cortisol level for major depressed 
patients (8.86.7 wg/dl) was significantly higher than 
that seen in bipolar depressed patients (4.34.1 wg/dl, 
p<.05), dysthymic disorder/other patients (2.9+1 wg/ 
dl, p<.05), or control subjects (2.4 1.7 g/dl, p<.05). 
In contrast, significant differences were not found 
when the bipolar depressed, dysthymic disorder/other, 
and control groups were compared. The differences in 
cortisol values between the major depression, bipolar 
depression, and control groups were not due to age, 
since there were no significant differences in the mean 
ages (+SD) among these groups (major depression 
group, 41.7+16.6 years; bipolar depression, 39.9 
+17.3 years; and controls, 48.3+18.1 years). The 
mean age of the dysthymic group (32.7+11.9 years; 
was significantly lower (p«.05) than that of the con- 
trols and of the patients with major depression. 

An examination of the distribution of plasma corti- 
sol levels revealed distinct differences among the 4 
groups. Although there were similarities between thc 
control and dysthymic disorder/other groups, a wider 
range of values was observed in the major depression 
group, with clusterings around 2 ug/dl, 10 we/dl, and 
15 pg/dl. Distribution of values in the bipolar group 
suggested clusters at or about 2 pg/dl and 5 mg/dl (sec 
figure 1). 

A chi-square analysis of the distribution of values in 
the major depression, bipolar depression, and control 
groups revealed significant differences (see table 1). Of 
the 45 patients with major depression, 18 had cortisol 
levels of 10 ug/dl or more. In contrast, only 2 of the 20 
bipolar patients and none of the controls had values in 
this range. Further, whereas 9 of the 45 patients with 
major depression had cortisol levels of 15 g/dl or 
more, only 1 bipolar depressed patient had a similarlv 
high level. 

À review of the case histories indicated that those 
patients with major depression and with very high 
plasma cortisol levels (15 g/dl or more) had a propen- 
sity for exhibiting mood-congruent psychotic features, 
e.g., nihilistic delusions, at the time of study. For 
example, of the 9 major depressed patients with plas- 
ma cortisol levels of 15 «g/dl or more, 7 showed 
psychotic features; and all 6 with plasma cortisol levels 
of 17 g/dl or more were psychotic. In contrast, of the 
remaining 36 patients with major depression whose 
plasma cortisol levels were less than 15 ug/dl, only 7 
showed psychotic features (y2=11.4, df=1, p<.001). 

A 2X2 analysis of variance was also conducted 
comparing psychotic patients with major depression 
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FIGURE 1. Distribution of 4 p.m. Postdexamethasone Plasma 
Cortisol Levels in Subgroups of Depressed Patients and Controls 
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TABLE 1. Postdexamethasone Plasma Cortisol Levels in Control, 
Major Depression, and Bipolar Depression Groups 


Number of Subjects in Group* 


Major Bipolar 
Control Depression Depression 
Plasma Cortisol Level (N=31) (N=45) (N=20) 
Less than 5 pg/dl 30 17 13 
5~10 pe/dl 1 10 5 
10 ug/di or more 0 18 2 


ay? = 30.8, df=4, p<.001. 


(N=14), nonpsychotic patients with major depression 
(N=31), psychotic patients with bipolar depression 
(N=8), and nonpsychotic patients with bipolar depres- 
sion (N=12). This analysis revealed a significant dis- 
ordinal interaction between psychosis and diagnostic 
group (p<.001), with the following mean (+SD) 4 
p.m. cortisol levels for the 4 groups: major depression, 
psychotic (13.49%8.12 ug/dl); major depression, 
nonpsychotic (6.71+4.83 jg/dl); bipolar depression, 
psychotic (2.06+1.51 wg/dl); and bipolar depression, 
nonpsychotic (5.76+4.60ug/dl). 


DISCUSSION 


The percentage of patients who failed to suppress in 
the combined group of major and bipolar depressed 
patients was similar to that previously found in several 
studies (1-3) but higher than that recently reported by 
Amsterdam and associates (11) for a group of de- 
pressed outpatients. It is conceivable that differences in 
type or severity of depression (e.g., in our study 88% 
of the subjects were inpatients) could account for these 
differences. The percentage of our control subjects 
who failed to suppress (3%) was similar to that in 
Carroll and associates’ controls (1) but considerably 
lower than the 15% recently reported by Amsterdam 
and associates (11). 

Previous studies in the literature have generally 
failed to find significant differences between unipolar 
and bipolar patients in 4 p.m. postdexamethasone 
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cortisol levels (3, 9); however, in one small study, 
Papakostas and associates (12) found that 14 of 20 
unipolar depressed patients were nonsuppressors, in 
contrast to 0 of 4 bipolar depressed patients. In our 
study a higher percentage of unipolar (61%) than of 
bipolar (3596) depressed patients were nonsuppressors 
at 4 p.m. The percentage of bipolar patients in our 
study who failed to suppress was considerably lower 
than that in the study of Schlesser and associates (3). 
Although the mean 4 p.m. cortisol level was signifi- 
cantly higher in our major depressed than in our 
bipolar depressed group, this difference appeared to be 
largely due to a group of major psychotic depressed 
patients with very high 4 p.m. cortisol levels. In 
contrast to very elevated cortisol levels in psychotic 
patients with major depression, psychotic patients 
with bipolar depression had lower cortisol levels than 
did nonpsychotic bipolar patients. However, our bipo- 
lar psychotic group was relatively small (N=8), in part 
due to our exclusion criteria, which eliminated from 
our study any patient with a mixed affect state or any 
current signs of hypomania or mania. It is thus con- 
ceivable that some bipolar psychotic patients may 
demonstrate high postdexamethasone cortisol levels. 

Our impression was that many of our psychotic 
depressed patients were severely depressed, but since 
severity measures (e.g., Hamilton Rating Scale for 
Depression) were not incorporated routinely into this 
study, we were unable to determine whether the 
psychotic depressed patients were, overall, more se- 
verely depressed than the nonpsychotic depressed pa- 
tients. Further studies are thus required and are in 
progress to potentially separate out severity of depres- 
sion and psychosis. Still, the findings in this study 
again suggest that there are biological differences 
between major (unipolar) and bipolar depressed pa- 
tients (13), particularly between major (unipolar) and 
bipolar psychotic depressed patients. Further studies 
are required to ferret out the abnormalities of specific 
biological or neurochemical systems or combinations 
of systems that underlie these differences (e.g., acetyl- 
choline, dopamine, and norepinephrine). 

In our study the frequency of nonsuppression (10 of 
14, or 71.496) was slightly higher in the psychotic 
patients with major depression than in the nonpsy- 
chotic patients with major depression (18 of 31, or 
58.196). The frequency of nonsuppression in our psy- 
chotic group was similar to that previously reported by 
Carroll and associates (8) and Rudorfer and associates 
(5) in their studies on unipolar psychotic depressed 
patients. Further, these data support the rapid eye 
movement sleep studies of Kupfer and associates (14), 
which also indicated psychotic depressed patients 
could be discriminated on the basis of other biological 
measures. 

Our observations of differences among patients with 
major depression, patients with bipolar depression, 
and controls were not due to differences in age, since 
there were no significant differences in age between the 
three groups. In addition, an analysis of variance 
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indicated that the very high cortisol levels in the 
unipolar psychotic group were not due to age, since the 
mean age (+SD) of this group (44.7: 17.0 years) was 
not significantly different from that of the controls 
(48.3+18.1 years) or the bipolar psychotic depressed 
patients (33.5+16.2 years). However, since the sub- 
groups of psychotic depressed patients were relatively 
small, and since our study included relatively few 
patients over 60 years of age, further studies are 
required to answer clearly any questions regarding the 
relationship between age and the results on the DST. 
The high postdexamethasone cortisol levels in our 
psychotic group with major depression also did not 
appear to reflect a nonspecific effect due to psychosis, 
since a study on a group of McLean Hospital schizo- 
phrenic patients has failed to indicate similarly high 
postdexamethasone cortisol levels (15). 

In addition to the psychotic group with major 
depression that had postdexamethasone cortisol levels 
of 15 g/dl or more, the distribution of postdexameth- 
asone cortisol levels suggests two other possible major 
subgroups with cortisol levels at or about 2 g/dl and 
10 g/dl. Further research is needed and is in progress 
to determine whether postdexamethasone cortisol lev- 
els can help to define distinct biological subgroups that 
may also be discriminated on the basis of other 
biological measures, clinical characteristics (including 
severity of illness), and response to treatment. Howev- 
er, data in this study do suggest that 4 p.m. postdexa- 
methasone cortisol levels may help to identify sub- 
groups of unipolar depressed patients, particularly a 
subgroup of psychotic patients with major depression. 
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CSF CORTISOL 


CSF Cortisol in Patients With Depression, Mania, or 
Anorexia Nervosa and in Normal Subjects 


Robert H. Gerner, M.D., and Jeffery N. Wilkins, M.D. 


The authors studied CSF cortisol in 30 depressed 
patients, 10 manic patients, 21 women with anorexia 
nervosa, and 22 normal control subjects. All patients 
were also rated on a global severity scale for mania 
or depression. Results indicated higher CSF cortisol 
levels in all three patient groups than in the control 
group. Only the depressed group had a significant 
positive correlation between CSF cortisol and severity 
ratings. The authors recommend further research into 
the hypothalamic mechanisms associated with 
cortisol secretion and regulation. (Am J Psychiatry 
140:92—94, 1983) 


tudies examining hypothalamic-pituitary axis dys- 

function in depressive disorders found hypersecre- 
tion of cortisol in a significant percentage of depressed 
patients but not in patients with schizophrenia, per- 
sonality disorders, or neurotic depression (1). This 
increased corticoid state was not thought to be related 
to nonspecific stress, and its relationship to CNS 
function is not clear. Traskman and associates (2) and 
Carroll and associates (3) have shown a high correla- 
tion between CSF cortisol and peripheral cortisol 
measured in plasma and urine; they reported higher 
CSF cortisol levels in 19 in depressed patients than in 
30 normal and 14 nonaffectively ill psychiatric pa- 
tients. Coppen and associates (4) and Jimerson and 
associates (5) failed to find differences in CSF cortisol 
among 23 depressed, 16 manic, and 18 neurological 
patients and 18 depressed, 14 schizophrenic, and 6 
personality disordered patients, respectively. To our 
knowledge patients with primary anorexia nervosa 
have not been examined for CSF cortisol, although 
such patients have been shown to have hypersecretion 
of cortisol as measured by the dexamethasone suppres- 
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sion test (6). In order to elucidate the role of cortisol in 
psychiatric disorders, we compared CSF cortisol levels 
in 83 rigorously diagnosed, medication-free depressed, 
manic, anorexia nervosa, and normal subjects. 


METHOD 


We studied 22 normal individuals on a research unit 
who had no medical or past or current psychiatric 
diagnoses and who were drug-free. None of the nor- 
mal subjects had any family history suggestive of 
psychiatric illness. We also studied 30 depressed male 
and female inpatients diagnosed according to RDC (7) 
as having major unipolar or bipolar affective disorder 
and who were drug-free for at least 1 week. An 
additional 10 patients diagnosed by RDC as bipolar I 
or bipolar II, manic, were studied; 1 had been lithium- 
free for 7 days and the other 9 had been unmedicated 
for several weeks. These 10 manic patients differed 
from the other subjects in that they had not slept 
consistently for 6 hours before lumbar puncture; how- 
ever, the nursing staff was able to keep them in a 
horizontal position for most of the night. We tested 21 
women who met the Feighner criteria for primary 
anorexia nervosa (7), who were drug-free for at least 7 
days, and who weighed less than 80% of ideal body 
weight at the time of lumbar puncture (mean=68%) 
and had gained .45—2.25 kg in the hospital; 13 of these 
anorectic women were subclassified as having a sec- 
ondary depression (DSM-III). 

All patients (N=61) were rated before lumbar punc- 
ture by a psychiatrist (R.H.G.) on a global severity 
scale for mania or depression (8). The anorectic pa- 
tients were also rated on a 3-point global severity scale 
devised to rate the patients’ pathological anorectic 
behavior rather than their weight loss or duration of 
illness, both of which were assessed separately. All 
subjects were barefoot when their height was mea- 
sured. All subjects had lumbar puncture by standard 
technique (9) between 7:30 a.m. and 8:30 a.m. after 
written informed consent was obtained. Lumbar punc- 
ture was done after the patient had had 6 or more 
hours of bed rest, after he or she had fasted overnight, 
and with the patient in the lateral decubitus position. 
The initial 12-cc sample was collected on wet ice and 
frozen at —80?C within 1 hour. CSF 5-hydroxy- 
indoleacetic acid (5-HIAA) was analyzed by high 
pressure liquid chromatography with techniques de- 
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TABLE 1. CSF Cortisol Levels in Depressed Patients, Manic Pa- 
tients, Women with Anorexia Nervosa, and Normal Control Subjects 





CSF Cortisol 
Level (ng/ml) 


Diagnosis N Mean SE 
Normal 22 6.62 42 
Normal women less than 36 years of age 10 6.46 71 
Depression® 30 10.7 63 
Agitated 10 12.2 1.4 
Retarded 18 10.0 .67 
Bipolar 6 10.7 1.24 
Unipolar 22. 10.95 .8 
Mania? 10 8.5 6 
Anorexia nervosa* 21 11.3 78 
Depressed 13 10.69 ae 
Nondepressed 8 12.33 1,64 


“Only 28 of the 30 depressed patients could be dichotomized into these 
subcategories. CSF cortisol levels were significantly higher in the depressed 
group than in the normal (t=4.975, df=51, p<.001) and the manic 
(t=2.218, df=29, p<.05) groups. 

bCSF cortisol levels were significantly higher in manic patients than in normal 
subjects (t=2.059, df=31, p<.05). 

*CSF cortisol levels were significantly higher in women with primary anorexia 
nervosa than in younger normal women (t=3.919, df=30, p«.001). 


scribed previously (10). Cortisol in CSF was quantified 
with a homologous radioimmunoassay described by 
Ruder and associates (11); no attempt was made to 
distinguish between bound and free cortisol. The sam- 
ples were lyophilized and concentrated 10-fold before 
analysis in order to place the values in a more reliable 
range of the standard curve. Standard and control 
samples treated in the same manner manifested antici- 
pated values. In order to eliminate bias, samples were 
coded and analyzed blind to diagnosis. Statistical 
analysis was by Pearson product-moment correlation 
and Student’s t test, which compared each group to 
appropriate normal controls. All p values were two- 
tailed. We compared a subgroup of 10 normal women 
under 36 years of age with the 21 women with 
anorexia nervosa. 


RESULTS 


CSF levels of cortisol are shown in table 1 for the 
various groups. Depressed patients had significantly 
higher cortisol levels than normal subjects (p<.001); 
manic patients had lower cortisol levels than the 
depressed patients (p<.05) but higher than normal 
subjects (p<.05). The women with anorexia nervosa 
had significantly higher cortisol levels than the young- 
er normal women (p<.001). Correlation of CSF corti- 
sol with severity ratings of the disorders revealed a 
significant positive correlation in the depressed group 
only (r=.592; p=.01). We found no correlation of 
height with cortisol levels in our 30 depressed or 22 
normal patients and no correlation of cortisol levels 
with CSF 5-HIAA in 21 normal subjects (r=.04) and in 
27 depressed patients (r=.053), nor did we find any 
significant differences or trends in CSF cortisol levels 
when we divided the depressed patients into unipolar, 
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bipolar, agitated, and retarded subgroups. We found 
no significant differences in CSF cortisol levels between 
the depressed anorectic women and the nondepressed 
anorectic women. 


DISCUSSION 


Our findings basically support and extend the re- 
ports of Traskman and associates (2) and Carroll and 
associates (3) that CSF cortisol is high in depression. 
Unlike Traskman and associates, we found no correla- 
tion between cortisol and height or 5-HIAA in our 30 
depressed or 22 normal subjects. Like Carroll and 
associates, we found a correlation of CSF cortisol with 
severity of depression. We hypothesize that Coppen 
and associates' negative findings (4), in contrast to our 
findings, were due to the lack of control for time of day 
of the lumbar puncture in their study; diurnal change 
of cortisol levels in plasma and CSF may have hidden 
significant differences between their groups. 

The fact that we used normal subjects as controls 
precludes us from directly comparing our findings with 
those of Jimerson and associates (5), who did not study 
normal subjects. Although they reported that the corti- 
sol levels of depressed patients did not differ from 
those of patients with schizophrenia or personality 
disorder, it is possible that all three groups had higher 
than normal CSF cortisol levels; however, we think it 
unlikely that patients with schizophrenia or personal- 
ity disorder would have high CSF cortisol, because 
they do not have cortisol hypersecretion as measured 
by the dexamethasone suppression test (1). To our 
knowledge, our finding of higher cortisol in patients 
with mania and in patients with anorexia nervosa than 
in normal subjects has not previously been reported. 

CSF measures of cortisol may be a very stable 
indicator of longstanding hypothalamic-pituitary-ad- 
renal (HPA) activity and therefore particularly suited 
as a diagnostic marker for HPA function in pathophys- 
iology and psychopathology. Although there is a posi- 
tive correlation between CSF and plasma protein- 
unbound cortisol (12), there is a pronounced lag time 
of equilibration between blood and CSF cortisol: 
therefore, it is likely that cortisol in CSF is not as 
subject to the transient changes seen in cortisol in the 
periphery. Cortisol, unlike most of the steroids, is not 
lipophilic and is retarded in the rate of free diffusion. 
the primary mode of transport of steroids in mem- 
branes, through the blood-brain barrier and out of the 
CNS. Using the Oldendorf technique (13) for the 
quantification of first-pass uptake of cortisol by the 
brain, Pardridge and Mietus (14) found 1.4%+.3% 
uptake for cortisol contrasted with 85% for testoster- 
one and 39% for corticosterone. This disparity in 
membrane transport of cortisol compared with other 
steroids also exists in other tissues but is most pro- 
nounced in brain (15). However, as discussed by 
Marynick and associates (12), other unknown factors 
besides plasma protein binding and lipid solubility 
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influence CNS accumulation of steroids. Although a 
single CSF cortisol value, if controlled for time of day 
and other conditions, may represent a substantial time 
period of HPA activity, the observed alteration of CSF 
cortisol may also reflect phase shifts of diurnal cortisol 
rhythms in these disorders, 

High cortisol levels have been suggested to play a 
part in depressive dysphoria, and we, like Carroll, 
found a correlation of cortisol levels and depressive 
severity. Our finding of high cortisol in manic patients, 
in nondepressed anorectic women, and in depressed 
anorectic women suggests that the hypersecretion of 
cortisol is not etiologically related to the specific 
affective behavioral state of dysphoria or depression 
but possibly to a hypothalamic disturbance in both 
affective disorder and anorexia nervosa. Anorectic 
subjects are similar to depressed subjects in several 
biochemical respects; it has been suggested that ano- 
rexia nervosa is a subgroup of the affective disorders 
because anorectic patients develop depression later in 
life (16) and have abnormal dexamethasone suppres- 
sion tests (6, 17) and low urinary MHPG (6, 18, 19). 

Higher than normal cortisol levels may play a role in 
producing these illnesses or as a compensatory reac- 
tion to normalize the ill state by altering neurotrans- 
mitters hypothesized to regulate mood. Cortisol and 
other corticoids may alter catecholaminergic and cho- 
linergic neurotransmitter systems, which are related to 
modulation of affect. Schubert and associates (20) 
have shown that hydrocortisone and dexamethasone 
stimulate tyrosine hydroxylase activity 5-fold and 2- 
fold, respectively, over baseline, and inhibit the key 
rate-limiting synthetic enzyme for acetylcholine, cho- 
line acetyltransferase, 5-fold and 6-fold, respectively. 
Other steroids (11-deoxycortisol, testosterone, and 
estradiol) had no effects on mood-regulating neuro- 
transmitters. Thus, we hypothesize that high CSF 
levels of cortisol may alter homeostatic balances of 
neurotransmitter systems within the brain. Further 
research on cortisol secretion and regulation needs to 
focus on repeated measurement after the patients 
recover. 
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WOOD, WENDER, AND REIMHERR 


The Prevalence of Attention Deficit Disorder, Residual Type, 
or Minimal Brain Dysfunction, in a Population of 
Male Alcoholic Patients 


David Wood, M.D., Paul H. Wender, M.D., and Fred W. Reimherr, M.D. 


The authors assessed the prevalence of attention 
deficit disorder, residual type, in a population of 
young adult male alcoholic patients in two residential 
alcohol treatment programs. They found the 
prevalence of the disorder in this sample to be 33% 
and hypothesize that attention deficit disorder in 
childbood (and adulthood) may be associated with 
an increased risk for the development of alcoholism. 
If substantiated, this finding could be of theoretical 
and therapeutic importance. (Am J Psychiatry 
140:95—98, 1983) 


Icoholism is widely recognized as existing in a 

primary form and in a secondary form (in which 
it is associated with other psychiatric disorders). There 
is a familial association between alcoholism, mood 
disorders, antisocial personality, and hyperactivity 
(minimal brain dysfunction or attention deficit disor- 
der) (1—4). 

A number of studies, employing different method- 
ologies, have demonstrated a relationship between 
attention deficit disorder and alcoholism. Morrison 
and Stewart (5) reported a greater frequency of alco- 
holism among the parents of hyperactive children than 
among the parénts of healthy control subjects. In 
addition, they found that a number of the parents of 
the hyperactive children reported that they themselves 
had been hyperactive in childhood. 

Since familial clustering of an illness or family of 
illnesses may be mediated by social or genetic factors 
or both, adoption studies have been used to separate 
the two. Morrison and Stewart (6) and Cantwell (7) 
interviewed the adoptive parents of adopted hyperac- 
tive children and compared. them with the biological 
parents of hyperactive children and the biological 
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parents of normal children. In both studies, the au- 
thors found a greater prevalence of alcoholism, sociop- 
athy, hysteria, and hyperactivity in the biological 
parents than in the adoptive parents of the hyperactive 
children and the biological parents of children in a 
well-child clinic. The authors concluded that child- 
hood hyperactivity was a genetic relative of adult 
alcoholism, hysteria, and sociopathy. An additional 
adoption study, using a different method, linked child- 
hood hyperactivity to adult alcoholism: Goodwin and 
associates (8, 9) compared the adult psychiatric status 
of the adopted-away sons of alcoholic fathers with that 
of the adopted-away sons of nonalcoholic fathers. 
They found alcoholism in 18.2% of the adopted-away 
offspring of alcoholic fathers, compared with 5.1% of 
the control subjects. Of additional interest is that half 
of the alcoholic fathers described themselves as hyper- 
active during childhood and early adolescence. They 
characterized themselves currently as aggressive, im- 
pulsive, and hot tempered. 

Tarter and associates (10) hypothesized that one 
subgroup of adult alcoholic patients would be charac- 
terized by a much higher frequency of minimal brain 
dysfunction symptoms than other subgroups. On the 
basis of clinical experience, they believed that they 
could separate a group of alcoholic patients into two 
subgroups: "primary" and "secondary" alcoholics 
(employing these terms in a different sense from that 
mentioned previously). Primary alcoholics" were de- 
fined as individuals who reported no precipitating 
cause for their excessive drinking, began problem 
drinking at an early age (under 40 years), and had a 
number of symptoms generally thought to be diagnos- 
tic of alcoholism. Alcoholic subjects who did not meet 
these additional criteria were defined as "secondary 
alcoholics." These authors investigated a consecutive 
sample of men and women as they entered a short- 
term inpatient intensive treatment unit. Each patient 
was given a diagnosis of primary alcoholic or second- 
ary alcoholic on clinical grounds. All patients were 
asked to complete a 50-item checklist describing their 
perception of their own behavior as children. Many of 
the items were selected from those Wender (11) postu- 
lated as characteristic of minimal brain dysfunction. 
The findings were in agreement with the authors' 
hypothesis: the primary alcoholics described more 
attention deficit disorder characteristics than did the 
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secondary alcoholics. An unexpected finding, consist- 
ent with the hypothesis of a relationship between 
attention deficit disorder and alcoholism, was that 
when nonalcoholic psychiatric patients in the same 
study completed the questionnaire, those with a family 
history of alcoholism endorsed twice as many of the 
symptoms of attention deficit disorder as did the 
psychiatric patients without such a family history. 
Tarter and associates’ data were thus consistent with 
the hypothesis that there is one group of alcoholic 
patients with a characteristic natural history who had 
attention deficit disorder signs and symptoms in child- 
hood and who continue to manifest many of these 
signs and symptoms in adult life. 

Our group conducted two studies (12, 13) which 
demonstrated that attention deficit disorder need not 
end in childhood but may continue into adult life 
(where it is designated attention deficit disorder, resid- 
ual type, in DSM-III). The patients we studied seemed 
to have a high frequency of alcoholism themselves as 
well as a high frequency of alcoholism in their close 
relatives. Accordingly, we decided to investigate the 
prevalence of attention deficit disorder in adult male 
alcoholic populations, using the measures we found 
helpful for diagnosing attention deficit disorder, resid- 
ual type, in adult psychiatric patients. These measures 
include operational diagnostic criteria and a rating 
scale filled out by the patients’ mothers. 


METHOD 


We interviewed a successive sample of Caucasian 
male patients admitted to one of two residential alco- 
hol treatment centers in Salt Lake City. We confined 
our study to individuals under the age of 40 years in 
order to increase the chances of the patients’ having 
a living mother and a better remembered childhood. 
A signed informed-consent form was obtained from 
each subject after the study had been completely ex- 
plained. 

All subjects included in the study (N=33) met DSM- 
III criteria for the diagnosis of alcohol dependence 
(303.9x). Each patient was administered the Schedule 
for Affective Disorders and Schizophrenia-Lifetime 
(SADS-L) (14), a structured interview keyed to the 
Research Diagnostic Criteria (RDC) (an operational 
scheme that antedates and is incorporated in DSM- 
III). In addition, the interviewer conducted a struc- 
tured interview designed to evaluate the presence or 
absence of childhood attention deficit disorder, based 
on DSM-III criteria, and the presence or absence of 
attention deficit disorder, residual type, based on the 
“Utah Criteria for ADD, RT.” (These criteria were 
developed by us and are more rigorous than those 
suggested in DSM-III. A detailed description of them 
may be obtained from us.) To receive a diagnosis of 
attention deficit disorder, residual type, in adulthood, 
an individual has to have met the DSM-III criteria for 
attention deficit disorder with hyperactivity in child- 
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hood and to manifest the following characteristics as 
an adult: 1) hyperactivity and attention deficits and 2) 
two of five additional attributes: an inability to com- 
plete tasks efficiently, a short or quick temper, promi- 
nent affective lability, impulsivity, and abnormally 
poor or low stress tolerance. The diagnosis is not made 
in individuals with a history of major mood disorder, 
schizophrenia, schizotypal personality, or borderline 
personality. 

The subjects’ levels of childhood hyperactivity were 
evaluated on the basis of the Parents Rating Scale 
(PRS) (15), completed by their mothers, which de- 
scribes the patients’ behavior when they were between 
the ages of 6 and 10. (Wender has developed norms for 
this scale by having mothers describe the childhood 
behavior of their now-adult offspring.) The PRS has 
face validity and has achieved some concurrent valid- 
ity, since it predicts a favorable response to stimulant 
medication. The interviewer was blind to the PRS 
scores until after he had made and recorded his 
diagnostic assessment. Scores on the PRS can range 
from 0 to 30; a score above 12 places an individual 
above the 95th percentile. A subject was said to have 
attention deficit disorder, residual type, only if 1) the 
interviewer gave him a diagnosis of moderate to 
marked attention deficit disorder both as a child and as 
an adult, and 2) he had a PRS score of 12 or greater. 
The severity of attention deficit disorder was rated on 
a 4-point scale: O=absent, 1=probable but mild, 
2=moderate, 3=marked. Subjects who obtained a 
score of 1+ in childhood were not considered to have 
had the disorder; we chose to err on the side of 
underdiagnosis. 

Social class ratings were based on the Hollingshead 
Two-Factor Index of Social Position. Schizophrenia 
and major affective disorder were noted when they 
were found in the diagnostic interview. 


RESULTS 


Although 33 individuals were interviewed, complete 
data (including PRS scores) were obtained for only 27. 
Two-thirds of the 27 were in the bottom two social 
classes and none in the top two. Of the 27, 9 (33%) 
met the criteria for attention deficit disorder, residual 
type. Of particular importance is the agreement be- 
tween the childhood diagnosis based on the mother's 
report and the childhood diagnosis based on the 
interviewer's independent report. Only one individual 
was thought by the interviewer to have attention 
deficit disorder, residual type, but had a PRS score 
below 12. 

There was a very large and statistically significant 
difference between the mean PRS score of the individ- 
uals judged to have attention deficit disorder, residual 
type, and that of the remainder of the population. For 
the group with attention deficit disorder, residual type, 
mean=20.4; for the group without attention deficit 
disorder, residual type, mean=7.5 (t=3.86, df=26, 
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p<.002). Although Tarter and associates used early 
onset of regular drinking as one of the criteria for their 
primary alcoholics, we found no such difference be- 
tween the alcoholic patients with attention deficit 
disorder and those without attention deficit disorder. 
The mean age at onset in the attention deficit disorder, 
residual type, group was 13.3 years; for the group 
without attention deficit disorder, residual type, it was 
15.8 years—a difference that is not statistically signifi- 
cant by t test. However, when the fraction of each 
group that began to drink before or during their 12th 
year was examined, we found that 4 of the 9 attention 
deficit disorder, residual type, alcoholic patients fell 
into this category. Perhaps this difference was not as 
large as that found by Tarter and associates because we 
confined our sample to individuals under 40 years of 
age, whereas they imposed no upper age limit. 

Another finding, and one that was unexpected, was 
the high number of major mood disorders in the 
remainder of the sample. Three individuals had his- 
tories of major mood disorder, unipolar type, and 3 
had a history of major mood disorder, bipolar type. 
The 3 individuals with histories of unipolar depression 
were unable to describe its temporal relation to heavy 
drinking, i.e., whether it preceded such drinking (pri- 
mary) or succeeded such drinking (secondary). Also, 2 
individuals met the DSM-III criteria for schizophrenia. 
If the 6 individuals with affective disorder are added to 
the 9 with attention deficit disorder, residual type, and 
the 2 with schizophrenia, we find that 17 (68.996) of 
the population of 27 had diagnosable psychiatric 
conditions in addition to their alcoholism. 


DISCUSSION 


The results of the study support our hypothesis that 
there is an appreciable prevalence of attention deficit 
disorder, residual type, in a population of young (age 
less than 40) male alcoholic patients. This prevalence is 
certainly greater than the 3%—-10% that has been 
reported in surveys of preadolescent children (16, 17). 
However, our finding that 3 to 10 times as many adult 
alcoholic patients have attention deficit disorder, resid- 
ual type, as would be expected from the results of 
surveys of children must be viewed with considerable 
caution. If the expected prevalence were, say, 30%, 
then our finding that 3396 of the alcoholic patients had 
been hyperactive in childhood would represent no 
difference from expectation. The most important prev- 
alence data that we need and lack are those of atten- 
tion deficit disorder, residual type, in nonalcoholic 
subjects in this socioeconomic group. We do not know 
which subset of the alcoholic patients in this socioeco- 
nomic group entered treatment in these centers; i.e., 
we do not know how representative this sample is. 

Criticism of the methodology might be raised by the 
design of the study, since we employed only one 
interviewer. However, this interviewer had been using 
the SADS-L and RDC for several years. In addition, 
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the high correlation between the mothers' PRS ratings 
and the interviewer's diagnostic assignments suggests 
that the interviewer was not influenced by his expecta- 
tions when he made the diagnoses. 

In conclusion, the data of this study are compatible 
with the hypothesis that there is a greater prevalence of 
attention deficit disorder, residual type, in young adult 
males who are alcohol dependent than in a nonalco- 
holic population. The genetic studies we reviewed 
indicate that this relationship is partially mediated by 
genetic factors. In studies that control for environ- 
ment, results show that alcoholic parents have an 
increased likelihood of having hyperactive offspring. 
The data do not indicate whether the increased risk for 
alcohol abuse in individuals who had attention deficit 
disorder in childhood is mediated by biological or 
psychosocial factors. It is plausible that certain experi- 
ences of the child with attention deficit disorder (such 
as rejection by teachers, parents, and peers and social 
and athletic failure) produce psychological difficulties 
that are partially ameliorated (made solvable) with 
alcohol. It is also plausible that the symptoms experi- 
enced by individuals with attention deficit disorder, 
residual type (13), have a continuing biological basis 
and that these persistent, biologically mediated dis- 
comforts can be temporarily removed by alcohol. The 
basis of the observed relationship is of considerable 
importance, since the etiological alternatives suggest 
substantially different therapeutic interventions. 

Where should we go from here? We believe that, 
since one can identify a subgroup of alcoholics with 
attention deficit disorder, residual type, and childhood 
attention deficit disorder, it is important to ask what 
the clinical consequences of this finding are. Do these 
patients have a different natural history, response to 
treatment, long-term prognosis, risk of medical conse- 
quences, family history, or social and psychological 
problems? Tarter and associates’ results suggest that 
this might be so, but more investigation is needed. Our 
past studies of attention deficit disorder, residual type, 
demonstrated that stimulant medications produce sig- 
nificant improvement in adults. Does this mean, then, 
that one should consider stimulant treatment for the 
alcoholic patient with attention deficit disorder, resid- 
ual type? Unfortunately, both methylphenidate and 
dextroamphetamine have an important potentia] for 
abuse, and pemoline can produce liver toxicity. Thus, 
at this time, no satisfactory medication is available for 
the treatment of the alcoholic patient with attention 
deficit disorder, residual type. The presence of this 
substantial subgroup of alcoholics and the need for 
suitable medication for them are factors that should be 
considered in future psychological studies of alcohol- 
ism. 
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Alexithymia in Medical Patients Referred 
to a Consultation/Liaison Service 


G. Richard Smith, ]r., M.D. 


Seventy-three medically ill patients referred to a 
consultationlliaison service over a 4-month period 
were evaluated for alexitbymia. Twenty-two (3096) 
of these patients bad alexithymia. Age, race, and 
marital status were not associated with alexithymia 
scores. Patients in lower socioeconomic groups and 
men had significantly higher scores than their 
counterparts. The idea that alexithymia is prevalent 
in individuals with a diagnosis of a “‘psychosomatic 
disease” was not supported. (Am J Psychiatry 
140:99—101, 1983) 


n the last decade, the concept of alexithymia has 

drawn increasing attention as a means of under- 
standing the interrelatedness between medical illness 
and psychosocial factors. The theory is that patients 
with “psychosomatic” disease have relatively more of 
the characteristics of alexithymia—that is, they have a 
constricted emotional life, decreased ability to fanta- 
size, and an inability to find appropriate words to 
describe their emotions (1). This has been cited as a 
model for understanding “psychosomatic” diseases. 
Although the concept has certain intuitive appeal, the 
data to support or refute its widespread application are 
just beginning to be collected and reported. The pur- 
pose of this study is to assess the prevalence of 
alexithymia in patients seen by a consultation/liaison 
service in a large university general hospital. Addition- 
ally, I attempt to assess whether or not certain clinical 
and demographic variables, suggested in the literature 
to affect the determination of alexithymia, are in fact 
associated. 

The original and most frequently employed method 
of determining alexithymia is that described by Sifneos 
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and uses the Psychosomatic Questionnaire of Beth 
Israel Hospital (1). This questionnaire is completed by 
the rater after an interview with the patient. Initially, 
these interviews and ratings were performed by psychi- 
atrists, but subsequent and recent studies have used 
other physicians (2), psychologists (3), and medical 
students (1). The instrument is scored from 0 to 8; 8 is 
the most alexithymic. Sifneos considers patients with a 
score of 6, 7, or 8 to be alexithymic (personal commu- 
nication, 1981). 

The prevalence of alexithymia has not been reported 
in a population of general hospital patients referred for 
consultation to a consultation/liaison service. Sifneos 
(1) first reported on alexithymic traits in a group of 
patients attending a psychosomatic clinic compared 
with neurotic patients. The two “psychosomatic” 
groups had mean scores of 5.12 and 4.85 on the 
Psychosomatic Questionnaire of Beth Israel Hospital. 
Flannery (4), using rigorous selection criteria, reported 
on 20 alexithymic patients selected from referrals to a 
psychiatric consultation service but did not give the 
original number of referrals. Fava and Pavan (5) 
compared alexithymia scores in groups of patients 
with ulcerative colitis, irritable bowel syndrome, and 
appendicitis; they found mean scores of 5.15, 2.95, 
and 3.50, respectively, on the Psychosomatic Ques- 
tionnaire of Beth Israel Hospital. Lesser and associates 
(6) reported on 26 patients evaluated for alexithymia 
in a study comparing “psychosomatic” patients with 
general psychiatric clinic patients. Of the total group, 
58% had alexithymia. The patients had a mean score 
of 5.2, and no change was noted when the “‘psychoso- 
matic” patients were excluded. (There were no sepa- 
rate data given for the “psychosomatic” patients in the 
study.) 

A major focus of the current study is to assess the 
presence or absence of alexithymic traits in patients 
seen by a consultation/liaison service, because alexi- 
thymic patients appear to require supportive psycho- 
therapeutic approaches rather than traditional insight- 
oriented psychotherapy (7, 8). Further, it is a common 
assumption that patients with “psychosomatic dis- 
eases" are often seen by a consultation/liaison service. 
Therefore, a study to determine the prevalence of 
alexithymia in a group of medical patients referred to a 
consultation/liaison service in a general medical hospi- 
tal was undertaken. 

Most of the literature on alexithymia is written from 
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the perspective that there are “psychosomatic dis- 
eases.” This refers primarily to those diseases studied 
by Franz Alexander (9) and includes ulcerative colitis, 
asthma, hypertension, thyrotoxicosis, peptic ulcer dis- 
ease, neurodermatitis, and rheumatoid arthritis. Al- 
though I do not endorse the concept that these are 
specific “psychosomatic diseases,” I calculated the 
incidence of alexithymia in patients with these diseases 
referred to a consultation/liaison service to compare 
with reports of Sifneos (1) and Fava and Pavan (5). On 
the basis of my clinical experience and conceptual 
framework, Í predicted that the alexithymia scores of 
individuals with these diseases and those of patients 
with other medical illnesses would not differ. 

Further, there have been suggestions and reports in 
the literature that high alexithymia scores may be 
associated with certain demographic variables. Borens 
and colleagues (10) did not measure alexithymia di- 
rectly but found twice as many patients with these 
characteristics in their population of “workers, lower- 
level employees, and housewives" than in businessmen 
and upper-class patients. Pierloot and Vinck (11) 
found weak negative correlations between alexithymia 
scores and educational and socioeconomic level, but 
these were not statistically significant. Lesser and 
colleagues (6) found that when they sampled low 
socioeconomic groups they could not differentiate 
between a neurotic group and a “psychosomatic” 
group and that the entire population scored high. 
Pierloot and Vinck (11) failed to find a significant 
difference associated with sex. Therefore, the hypothe- 
sis in this study is that alexithymia is significantly 
associated with socioeconomic status but not with sex, 
race, age, or marital status. 


METHOD . 


All evaluations were made by members of the Medi- 
cal Psychiatric Liaison Group at the University of 
Rochester. The patients were referred to them in their 
various services or clinics. Each of the physicians in the 
group has completed training in his or her specialty 
field of medicine (internal medicine or psychiatry) and 
each has had further training in the psychosocial 
aspects of medical illness. Each physician retains his or 
her primary professional identity. 

The Medical Psychiatric Liaison Group provides 
consultations and services in a variety of acute nonpsy- 
chiatric settings at each of two hospitals—a large 
private university hospital and a smaller private gener- 
al hospital, both associated with the University of 
Rochester School of Medicine and Dentistry. Consul- 
tations vary from psychiatric problems (suicide evalua- 
tions, commitments, etc.) to liaison-type problems 
(pain management, compliance, etc.). The consultants 
performing the consultations were liaison fellows-in- 
training, psychiatric residents assigned to the consulta- 
tion/liaison service, and Medical Psychiatric Liaison 
Group faculty. 
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The patient sample consisted of 101 referrals to 
these consultation/liaison services over a 4-month peri- 
od. All of the patients were under the care of their 
attending physicians. 

The Psychosomatic Questionnaire of Beth Israel 
Hospital was completed by each consultant after the 
consultation interview. This interview consisted of one 
or more patient-centered sessions conducted for the 
primary purpose of assisting the attending physician 
with his or her care of the patient. Each consultant was 
familiar with the questionnaire and knew of the need 
to be able to complete it in its entirety, especially 
assessing the patient’s ability to verbally express emo- 
tions and his or her ability to fantasize. 

The patient’s age, sex, race, marital status, and 
medical diagnosis were obtained by interviewer ques- 
tionnaire. Socioeconomic status was determined using 
the Hollingshead two-factor index. 

The interclass correlation coefficient was calculated 
as a measure of the interrater reliability of the ques- 
tionnaire. To assess demographic variables, the Pear- 
son correlation coefficient was calculated between age 
and alexithymia scores; the chi-square test was used to 
test the difference between patients’ alexithymia scores 
according to their race and sex. Student’s t test was 
used to compare alexithymia scores with socioeco- 
nomic status and education. 


RESULTS 


Of 101 consultations, 77 were suitable for analysis. 
Sixteen patients were excluded because of psychosis, 6 
were overtly suicidal, and 2 were mentally retarded. 
For 4 patients, data were inadequate for analysis; 
therefore, the data for 73 patients were analyzed. 

Of the 73 patients, 22 had alexithymia; thus the 
prevalence was 30%. The 22 patients had alexithymia 
scores greater than or equal to 6, The mean score 
(+SD) for all 73 patients was 3.9+2.3; the range was 0 
to 8. 

Alexithymia scores of patients with “classical psy- 
chosomatic diseases”’ as defined by Alexander (9) were 
compared with the rest of the sample. The mean (+SD) 
for the 15 patients so defined as the “psychosomatic” 
group was 3.67+1.9, and the mean for the other 58 
patients was 4,02+2.3. Of the 15 patients who had 
“classical psychosomatic diseases," (27%) had scores 
greater than or equal to 6, but 18 of the other 58 
patients (31%) also had scores greater than or equal to 
6. There was no significant difference between these 
scores. 

As was predicted, high alexithymia scores were 
associated with lower socioeconomic status. Patients 
in Hollingshead groups IV and V (N=42) had a mean 
score of 4.45 € 2.1, which was significantly higher than 
the mean score of 3.26 ::2.3 of the rest of the sample 
(t=2.30, df=71, p<.05). Lower educational achieve- 
ment was not significantly associated with high alex- 
ithymia scores, yet the mean alexithymia score for 
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patients who were at least high school graduates was 
3.80+2.3, and those with less than a high school 
education had a mean score of 4.39+2.0. 

As was predicted, alexithymia scores were not asso- 
ciated with race, age, or marital status. However, 
contrary to prediction, alexithymia scores were signifi- 
cantly associated with sex. One of every 2 men (13 of 
the 26 men—50%) had alexithymia scores greater 
than or equal to 6, but only 1 of every 5 women (9 of 
the 47 women—19%) were alexithymic (x?=6.17, 
df=2, p<.01). If we consider alexithymia scores as 
ordinal data, the men had a mean of 4.88+2.09 and 
the women had a mean of 3.4+2.19 (t=2.77, df=71, 
p«.01). 


DISCUSSION 


The prevalence of alexithymia in this study group of 
medical patients with psychosocial problems was 
30%. This is considerably lower than that reported by 
Lesser and colleagues (6), who reported 5896; howev- 
er, their patients came from low socioeconomic 
groups, which appear to yleld higher alexithymia 
scores. While my study was underway, Kleiger and 
Jones (3) reported an incidence of 47% in 100 patients 
with chronic respiratory diseases who were evaluated 
on admission to a referral hospital. The 3096 preva- 
lence rate found here is similar to data obtained by 
reanalyzing Fava and Pavan's data (5): 2596 of their 
total group was alexithymic (their published raw data 
were used for a count of Psychosomatic Questionnaire 
of Beth Israel Hospital scores of 6, 7, or 8). If the 
scores of Sifneos' original group (1) are analyzed in a 
similar manner, the prevalence of alexithymia for the 
total group (25 “psychosomatic” patients and 25 
neurotic patients) is 15 of 50— 3096. Sifneos reported 
a second study in the same paper, where a medical 
student's evaluation of 23 patients (13 “‘psychosomat- 
ic" and 10 neurotic patients) revealed a prevalence of 
4796. Although these data are not exactly from com- 
parable groups, the prevalence of alexithymia was 
25%—50% in the groups studied. 

Since the data reported in the current paper were 
collected, Kleiger and Jones (3) have reported that high 
alexithymia scores were positively associated with age; 
however, two other studies (2, 9) did not find such a 
correlation. In my study sample, the Pearson correla- 
tion coefficient between alexithymia score and age was 
.14. 

This study, along with those of Lesser and col- 
leagues (6) and Kleiger and Jones (3), does not support 
the idea that patients with “psychosomatic diseases" 
have a higher alexithymia score than other medically 
ill patients. Alexithymia had a 30% prevalence rate in 
medical patients referred to a consultation/liaison ser- 
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vice, not just patients with specific “psychosomatic 
diseases." A more plausible theory is one in which 
psychological, social, and demographic factors are 
seen as contributing factors to all diseases or to disease 
onset, Alexithymic patients could then be seen as a 
segment of the entire population, as Singer (12) postu- 
lated. The concept of alexithymia would have rele- 
vance to the understanding and treatment of medical 
patients, but no more so than to the understanding of 
any other segment of the population. Singer postulated 
that patients with alexithymia are those who have been 
described previously as patients who are “not psycho- 
logically minded." If this is so, the association with 
low socioeconomic status would certainly be expected. 
It can even be argued (although I did not predict it) 
that women are better at verbalizing their feelings than 
men; therefore, women appear more psychologically 
minded and less alexithymic. 

In summary, alexithymia was found to be prevalent 
in medically ill patients referred for psychosocial prob- 
lems to a university consultation/liaison service. Age, 
race, and marital status were not associated with 
patients’ alexithymia scores. However, male patients 
and patients in low socioeconomic groups scored 
significantly higher. The idea that alexithymia is more 
prevalent in patients with *psychosomatic diseases" 
was not supported. 
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A Latin American Perspective on DSM-III 


Renato D. Alarcon, M.D., M.P.H. 


The author examines some of the basic postulates 
and initial accomplishments of DSM-III from a Latin 
American vantage point. The phenomenological 
approach taken by DSM-III has enjoyed a long and 
prestigious tradition in Latin America. The author 
cites some of the difficulties posed by the personality 
disorders section, the exclusion of cultural criteria 
and psychocultural syndromes, and the practical 
inapplicability of the axis IV and V specifications for 
Latin American patients. DSM-III, however, is a 
challenging stimulus for Latin American and Third 
World psychiatrists and a real test for the influence 
and consistency of American psychiatry across tbe 
world. (Am J Psychiatry 140:102—105, 1983) 


H ailed by many as America's single most relevant 
contribution to world psychiatric nosology, the 
third edition of APA’s Diagnostic and Statistical Man- 
ual of Mental Disorders (DSM-III) deserves the atten- 
tion and praise it has already generated as well as the 
close scrutiny and testing accorded any new diagnostic 
instrument. DSM-III represents the historical culmina- 
tion of a long process that involved a general realiza- 
tion of taxonomic deficiencies and a concomitant 
radical change of attitudes toward the essence, pur- 
poses, and designing of classification systems (1, 2). 

For the most part, the objections raised so far 
against DSM-III reflect the views of Anglo-Saxon 
observers (3). On the other hand, it has been received 
with cautiousness and even some skepticism by West- 
ern European, non-English-speaking psychiatrists, 
who have been historically more closely associated 
with the International Classification of Diseases, ,9tb 
Revision (ICD-9), officially introduced in 1979 (4). 

It may still be premature to assess the impact of 
DSM-III on the psychiatric practices in most develop- 
ing countries. One can surmise, however, that DSM- 
III will create a great deal of interest, if for no other 
reason than the undeniable American influence in vast 
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parts of the Third World. Latin American psychiatry is 
perhaps the most solid and active among them, and 
some of its observations deserve special mention. 


DSM-III: A TURN FOR THE BETTER 


Many Latin American psychiatrists would warmly 
subscribe to the basic tenets of DSM-III. They would 
welcome the evidence that, at last, phenomenological, 
descriptive psychiatry, practiced for a long time in 
Latin Ámerica, has officially entered the privileged 
circles of U.S. psychiatry. Moreover, the accuracy of 
nosological criteria is a direct result of proven clinical 
observations, which “distinguish objective facts from 
capricious interpretations, the formal course of psychic 
changes in contrast with mere transient contingencies, 
and the eventual etiological influence from the moti- 
vating but only pathogenic chain of events," as one of 
the most prominent South American psychiatrists 
wrote nearly two decades ago (5). 

With this in mind, the notion that DSM-III is better 
suited as a research tool than as a clinical instrument 
would indeed be welcomed. If the improvement of 
diagnostic language is the goal of any classificatory 
system, and if DSM-III criteria allow for tight research 
designs, then comparative studies using cultural fac- 
tors as independent variables are valid research items. 
The great success of multinational studies on schizo- 
phrenia (6) and depression (7) further underlines this 
possibility. Obviously, even negative results, i.e., 
DSM-III criteria not holding true in such studies, 
would be pertinent for improving the form and sub- 
stance of the American system in the international 
psychiatric field. 


SOME CRITICISMS 


The social notions underlying the identity struggle of 
Latin American psychiatry (8) are much more than a 
declarative, rhetorical ideology: they are facts of clini- 
cal import that go beyond a particular etiological 
theory or school of thought and must therefore guide 
the clinician's approach to his or her patient. Thus, 
most of the comments that a Latin American perspec- 
tive could generate with respect to the new system have 
to do with the reliability and applicability of the 
criteria themselves. Some of the areas thus addressed 
are the following. 
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Personality Disorders 


DSM-III users will have to keep in mind Frances’ 
cogent remarks on the personality disorders section 
(9), particularly the still low reliability levels, the trait- 
state and trait-role dilemmas, and the limitations of the 
categorical approach. The old conceptual shibboleth, 
somewhat simplistically encompassed by the notions 
of predisposition and specificity, still haunts present- 
day nosologists, however. Latin American clinicians 
have always striven to characterize specific personality 
patterns or traits underlying major diagnostic condi- 
tions, e.g., schizoid type portending schizophrenia, 
cyclothymic pattern preceding manic-depressive ill- 
ness, hysterical personality supporting conversion neu- 
roses (10). DSM-III gets closer to subscribing to these 
clinical relationships, although it rightly falls short of 
assuming them fully, awaiting clinical refinements and 
field testing. 

The categorical approach becomes somewhat 
blurred by the clustering criterion, in what amounts to 
only quantitative differences between some of the 
disorders. The clearest example is the schizoid-schizo- 
typal continuum. Schizotypal personality features are 
specifically described as “not severe enough to meet 
the criteria for schizophrenia,” while the social interac- 
tions encompass, in fact, the typical schizoid style. The 
same comment can be applied to what looks like the 
avoidant-dependent continuum. The new challenges of 
borderline and narcissistic disorders will be as intrigu- 
ing to Latin American clinicians as they are to their 
U.S. counterparts. 

From the Latin American perspective there may be 
some disappointment over the elimination of the hys- 
terical personality disorder and its (incomplete) re- 
placement by the term “histrionic.” In spite of its 
pejorative connotation (“hysterical” may be only 
slightly more socially undesirable than “dependent,” 
however), the former label encompassed a set of 
behaviors, dispositions, interactions, and traits that are 
hardly conveyed by the new term, which seems only to 
emphasize the antics to which patients with this diag- 
nosis are prone. To say that the explanatory para- 
graphs restate the previous criteria means only that the 
new choice is unfortunately incomplete indeed. As for 
the label “compulsive,” pure phenomenologists might 
have solidly argued in favor of using the term “‘anan- 
castic,” which, like *'hysterical," represents a well- 
established clinical set (11) that is perhaps much more 
seasoned and revealing than some of the new, unprov- 
en labels, i.e., “avoidant,” “narcissistic,” and “‘border- 
line." 

The fears stressed by Frances (9) with regard to the 
eventual abuse of the label “antisocial personality 
disorder" for individuals “growing up in rough and 
deprived areas," could blatantly materialize when ap- 
plied to many otherwise average Latin American pa- 
tients. Traditional political instability could only add 
more risks to the use of this label. Vast segments of the 
Latin Ámerican population, a young population in- 
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deed, may acquire or use some of the features de- 
scribed in the diagnostic criteria as the only way to 
socia] survival (12). We should not forget that, in some 
countries, failure to accept social norms has been 
elevated to the category of a collective enterprise. Latin 
American psychiatrists, one may suspect, will question 
even the use of the prefix "anti," in order to underline 
their lack of oppositional or adversarial views. Dec- 
ades ago they also renounced the use of the term 
“psychopath” simply because Kurt Schneider applied 
it to all types of abnormal personalities (13). For lack 
of a better term they would have liked to have kept the 
old word “sociopath.” 

There is, in the subcontinent, a keen awareness of 
new nosological developments, particularly in the area 
of affective disorders, that can still make the once 
broad concept “antisocial?” even narrower (14). In 
addition, future improvements in this section (perhaps 
in DSM-IV) may confirm some of Schneider's predic- 
tions regarding subclassifications or subcategories of 
personality disorders, with both therapeutic and prog- 
nostic implications. 


The Cultural Dimension 


In the midst of renewed controversy, the notions of 
culture and cultural factors in mental illness appear as 
ideas whose time may not yet have come. They relate 
to psychiatric diagnosis in two ways: as factors in the 
clinical appraisal of patients and as determinants of the 
so-called psychocultural disorders, a growing category 
of mental and behavioral disturbances (15). Admitted- 
ly, DSM-III deals with well-known, well-established 
mental disorders as it purports to introduce homoge- 
neity and clarity into the diagnostic process. No one 
could deny, however, that an implicit aspiration of the 
new nomenclature is to reach all the layers of the 
patient population spectrum and to achieve acceptance 
the world over. This ecumenical objective becomes 
even more mandatory in a multicultural country like 
the United States, where an increasing number of 
minorities (by 1990 perhaps 2096 of the U.S. popula- 
tion will be of Latin origin) impose themselves upon 
the system and force it to work flexibly or risk a 
premature obsolescence. In fact, it may not be an 
exaggeration to affirm that these factors will enjoy 
increasing frequency in years to come, as the influx of 
new immigrants persists and the use of diverse labels 
such as “‘hysterical psychoses” (16), “hysteroid dys- 
phoria" (17), or even the “-like” or *'-form" disorders 
and the atypical disorders continues to mushroom. If 
we add the well-known categories of psychocultural or 
folkloric syndromes in different parts of the world, 
their relevance becomes even more evident. 

Latin American psychiatry holds a respectable posi- 
tion in the areas of transcultural and cross-cultural 
psychiatry. As a result, distinct phenomenological de- 
scriptions and diagnostic discussions have been univer- 
sally accepted (18). According to Wittkower (19), the 
clinical issues related to psychocultural disorders have 
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to do with frequency, symptomatology, and treatment. 
Some transcultural psychiatric findings seem to con- 
firm the assertion that diagnostic labels developed and 
employed in advanced countries are not necessarily 
applicable to so-called ‘primitive societies. Other com- 
parative studies, however, show essential similarities 
among well-defined disorders (20, 21). The key to a 
complete diagnostic terminology would be the inclu- 
sion of provisions that would allow the consideration 
of these factors and syndromes under the heading of 
“disorders not elsewhere classified,” the axis V codes, 
or some other specifically suitable section. Nowhere in 
DSM-III does one find such a possibility. 

The main objection to the inclusion of cultural 
criteria or of psychocultural syndromes as such in a 
nomenclature like DSM-III is the atheoretical charac- 
ter of the manual, with the implicit assumption that 
their adoption would equate with recognition of an 
etiological set. The overwhelming evidence of cultural 
psychiatric literature, however, is that cultural factors 
are a substantia] part of every disorder and not a 
descriptive, picturesque component. In fact, many of 
the DSM-III assumptions, including the classification 
of axis IV events or axis V scores, have a strong 
cultural implication. What is lacking in the system, 
from a Latin American perspective, is the explicit 
recognition of psychocultural categories or cultural 
criteria—or both—to aid in the identification of cru- 
cial categories and in the description of clusters of 
symptoms. Eventual alternatives for countries outside 
the United States that would like to consider using 
DSM-III or adaptations of it might be the design of an 
additional axis incorporating these criteria, the ade- 
quate assignment of the known categories to the 
existing headings, and the correlative additions to the 
differential diagnoses. Even within the United States, 
all this may later become a historical and clinical 
necessity. 


Axes IV and V 


A safe prediction (from the Latin American point of 
view) with regard to these two axes 1s that, although 
their underlying philosophical bases are sound and 
amply justifiable, the typology and severity of the 
stressors and the composition and appraisal of the 
actual adaptive functioning will have to be substantial- 
ly explored and radically redefined. The reasons for 
this prediction stem from the evaluation of the socio- 
economic and cultural background of the vast majority 
of the Latin American population, the different degree 
and even the quality of the stressors, and the peculiar 
means of adjustment to such stressors and to their 
surrounding circumstances, such as length of expo- 
sure, social networks, and culturally determined be- 
liefs. 

The examples given in DSM-III illustrate quite well 
these dramatic differences. Psychosocial stressors and 
adaptive functioning will be of an entirely different 
order of magnitude than will those defined in DSM-III 
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in countries with a high degree of illiteracy; few 
educational opportunities; high levels of unemploy- 
ment; substantial numbers of illegitimate children, 
transient families, and children of broken homes; 
polarization of social groups, with small middle class- 
es; scarce leisure opportunities; uncertain retirement 
prospects; and productivity and economic perform- 
ance guided by distant forces. It is a real challenge for 
Latin American and Third World psychiatrists to de- 
velop scales that, by implementing axes IV and V and 
thus assuring the comprehensiveness of their diagnos- 
tic efforts, reflect at the same time, with accuracy and 
objectivity, the reality of these areas in the bulk of their 
patient population. 

Quite possibly, many other aspects of DSM-III 
deserve a careful analysis from the Latin American 
vantage point. The categories of adjustment, somato- 
form, factitious, and substance abuse disorders are 
both attractive and intriguing. In some cases this may 
be so simply because of lack of awareness of novel (or 
rebaptized) diagnostic categories, in other cases be- 
cause of the inclusion of seemingly magnified nosologi- 
cal entities with "trial balloon" purposes, in still others 
because of the omission of clinical pictures familiar to 
psychiatrists south of the Rio Grande. Be that as it 
may, DSM-IID's incursion into world psychiatry is as 
much a challenging stimulus as it is a real test for the 
influence and consistency of American psychiatry. 
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Hwa-Byung: A Korean Culture-Bound Syndrome? 


Keh-Ming Lin, M.D., M.P.H. 


The author reports three cases of Hwa-Byung, a 
Korean folk illness ordinarily understood by patients 
and families to be a physical affliction despite the 
fact that its manifestations include both physiological 
and psychological symptoms. In addition, the patient 
often recognizes interpersonal conflicts and anger as 
precipitating factors. In the three cases reported, the 
patients also identified an epigastric mass that was 
not present on physical examination. Symptoms were 
accompanied by a fear of impending death that was 
not easily dispelled by medical reassurance. The 
author discusses the role of depression in the 
symptom formation of Hwa-Byung as well as the 
treatment implications. (Am J Psychiatry 140:105— 
107, 1983) 


A understanding of the cultural context is indis- 
pensable in the diagnosis and treatment of psychi- 
atric illness (1). Cultural values often influence the 
mode of symptom presentation of psychiatric illnesses, 
determine the manner in which the patient will com- 
municate his or her distress, and influence many 
variables in the process of seeking help (2). As urban 
America has become increasingly multiethnic and mul- 
ticultural, the importance of an understanding of the 
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relationship of culture to symptom presentation in 
day-to-day clinical practice has become increasingly 
apparent. 

Koreans and Korean-Americans, relatively new in 
their migration to the New World, have rapidly be- 
come a prominent ethnic group in the United States. It 
is estimated that in Los Angeles County alone there are 
now more than 80,000 Koreans, a tenfold increase 
from 1970. Nationally, the figure is approaching 
400,000, or about .2% of the total population, making 
Koreans the fourth largest Asian group in this country 
(Census Bureau, Los Angeles branch). 

In this paper I will report three cases of Hwa-Byung, 
a Korean folk illness designation for patients suffering 
from repressed or suppressed anger of long duration. 
The illness manifests itself by various somatic symp- 
toms; the main discomfort centers around the epigas- 
trium and a morbid fear of impending death despite 
repeated medical reassurance. I encountered these 
three patients during a 24-year period while I was a 
psychiatric consultant to a community health clinic 
serving a primarily Asian population in the greater 
Seattle area. Six Korean patients were scen in the clinic 
during that time period. Three identified Hwa-Byung 
as their chief complaint. 


CASE REPORTS 


Case 1. Mrs. A, a 65-year-old widow, had experienced her 
first episode of Hwa-Byung 4 years earlier, just before she 
was leaving Korea for the United States. She suffered the 
sudden onset of a sensation of compression in her epigas- 
trium and chest, dyspnea, and a feeling of impending death. 
She was rushed to a hospital, where she recovered completely 
after an injection of an unknown medicine. She remained 
asymptomatic until about 1 year after moving to the United 
States. At that time, a similar episode was treated by 
reassurance in the emergency room of a local hospital. This 
episode, however, was soon followed by two other attacks, 
and Mrs. A was referred to the Asian health clinic. At the 
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initial examination she showed psychomotor retardation and 
admitted suffering from early morning awakening, excessive 
tiredness, loss of appetite, and weight loss. Her major 
concern, however, was a fist-sized '"mass"——a result of her 
Hwa-Byung—which she believed was endangering her life. It 
was usually located in the epigastrium and, according to the 
patient, caused poor appetite, indigestion, epigastric pain, 
and alternating diarrhea and constipation. When it moved 
upward, it would compress her chest and heart, resulting in 
dyspnea and palpitation. When it moved downward, it 
pressured the urinary system and back, resulting in urinary 
frequency and backache. Repeated medical examinations 
revealed no mass or any other abnormality. ECG and 
laboratory tests were all within normal limits. However, 
despite medical assurances, Mrs. A firmly believed in the 
existence of the mass and requested its surgical removal. 
Other than the firmly held belief that a mass was present, 
there was no evidence of psychosis. 

Mrs. A lived in Seattle with her second daughter and son- 
in-law, and she took care of a 4-year-old grandson. At the 
time of the reappearance of her Hwa-Byung, her oldest 
daughter, who had also been living close by, went through a 
divorce and moved away to the East Coast. Meanwhile, the 
son-in-law with whom she was living lost his job, and 
arguments between the young couple were frequent. There 
was much tension in the home. Mrs. A felt uneasy and 
unwelcome in the face of this. One of her attacks immediate- 
ly followed a serious fight between her daughter and son-in- 
law. 

Because of the prominence of vegetative signs, desipramine 
was prescribed; the dose was increased gradually to 150 mg 
per day. Simultaneously, supportive psychotherapy was pro- 
vided by a Korean nurse at the clinic. Following discussion 
with her therapist, Mrs. A moved out of her daughter’s 
apartment to a smaller unit in the same building. She was 
then able to visit her family daily while maintaining some 
privacy and independence. She was encouraged to make 
contact with other people in the local Korean community. 
Mrs. A appeared to respond partially to this treatment 
program, became less depressed, and claimed that the stom- 
ach mass was growing smaller and sometimes even disap- 
peared. However, she still suffered for some time from 
indigestion and mild dyspnea, which served to remind her 
that her Hwa-Byung was still there. 


Case 2. Ms. B, a 42-year-old divorced Korean woman, had 
been living in the United States for 5 years. She started to 
suffer from symptoms that she attributed to Hwa-Byung 
about 1 year before evaluation by our staff. Symptoms 
included excessive tiredness, sensitivity to cold weather, and 
a feeling that there was a mass in her abdomen that 
compressed her chest, causing palpitation, dyspnea, and a 
feeling of “fire coming up to the throat.” These symptoms 
made her fearful that she might be choked to death. Her 
“sensitivity to cold weather" caused her to dress in the 
thickest clothing possible and to stay at home during the 
cooler months with the thermostat turned to the maximum. 
Other somatic symptoms included generalized muscle and 
joint aches, indigestion, and vague epigastric pains. In addi- 
tion, she complained of insomnia and feelings of helpless- 
ness, resentfulness, and guilt about having left her only child 
in Korea. 

Ms. B came from an upper-middle-class Korean family 
where achievement and family pride were highly regarded. 
However, her marriage, arranged by the family, proved to be 
a disaster. She and her husband were unhappy with each 
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other. Finally, after several years of constant fighting, she left 
her husband's family and eventually obtained a divorce. The 
husband and his family retained custody of the only child of 
the marriage. Since arriving in the United States the patient 
had been drifting from place to place, holding only menial 
jobs. This life pattern continued for several years until she 
moved in with a middle-aged Korean man who also had left 
his whole family in Korea. For a while the patient worked 
extremely hard in a factory, trying to accumulate enough 
capital to start a small business with this man. However, he 
was chronically unemployed and he also drank excessively. 
The onset of the symptoms she attributed to Hwa-Byung 
followed a major argument that ended in his threatening to 
leave her and go back to his family in Korea. 

The patient firmly believed that her condition was physical 
in nature and sought traditional treatment methods, includ- 
ing expensive Korean herbal drugs obtained by mail order. 
She also sought suggestions from a fortune teller in Korea. 
She came initially tó a social agency to seek help in applying 
for financial assistance, but after establishing a good rela- 
tionship with the Korean case worker she agreed to a single 
interview with a psychiatrist. However, she refused to return 
for further psychiatric treatment and refused to take any 
psychotropic medication. A routine medical checkup re- 
vealed no important findings. Several months later, on 
follow-up with the case worker, there was only minor 
improvement in the symptoms of Hwa-Byung. As the weath- 
er became warmer she did return to work, with the constant 
encouragement of the case worker. 


Case 3. Mrs. C, a 33-year-old Korean woman with two 
children, had immigrated with her husband to the United 
States only 3 months before first experiencing an obstructing 
mass in her lower chest, a condition she suspected was Hwa- 
Byung. Since the feeling of obstruction could be temporarily 
alleviated by expectoration, she suspected that the mass was 
composed of accumulated sputum. She was afraid that, if 
untreated, the mass would take her life. Questioning revealed 
that she had been feeling extremely anxious since moving to 
the United States. Further, she complained of tension, dizzi- 
ness, general malaise, lack of appetite, weight loss, difficulty 
falling asleep, and a pervasive feeling of uncertainty about 
the future for herself and her family. Medical workup was 
negative. Although she denied subjective feelings of depres- 
sion, the existence of vegetative signs led to a trial of 
doxepin, with a dose reaching 125 mg per day in the second 
week. Soon after, she started to feel much less distressed and 
reported feeling the mass shrinking gradually. It actually 
disappeared by the end of the fourth week. With the 
encouragement of the clinic staff, she enrolled in an English 
class and began to feel better adjusted to the new society. 
Doxepin was discontinued after 3 months with no evidence 
of recurrence of Hwa-Byung. 


DISCUSSION 


Hwa-Byung has not been reported in the English- 
language literature, and a survey of the Korean medi- 
cal literature revealed only one reference (3). This does 
not mean, however, that Hwa-Byung is a rare condi- 
tion. Most Korean health professionals are familiar 
with the condition, and the clinical picture described in 
this paper is congruent with their experiences. Despite 
the presence of psychological and behavioral symp- 
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toms such as insomnia, excessive tiredness, acute pan- 
ic, morbid fear of impending death, and dysphoric 
affect, patients typically dwell more on their physical 
complaints, which include indigestion, anorexia, dys- 
pnea, palpitation, generalized pains and aches, and the 
feeling that there is a mass in the epigastrium. The 
somatic preoccupations are quite resistant to medical 
reassurance, and the belief in the presence of an 
epigastric mass has led to requests for surgical inter- 
vention. 

As Kim and Rhi (4) indicated in their discussion of 
mental illness in Korea, somatization appears to be the 
usual way in which the distress of patients with 
psychiatric problems is communicated. The tendency 
to somatize is also prominent in other Asian cultures 
(5, 6) and is not unique to Koreans. However, in Hwa- 
Byung the upper abdomen-lower chest is consistently 
identified as the primary site of the pathology by the 
patients; thus Hiwa-Byung probably represents a folk 
illness specific to the Korean culture. It could be 
considered a culture-bound syndrome. 

Semantically, Byuzg means "sickness," and Hwa 
simultaneously stands for two words: "anger" and 
"fire." In Western cultures, anger and fire may seem 
unrelated. However, the relationship between these 
two concepts is familiar to most Asians. Traditional 
Oriental medical theories still exert considerable influ- 
ence on health beliefs of Asians. “Fire” in Korean and 
Chinese cosmologies is one of the five basic elements 
(evolutive phases) whose harmonious interactions, to- 
gether with the maintenance of balance between ying 
"female," cold, dark, etc.) and yang (‘‘male,” hot, 
light, etc.), are fundamental in matters of health and 
sickness. An excess in the fire element manifests behav- 
iorally in expressions of anger. Conversely, pent-up 
anger can disturb the fire element to such a degree that 
serious illness may appear. 

Anger as a significant precipitating factor was clear- 
ly seen in Mrs. À and Ms. B, and probably in Mrs. C. 
Similarly, Lee (3) also observed that suppressed anger 
commonly preceded the onset of Hwa-Byung; Lee 
translated the term into English as “anger syndrome." 

It is also of interest to note that Ms. B's description 
of her morbid fear of cold weather resembles closely 
the five patients with "frigophobia" reported by 
Chang and associates (7) among Chinese in Taiwan. 
Frigophobic patients suffered from similar kinds of 
multiple somatic symptoms, and they believed that 
their problems stemmed from a disturbance of ying- 
yang balance and the element of fire. However, 
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Chang's reports of frigophobia were mostly in men, 
contrasting with Hwa-Byung, which is primarily a 
condition of women. Wu and Miller (8) discussed the 
social and phenomenological context in which the 
diagnosis of frigophobia has been made. They also 
reviewed in some detail one of the cases reported b; 
Chang and associates and suggested that the patient 
may have been suffering from a bipolar affective 
condition. Wu and Miller warned that the presence of 
a treatable condition such as affective disorder may be 
overlooked because of the preoccupation with the 
exotic symptoms of a “‘culture-bound syndrome." 

My experience with Hwa-Byung, as reported in this 
paper, lends additional support to Wu and Miller's 
argument. Hwa-Byung may be in certain cases a 
culturally patterned way for Korean patients suffering 
from major depression to express their distress 
through somatic symptoms. This admittedly small 
sample included three patients showing prominent 
vegetative signs, two of whom were placed on tricyclic 
antidepressants and attained a good response. In Lee's 
report (3), 22 out of 61 patients suffered from either 
depression or a mixture of depression and anxiety, 
with insomnia, anorexia, tiredness, dvsphoria, and 
suicidal ideation. Further investigation is needed to 
determine the degree of overlap between Hiwa-Byung 
as a culturally constructed illness category specific to 
Koreans, on the one hand, and major depression as a 
relatively cultural-free psychiatric diagnostic category, 
on the other. 
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Aphasia With Reported Loss of Dreaming 


Arthur W. Epstein, M.D., and Nina N. Simmons, M.S. 


Seven patients who had become aphasic as a result of 
acute vascular lesions reported a loss of dreaming. 
The authors conclude that the dreaming process is 
affected when the left hemisphere neural systems 
related to waking language are impaired. (Am J 
Psychiatry 140:108—109, 1983) 


he higher cerebral bases of dreaming are relatively 

undefined. Although dreaming was previously 
considered a right hemisphere function, dreams may 
arise from the left hemisphere alone (1). Reported 
cessation of dreaming may occur in cases of parieto- 
occipital lesions that are not clearly lateralized (2-4) 
and after prefrontal lobotomy (5); the content and 
feeling tone of dreams are influenced by epileptogenic 
temporal loci (2, 6). 

In the present study we asked subjects who were 
drawn from all adults referred to an aphasia rehabilita- 
tion center over a given time period about their 
dreaming. Of a total 17 subjects, 11 were eliminated 
from the study because of diffuse brain damage with 
nonlocalizable lesions, severe impairment of auditory 
comprehension, or severe memory impairment. Six 
patients remained available for questioning. One of us 
(A.W.E.) referred a seventh patient from a different 
clinical setting for inclusion in the study. 

During scheduled speech therapy sessions, and using 
a conversational and neutral manner, one of us 
(N.N.S.) asked the 7 subjects about their dreaming. 
The subjects were addressed as follows, ‘Tell me about 
your dreaming," rather than asked directly, “Do you 
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dream?" Each subject's initial response was docu- 
mented. To ensure response reliability, the other of us 
(A. W.E.) again asked the subjects about their dreaming 
at a later evaluation. 

All 7 individuals were right-handed, and except for 
1 who was taking phenytoin and another who was 
taking diazepam, none was receiving psychotropic or 
neurotropic medication. All 7 reported a complete loss 
of dreaming. 

The following is a brief summary of each patient's 
history and symptoms. 


CASE VIGNETTES 


Case 1. A 47-year-old woman had marked Broca's aphasia 
due to acute subarachnoid and left frontotemporal intracere- 
bral hemorrhage. The patient had transitory right hemipare- 
sis but normal visual fields; her auditory comprehension was 
functional, and her verbal expression was limited and non- 
fluent. She stated emphatically, 6 months after the ictus, that 
she had not dreamed since the stroke. 


Case 2. Immediately following open-heart surgery, a 35- 
year-old woman developed dysnomia, dysgraphia, and dys- 
lexia due to embolization. She had a transitory right hemi- 
paresis, sensory impairment in her right hand, and normal 
visual fields. A computerized tomographic (CT) scan showed 
a low density area in her left frontal lobe superior to the 
temporal tip. The patient stated that she had had no dreams 
in the 4 months since her surgery. 


Case 3. A 33-year-old man had moderate Broca’s aphasia 
due to a thrombosis in the distribution of the left middle 
cerebral artery. The patient had right hemiparesis and hemi- 
sensory defect; however, his visual fields were normal. A CT 
scan showed a large, low density area in the left frontal and 
midtemporal regions. Two months after the occlusion, he 
emphatically stated that he was no longer dreaming. 


Case 4. After suffering a stroke, a 56-year-old woman had 
anomia, alexia, dysgraphia, and inconsistent auditory com- 
prehension (but fluent verbal expression) due to thrombosis 
in the distribution of the left middle cerebral artery. She had 
a transitory right hemiparesis and right homonymous he- 
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mianopsia. The patient stated emphatically, 9 months after 
the ictus, that she had not dreamed since the stroke. 


Case 5. A 52-year-old woman developed marked Broca's 
aphasia after a thrombosis in the distribution of the left 
middle cerebral artery. She had right hemiparesis and normal 
visual fields. With considerable emotion the patient reported 
that she had not dreamed in the 4 months since the ictus but 
that she had dreamed before the stroke. 


Case 6. À 43-year-old man had marked Broca's aphasia 
due to a thrombosis in the distribution of the left middle 
cerebral artery. He had right hemiparesis, hemisensory de- 
fect, and normal visual fields. The patient reported, with 
emotion, that he had not been dreaming during the 2'4 years 
since the stroke. 


Case 7. À 59-year-old woman suffered a thrombosis in the 
distribution of the left middle cerebral artery and developed 
mild dysnomia. Her speech was fluent and she had good 
auditory comprehension, but her reading and writing were 
moderately impaired. She had transitory right hemiparesis 
and normal visual fields. A CT scan showed a low density 
area in the left frontoparietal white matter. When the patient 
was asked about her dreaming, she said— with an air of 
surprise and recognition—that she had had no dreams in the 
2 months since the stroke. 


DISCUSSION 


Seven aphasic patients reported dreaming loss fol- 
lowing acute vascular lesions of the left (dominant) 
hemisphere: 5 had presumed thromboses, 1 had embo- 
lization (all in the distribution of the left middle 
cerebral artery), and 1 had an intracerebral hemor- 
rhage affecting the frontal-anterior temporal area. 

The type of aphasia varied; 4 of the subjects were 
primarily nonfluent and 3 were fluent. In contrast to 
previous studies of reported dream loss (2-4), we 
found that visual modality functions need not be 
affected—only 1 of our 7 subjects had a visual field 
abnormality. The CT scan performed in 3 patients 
showed midhemispheric lesions; a craniotomy showed 
a frontal-anterior temporal locus. 


Am ] Psychiatry 140:1, January 1983 


CLINICAL AND RESEARCH REPORIS 


Our finding that the lesions were in the midhemis- 
pheric position enlarges the earlier concept that dream- 
ing is no longer reported when lesions develop in visual 
centers alone (2—4) to the concept that dreaming is 
similarly affected by lesions in systems of the left 
hemisphere. Areas subserving imagery may be discon- 
nected from those sequencing the imagery, those link- 
ing the imagery with meaning, or those raising the 
imagery to awareness during sleep. It is not known 
whether the reported loss of dreaming and the impair- 
ment of waking language result from involvement of a 
common system. (In this regard, it should be noted 
that aphasia was the only residual neurologic finding 
in patient 7.) 

All-night sleep recordings were not performed in this 
preliminary study, although these might have clarified 
whether the capacity to dream itself is lost or whether 
the ability to report, possibly to remember, the dream 
is lost. Further studies employing statistical control of 
patient populations to determine the frequency of the 
reported dreaming loss in aphasic individuals are also 
necessary. The question of whether dreaming is again 
reported when the waking-language function improves 
should be addressed. That the dreaming process is 
affected in the aphasic individual is corroborated by 
two recent autobiographical accounts (7) of dreaming 
loss following a stroke. 
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Psychological Response of Patients Receiving 
Two Drug Regimens for Lung Carcinoma 


Peter M. Silberfarb, M.D., Jimmie C.B. Holland, M.D., Daniel Anbar, Ph.D., 
Geraldine Bahna, Ph.D., L. Herbert Maurer, M.D., 
A. Philippe Chahinian, M.D., and Robert Comis, M.D. 


Seventy-seven patients with small cell lung carcinoma 
were assigned randomly to two chemotherapy 
regimens to assess their psychological response to 
each regimen. One produced less depression and 
fatigue than the other, despite the absence of 
differences in tumor response. (Am J Psychiatry 
140:110—111, 1983) 


i this report we describe a systematic study of 
psychological function in patients with localized 
small cell carcinoma of the lung who were treated by 1 
of 2 combination chemotherapy regimens in a collabo- 
rative clinical trial. The observation of a difference in 
psychological response during treatment with the 2 
chemotherapy regimens is reported to provide psychia- 
trists, who are increasingly asked to participate in the 
care of cancer patients, with broader information 
about mental functioning during cancer chemotherapy. 


METHOD 


Patients with small cell lung carcinoma of limited 
extent (one lung and/or mediastinum or supraclavicu- 
lar lymph nodes) were randomly assigned to 2 drug 
regimens known to be active in the treatment of lung 
cancer. Seventy-seven patients completed psychologi- 
cal testing. Of the 77 patients, 44 were assigned to 
regimen 1 and 33 were assigned to regimen 2. Regimen 
1 consisted of the following: 30 mg/m? of body surface 
area of intravenous methotrexate, 35 mg/m? of body 
surface area of intravenous adriamycin, 30 mg/m? of 
body surface area of oral lomustine, and 400 mg/m? of 
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body surface area of intravenous cyclophosphamide ' 
given in 2 courses on days 1 and 21. On day 42, 
patients started receiving 4,500 rads of radiation deliv- 
ered in 2 courses, separated by 2 weeks of rest. One 
week after ending radiotherapy, the patients were 
given additional chemotherapy consisting of 2 courses 
of regimen 1, 3 weeks apart; adriamycin was omitted 
from the first course. 

Patients randomly assigned to regimen 2 received 2 
courses of chemotherapy 3 weeks apart. The first 
course included 700 mg/m^ of body surface area of 
intravenous cyclophosphamide, 70 mg/m? of body 
surface area of oral lomustine, and 1.0 mg/m? of body 
surface area of intravenous vincristine. The second 
course consisted of 50 mg/m? of body surface area of 
intravenous adriamycin and 1.0 mg/m? of body surface 
area of intravenous vincristine. On day 42 the patients 
entered the radiotherapy program identical to that in 
regimen 1. After the patients had rested for 1 week, the 
chemotherapy program of regimen 2 was repeated. 

All patients received radiation to the brain as pro- 
phylaxis against brain metastasis. The duration of 
treatment for both regimens was approximately 15 
weeks. At the end of that time the patients were 
evaluated for therapeutic response, and responders 
were placed on maintenance chemotherapy. 

The Profile of Mood States (1) was used to assess 
depression and fatigue in all patients. The Profile of 
Mood States is a widely used and well-standardized 
self-report scale consisting of 65 adjectives that are 
ranked from 0 (not at all) to 4 (extremely) from which 
are derived scales of fatigue and depression. Patients 
were evaluated psychologically before treatment (pre- 
treatment) and at 15 weeks after concluding the induc- 
tion phase of treatment (posttreatment). 

Data are reported here on those patients who com- 
pleted pretreatment and posttreatment evaluations on 
the Profile of Mood States. Pre- and posttreatment 
profile scores were obtained for all 77 patients. All 
completed the treatment protocol and both treatment 
groups were comparable in regard to sex distribution, 
percentage of patients older than 65 years of age, and 
percentage of patients with good pretreatment physical 
performance. Entry scores for patients in both groups 
were not significantly different for depression or fa- 
tigue. The two groups were also comparable in the 
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TABLE 1. Mood Change in 77 Patients After Receiving One of Two Cancer Treatment Regimens 


Regimen 14 (N=44) 


Regimen 2° (N=33) 





Moods N % _ Significance? N (% Significance! 
Depression 
No change or decrease 31 70 —-.03 17 32 - 
Increase 13 30 p=. 16 48 e 
Fatigue 
No change or decrease 14 32 " 8 24 E 
Increase 30 68 postu» 25 76 pcs 


aA combination of methotrexate, adriamycin, lomustine, and cyclophosphamide given in 2 courses on days 1 and 21. 
bA first course of cyclophosphamide, lomustine, and vincristine and a second course of adriamycin and vincristine. 
*Mood assessed according to the Profile of Mood States (1). Differences between the 2 regimens approached but did not reach statistical significance. 


‘Wilcoxon signed test. 


percentage of patients who had complete, partial, or 
lack of response to treatment and who had a progres- 
sion of the disease. 


RESULTS 


Table 1 shows the patients’ change in mood, as rated 
on the Profile of Mood States, between pre- and 
posttreatment. There was a significant within-group 
difference in the affective impact of the 2 treatment 
regimens despite the absence of a significant difference 
in tumor response. In patients treated with regimen 1, 
only 30% (N=13) were more depressed after treat- 
ment, while 70% (N=31) of this group were either no 
more depressed or improved. This difference in pre- 
versus posttreatment depression was significant. In 
contrast, almost one-half of the patients treated with 
regimen 2 were more depressed at 15 weeks; this 
change did not reach significance due to the small 
sample size. Both patient groups showed significantly 
increased posttreatment fatigue scores, with regimen 2 
patients showing more fatigue. 


DISCUSSION 


There was a strong trend for regimen 2 patients to 
be more fatigued and depressed than regimen 1 pa- 
tients despite the absence of differences in tumor 
response. This finding concerning depression is at 
variance with that of Priestman (2), who concluded 
that tumor response was the major factor in the 
psychological well-being of cancer patients receiving 
chemotherapy. 

Although doses of the chemotherapeutic agents dif- 
fered in both regimens, the major difference in the 2 
treatments was that regimen 2 contained the vinca 
alkaloid vincristine. The greater depression noted in 
regimen 2 patients might be related to vincristine’s 
effect on biogenic amines. The vinca alkaloids have 
been reported to block the transport of dopamine B- 
hydroxylase, the terminal enzyme converting dopa- 
mine to norepinephrine (3, 4). The current biologic 
theory of depression posits changes in this neurotrans- 
mitter affecting mood. Therefore, the regimen contain- 
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ing vincristine might be expected to result in more 
depression among patients than the regimen without 
vincristine because of the theoretically decreased avail- 
ability of norepinephrine at presynaptic nerve sites. 
Although the exact way in which dopamine B-hydrox- 
ylase may relate to depression (5) has not yet been 
elucidated, clinical cancer treatment trials provide a 
population with which to pursue this psychopharma- 
cologic question. 

Physicians are now able to assess the psychological 
effects of cancer treatment regimens and may soon 
even have the methodology to accurately predict psy- 
chological morbidity for patients recciving specific 
chemotherapeutic agents. This knowledge can be of 
major, positive psychological value, especially if 
shared with the cancer patient before treatment begins. 
Uncertainty is one of the major distressing factors in 
the therapy of cancer patients. Any maneuver that 
decreases uncertainty for these patients is beneficial 
psychologically. The quality of life of the patients in 
the 2 treatment regimens varied in that 1 regimen 
produced less depression. If both treatment regimens 
proved to be equally efficacious in further clinical 
trials, physicians would do well to recommend the 
regimen causing less psychological morbidity. We feel 
this important aspect of cancer therapy calls for fur- 
ther psychological studies in patients receiving experi- 
mental treatment protocols. 


REFERENCES 


1. McNair DM, Lorr M, Droppleman LF: Profile of Mood States. 
San Diego, Educational and Industrial Testing Service, 1971 

2. Priestman T: Studies using linear analogue self-assessment to 
monitor quality of life in cancer patients, in Abstracts of the 
European Organization for Research on Treatment of Cancer 
Study Group on Quality of Life, May 22, 1981. Amsterdam, 
Netherlands Cancer Institute, 1981 

3. Poisner AM, Bernstein J: A possible role of microtubules in 
catecholamine release from the adrenal medulla: effect of 
colchicine, vinca alkaloids and deuterium oxide. ] Pharmacol 
Exp Ther 177:102—108, 1971 

4. Thoa NB, Wooten GF, Axelrod J, et al: Inhibition of release of 
dopamine-beta-hydroxylase and norepinephrine from sympa- 
thetic nerves by colchicine, vinblastine, or cytochalasin-B. Proc 
Natl Acad Sci USA 69:520—522, 1972 

5. Stolk JM, Hurst JH, Friedman MJ, et al: Serum dopamine-beta- 
hydroxylase: indicator of what? in Enzymes and Neurotrans- 
mitters in Mental Disease. Edited by Usdin E, Sourkes TL, 
Youdim MBH. New York, John Wiley & Sons, 1980 


111 


CLINICAL AND RESEARCH REPORTS 


Psychologic and Behavioral Disturbance Among 
Epileptic Children Treated With Barbiturate Anticonvulsants 


Michael Ferrari, Ph.D., Gabor Barabas, M.D., and Wendy Schempp Matthews, Ph.D. 


From their studies of epileptic children, the authors 
found that barbiturate anticonvulsants have several 
unexpected psychologic and behavioral effects. They 
suggest that clinicians dealing with depression in 
epileptic patients consider the possibility that 
barbiturate anticonvulsants may be a contributing 
factor. (Am J Psychiatry 140:112-113, 1983) 


S ince our review of the literature (1) in which we 
uncovered a high incidence of suicide among epi- 
leptic adults, we have initiated a number of studies on 
our population of epileptic children (2). We have found 
that epileptic children typically have lower self-esteem, 
report higher levels of anxiety, and more often perceive 
events in their lives as caused by unknown sources of 
control than do matched healthy and diabetic young- 
sters. Clinically, we have also noted frequent depres- 
sion in our epileptic population and have begun to 
investigate its possible precipitants. 

Recently, we have studied two cases illustrating 
severe depression as an iatrogenic symptom related to 
the use of barbiturates at therapeutic doses in the 
management of childhood epilepsy (G. Barabas, W.S. 
Matthews, M. Ferrari: ““Barbiturates as a Cause of 
Severe Depression in Epilepsy,” unpublished). In one 
case phenobarbital was implicated and in the other 
case primidone was involved. In each case, the child 
attempted suicide while on barbiturate anticonvulsant 
therapy and the ultimate resolution of the depression 
was dramatically related to the discontinuation of the 
drug treatment. Witnessing such a clear link between 
the depression in these patients and the presence of 
barbiturate anticonvulsants, we were led to reexamine 
data from our previous studies of epileptic children. In 
the present paper we report the findings of these post 
hoc analyses. 
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METHOD 


The subjects of the study were 45 children aged 6.58 
to 12.83 years (mean=9.96). The sample included 
three groups of children—15 with epilepsy, 15 with 
diabetes, and 15 with no known health problems— 
who had been matched for chronological age, mental 
age, age at onset of illness, sex, socioeconomic status, 
and family size. We excluded subjects with mental 
retardation, secondary medical problems, or gross 
physical impairments and epileptic children whose 
epilepsy had a known etiology or who had focal 
neurologic abnormalities on examination. Within the 
epileptic group, 7 children were being treated with 
barbiturate anticonvulsants (phenobarbital or primi- 
done), and the remaining 8 were treated with nonbar- 
biturates (ethosuximide or carbamazepine). No differ- 
ences in age, sex, or seizure types were found between 
those taking barbiturates and those taking nonbarbi- 
turates. Of the children treated with barbiturates, 2 
had major motor seizures, 2 had focal epilepsy, 2 had 
psychomotor seizures with secondary generalization, 
and 1 had only psychomotor episodes. Among the 
nonbarbiturate group, 3 had psychomotor seizures, 2 
had psychomotor seizures with secondary generaliza- 
tion, 2 had focal epilepsy, and 1 had major motor 
convulsions. 

The procedure for the study has been fully described 
elsewhere (2). We administered the Multidimensional 
Measure of Children's Perceptions of Control (3) and 
the Piers-Harris Children's Self-Concept Scale (4) to 
the epileptic, diabetic, and healthy children and the 
Rochester Adaptive Behavior Inventory (5) to the 
children's parents. 


RESULTS 


The epileptic children differed from both control 
groups along several dimensions, including self-con- 
cept, anxiety, and locus of control. However, to identi- 
fy iatrogenic psychologic effects of barbiturates, we 
reduced the sample to the epileptics alone. This reduc- 
tion meant that group differences needed to be large to 
obtain statistical significance. Despite this constraint, 
three group differences emerged from analyses of 
variance. Children taking barbiturates had significant- 
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ly lower self-concept scores than epileptic children 
treated with nonbarbiturates (F=4.87, df=1, 13, 
p<.04); the scores of the barbiturate-treated epileptic 
children, the epileptic youngsters receiving nonbarbi- 
turates, the diabetic children, and the controls were 
48.71, 57.13, 60.11, and 67.14, respectively (maxi- 
mum possible=80). The epileptic children in general, 
regardless of medication type, had poorer self-concepts 
than the other groups. This cross-group comparison 
accentuates the potential added risk of placing epilep- 
tic children on barbiturate treatment because the mere 
fact that they had epilepsy already contributes to lower 
self-esteem. 

Epileptic children taking barbiturates were also 
found, from parent reports, to have more behavior 
problems at school than the children treated with non- 
barbiturates (F=3.11, df=1, 13, p«.09). Other find- 
ings from analyses of parent ratings suggest that the 
barbiturate-treated children more often displayed 
atypical behaviors (F=3.14, df=1, 13, p<.09), includ- 
ing excess worry, self-destructive behavior, and com- 
plaints of persecution. Notably, these three last behav- 
iors and the lower self-concept levels all are consistent 
with recent reassessments of depression in children 


(6). 


DISCUSSION 


Few studies have looked at iatrogenic behavioral 
factors of barbiturate anticonvulsants (7—10) despite 
the fact that barbiturates are the most frequently 
prescribed anticonvulsants. Those studies which do 
exist have concentrated on specific overt behavioral 
variables, and detrimental effects on memory, response 
time (7, 9), and fine motor coordination (8) and higher 
frequency of hyperactivity (10) have been reported. 
However, all studies have reported the reactions to be 
transient, although to our knowledge no study has yet 
reported long-term follow-up. 

Clinicians prescribing barbiturate anticonvulsants 
do so with confidence. Unlike diphenylhydantoin, 
sodium valproate, and carbamazepine, barbiturates 
have rarely been reported to cause severe systemic and 
irreversible idiosyncratic reactions. Further, clinicians 
have had more than 65 years of experience with this 
class of drugs. We maintain, however, that anticonvul- 
sants have serious psychologic effects and that these 
effects may often be overlooked for several reasons. 
First, they appear to be idiosyncratic reactions unrelat- 
ed to dose. Second, they evolve slowly, at conventional 
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doses and "safe" therapeutic serum levels. Finally, they 
may be difficult to recognize unless specifically sought 
because the behavioral changes and psychologic symp- 
toms (e.g., low self-esteem, depression) are common in 
the general population and are thought to be associat- 
ed with chronic illnesses, such as epilepsy. 

In conjunction with our other, unpublished findings, 
the present findings suggest several potentially serious 
complications of barbiturate therapy for epilepsy. One 
particular risk seems to be the possibility of precipitat- 
ing or enhancing depressive symptoms. We have al- 
ready observed cases of severe depression and attempt- 
ed suicide among our clinic population of epileptic 
children. However, more subtle manifestations may 
also be present. These subtle complications, although 
more difficult to monitor, may outweigh the positive 
aspects of complete seizure control and, thus, the 
physician may need to carefully consider revisions in 
medication regimen to guard against more serious 
psychologic and behavioral consequences, such as 
attempts at suicide. Clinicians who deal with depres- 
sion in epileptic patients should consider the possibility 
that barbiturate anticonvulsants may contribute to the 
depression. 
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Platelet MAO Activity in Recovered Alcoholics 
After Long-Term Abstinence 


Earl Giller, Jr., M.D., Ph.D., and Helen Hall 


The authors measured the platelet monoamine 
oxidase variables V max and Km in recovered 
alcoholics who had been abstinent for at least 5 
years. No significant differences were found between 
these subjects and age- and sex-matched controls. 
(Am J Psychiatry 140:114—115, 1983) 


bnormalities in platelet monoamine oxidase 

(MAO) activity have been described for a number 
of disorders. Perhaps the strongest findings, however, 
have been in patients with alcoholism (1-6). MAO has 
also been found to be low in brain autopsy specimens 
from alcoholic patients (7), which is not the case for 
other disorders with MAO abnormalities. It is not 
clear whether this lower MAO activity is due to 
alcohol itself or whether it is a biologic marker indicat- 
ing a vulnerability to alcohol abuse. Family studies (1, 
3, 6) have suggested that members of the families of 
alcoholics also have low MAO activity, suggesting that 
the low MAO activity precedes the alcohol abuse. 
There are conflicting reports in the literature about 
whether MAO activity does (5) or does not (2) return 
to normal after cessation of alcohol abuse. A return to 
normal, when reported, takes at least 6—12 months. 
We studied this problem by measuring platelet MAO 
activity in alcoholics who had been abstinent for at 
least 5 years. 


METHOD 


We approached members of Alcoholics Anonymous 
who were referred to us through word of mouth. The 8 
subjects all gave informed consent for determination of 
platelet MAO characteristics and filled out the Michi- 
gan Alcoholism Screening Test (MAST) (8) for the time 
they had consumed excessive alcohol. Their mean 
(SD) length of abstinence was 9.06+2.9 years 
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(range, 5—12.5 years). The 8 controls were age- and 
sex-matched with the abstinent alcoholics and had no 
history of alcoholism; the mean (+SD) ages of the 
subjects and controls were 56.6+5.3 and $7.2+12.0 
years, respectively (n.s.). None of the subjects was 
depressed. 

We used unpaired two-tailed t tests, df=14, in the 
statistical analyses. 

We determined the enzyme variables of V max and K,, 
as previously described (9). Vmax is a derived measure 
of enzyme activity quite similiar to the activity mea- 
sured at a saturating substrate concentration. K,, is the 
Michaelis constant, a measure of apparent enzyme 
affinity for the substrate. 


RESULTS 


We found no difference in the enzyme variables 
between the recovered alcoholics and controls; mean 
(X SD) Vmax in the respective groups was 58.9:-35 and 
45.4+16 nmol/mg protein per hour, and K,, was 
62::7 and 56+9 uM. The alcoholic population had a 
larger standard deviation (F=4.8, df=7, 7, p=.056) 
because of one high value. On a MAST assessment of 
alcohol-related behavior before abstinence, the recov- 
ered alcoholics had a mean (+SD) rating of 30-11 
(range, 12—47) for the time they were drinking, and the 
controls scored at most 1. Selzer (8) found that a score 
of 5 or higher indicated alcoholism. The MAST ratings 
of our subjects were not significantly correlated with 
MAO activity. 


DISCUSSION 


The lack of a significant difference in MAO varia- 
bles between recovered alcoholics and controls sup- 
ports the hypothesis that the low MAO activity, in at 
least some alcoholics, is secondary to the alcohol 
intake. In fact, the mean Vmax and Km values of the 
nonalcoholic subjects were slightly lower than the 
means of the alcoholic subjects. This study is not 
definitive because we do not know whether these 
subjects, when abusing alcohol, had significantly lower 
MAO activity. These values are in accordance with the 
means seen with other control subjects, so it is unlikely 
that both means are artificially low. 

Ideally, this study should be repeated prospectively 


Am J Psychiatry 140:1, January 1983 


with a population of alcoholics known to have low 
platelet MAO at the time of alcohol abuse. Such a 
prospective study, however, would have to last at least 
as long as the abstinence of our subjects. Other 
approaches to determining the effect of alcohol on 
MAO activity, such as correlational analyses of length 
of alcohol abuse or the amount of alcohol consumed, 
may not be meaningful because a threshold effect of 
alcohol on MAO is likely, after which a longer time or 
greater amount might not suppress MAO further. 
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Akathisia Induced by Amoxapine 


Donald R. Ross, M.D., John Ingram Walker, M.D., and Joanne Peterson, R.N. 


Tbe autbors report tbe case of a man wbo developed 
akathisia and cogwheel rigidity after taking 
amoxapine. They suggest further research to 
determine the risk of tardive dyskinesia after 
amoxapine treatment. (Am J Psychiatry 140:115— 
116, 1983) 


moxapine, a tricyclic dibenzoxazepine antidepres- 

sant, is the demethylated metabolite of the neuro- 
leptic loxapine. Along with its antidepressant effects, 
amoxapine has been shown to have neuroleptic prop- 
erties in studies on experimental animals; it is able to 
decrease locomotor activity, induce ptosis and catalep- 
sy, inhibit apomorphine-induced gnawing and am- 
phetamine-induced stereotyped behavior, and produce 
characteristic changes in discriminated-avoidance be- 
havior in monkeys. It appears that the 7-hydroxy 
metabolite of amoxapine causes a dopamine receptor 
blockade (1, 2). The literature has been unclear as to 
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the clinical significance of these findings. We wish to 
report a case of akathisia that was associated with 
initiation of amoxapine therapy and that responded to 
benztropine. 


CASE REPORT 


Mr. A, a 20-year-old man, had a 3-month history of 
depressive symptoms, which had begun after the dissolution 
of a romantic relationship. He described feeling distraught 
and despondent and had the following associated symptoms: 
anhedonia; inability to concentrate on his schoolwork, 
which resulted in poor grades; sleep disturbance with early 
morning awakening; anorexia with an 8-kg weight loss; and 
suicidal ruminations. He began treatment with amoxapine, 
100 mg the first night and 200 mg the second night. The 
third day he awoke feeling agitated. He felt a need to pace, 
which developed into a need to continually move his arms 
and hands. He described this as a “crawling” and “drawing” 
feeling in his limbs that was independent of his will and 
frightened him. After these sensations persisted for 5 hours 
he returned to our clinic. 

During this visit, Mr. A was unable to sit still. He paced 
the floor and rapidly alternated flexing and extending his 
arms and opening and closing his hands. On neurological 
examination he had cogwheel rigidity of both arms. His 
mental status examination was normal except for the agita- 
tion and a mounting anxiety. 
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Mr. A was given benztropine, 1 mg i.m., which was 
repeated in 20 min. Ten minutes after the second dose he was 
much calmer and his cogwheel rigidity had disappeared. 
These symptoms did not reappear, and amoxapine treatment 
was discontinued. Mr. A was subsequently treated for his 
depression with amitriptyline, 150 mg h.s., and supportive 
psychotherapy. He had a successful outcome with no further 
untoward effects. 


DISCUSSION 


Although the neuroleptic effects of amoxapine are 
well described in the experimental literature, there is a 
paucity of documented clinical effects of this neurolep- 
tic activity. This may in part be due to the fact that less 
than 2% of the drug is metabolized to 7-hydroxya- 
moxapine in humans (in contrast to a much larger 
percentage in laboratory animals) (1). The package 
insert for amoxapine reports that extrapyramidal sys- 
tem side effects occur “‘less than 1 percent” of the time. 
However, a search of the literature yielded a single 
report, by Charalampous (3), who found that 2 of 13 
patients developed “‘parkinsonian-like symptoms, 
swelling of the tongue, and difficulty swallowing.” 
Amoxapine-induced galactorrhea, presumably due to 
dopamine receptor blockade, has been reported in 2 
women (4, 5). Tardive dyskinesia after amoxapine 
treatment has not been reported in the literature to our 
knowledge. 
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Our case demonstrates that akathisia and cogwheel 
rigidity may occur with amoxapine treatment, and this 
finding needs to be more widely appreciated to prevent 
possible confusion. Furthermore, we believe the clini- 
cal neuroleptic effects of amoxapine need further 
study. This is a single case report and cannot address 
the incidence of extrapyramidal system side effects 
caused by this drug. The importance of determining an 
accurate incidence is not simply due to the extrapy- 
ramidal symptoms, which are frequently manageable. 
Rather, accurate data would provide a means to 
evaluate the more serious question of the risk for 
tardive dyskinesia with amoxapine. Another question 
that might be addressed is whether amoxapine, with its 
antidopaminergic activity, has a unique advantage in 
psychotic depression or schizoaffective disorder. 
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Motivation of Surrogate Mothers: Initial Findings 


Philip J. Parker, M.D. 


The author presents demographic and motivational 
data on 125 women who applied to be surrogate 
mothers. Several complementary motivations were 
noted: the desires for money, to be pregnant, to 
"give" a baby, and to resolve internal psychological 
conflicts. (Am J Psychiatry 140:117—118, 1983) 


R cently there has been an increased demand for 
newborn white babies and at the same time a 
decrease in their supply. Consequently, many infertile 
couples are seeking alternative ways to obtain babies, 
such as using the services of a surrogate mother. A 
surrogate mother is a woman who contracts with a 
man to be impregnated by him through artificial 
insemination, to carry the child, and after delivery to 
relinquish the child, as well as all parental rights, to the 
biologic father. Usually the biologic father is married 
to an infertile woman who hopes to adopt the child 
herself. 

The purpose of this study was to tabulate some 
demographic data and to understand the motivation of 
surrogate mothers as a prelude to observing them 
during the surrogate mother process (during the preg- 
nancy and after the delivery and relinquishment). 
These kinds of data are needed to assist the partici- 
pants in the surrogate mother process when they are 
asked to give informed consent, as well as to provide a 
reasonable basis for any policy decisions. For example, 
some people believe that surrogate motherhood for a 
fee should be prohibited because they assume that the 
applicants are desperate women doing it just for the 
money. My findings show, however, that there are at 
least three complementary motivations for women 
applying to be surrogate mothers. 


METHOD 


Thus far I have interviewed more than 225 white 
women applying for surrogate motherhood; they were 
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referred to me by an attorney who works with pro- 
spective surrogate mothers and adults applying for 
children by surrogate mothers. The interviews are 
semistructured and are administered on at least two 
separate occasions after the prospective surrogate 
mothers have completed a questionnaire devised by mc 
(available upon request). The questionnaire asks for 
demographic data, personal and family bistory (medi- 
cal and psychosocial), motivations regarding surrogate 
motherhood, and anticipated advantages and disad- 
vantages of the surrogate motherhood process. Mental 
status examinations are also conducted. 

The data in this paper are from the first 125 women 
I interviewed. Not all data were available for all 
applicants, and some demographic data have not been 
tabulated for more than the first 50 applicants. In this 
paper I will report briefly on some of the demographic 
data, but my main emphasis is on the motivational 
material. 


RESULTS 


The mean age of the first 125 women who applied 
for surrogate motherhood was 25 years (range, 18—38 
years). Of 118 applicants, 66 (56%) were married, 24 
(20%) were divorced, and 28 (24%) had never been 
married. The religious affiliation of 120 applicants was 
as follows: 50 (42%) were Catholic, 69 (57%) were 
Protestant, and 1 was Jewish. 

Of the first 50 applicants, slightly more than 20 
(40%) were unemployed at the time of the interviews 
or were receiving some form of financial aid or both. 
Almost 60% (N=30) of the applicants were working 
or had a working spouse; each family’s total income 
ranged from $6,000 to $55,000 (actual 1980 or pro- 
jected 1981 figures). The applicants’ formal education 
ranged from less than high school to a bachelor’s 
degree: of the first 50 applicants, 9 (18%) had not 
completed high school, 27 (54%) had either graduated 
from high school or had received a General Equivalen- 
cy Diploma, 13 (26%) had taken some college courses 
after high school or had attended business school or 
nursing school (2 were licensed practical nurses, and 1 
was a registered nurse), and 1 had a bachelor’s degree. 

Of 122 women, 108 (89%) said that they required a 
fee for their participation; most required at least 
$5,000. Of 124 applicants, 46 (37%) said that they 
would participate only for a married couple unable to 
have a child, 12 (10%) would participate for a married 
or unmarried couple unable to have a child, 19 (15%) 


117 


CLINICAL AND RESEARCH REPORTS 


would participate for a single man or a couple (mar- 
ried or unmarried) but only if the couple were unable 
to have a child, 12 (1096) would participate for a 
couple for any reason, and 35 (28%) would participate 
for anyone for any reason. 

The data on the sample of 125 yielded some interest- 
ing findings about the applicants’ history of pregnan- 
cy: 114 (91%) had had at least 1 previous pregnancy 
and 101 (8196) had had at least 1 live birth (the 
average for this latter group was 1.7 births). When the 
applicants who had been pregnant to term were asked 
to describe their feelings about their pregnancy, their 
responses ranged from “a tolerable experience" to 
"the best time of my life"—so much so that they 
wanted to be pregnant the rest of their lives. During 
pregnancy this latter group felt more content, com- 
plete, special, and adequate and often felt an inner 
glow; some felt more feminine and attractive and 
enjoyed the extra attention afforded them. Those who 
had never been pregnant to term described wishing to 
be surrogate mothers even if they planned to bear and 
raise children of their own later. 

In the sample of 125 women, 44 (35%) either had 
had a voluntary abortion (26%) or had relinquished a 
child for adoption (9%). Some women believed these 
previous losses would help them to control and mini- 
mize any depressive feelings they might have in re- 
sponse to relinquishing the baby. A few consciously 
felt that they were participating in order to deal with 
unresolved feelings associated with their prior losses. 
The only applicant who had been adopted had been 
"forced" at age 14 to relinquish her baby, and she 
wanted to repeat the experience of relinquishment and 
master it. One applicant who had had an abortion said 
that instead of “killing a baby” she wanted to give the 
gift of a live baby to a loving couple who wanted to 
have and raise a child. 

Most of the applicants denied the importance of 
their biologic (genetic) contribution to the prospective 
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baby. Some felt that the experiential contribution to 
child development was more important than the bio- 
logic (genetic) contribution, thus minimizing the influ- 
ence of their own genetic contribution to the baby. 
Most women admitted that they would experience 
some feelings of loss and sadness but minimized them 
by saying, "It would be their baby, not mine"; “I’m 
only an incubator"; “Pd be nest watching"; and “PI 
attach myself in a different way—hoping it's healthy." 


DISCUSSION 


Several factors appear to have a complementary 
relationship in determining each applicant's decision 
to be a surrogate mother, including 1) the perceived 
desire and need for money, 2) the perceived degree of 
enjoyment and desire to be pregnant, and 3) the 
perception that the advantages of relinquishment out- 
weighed the disadvantages. This last factor consisted 
of two motivational components. First, the women 
Often expressed a strong wish to give the gift of a baby 
to a parent who needed a child. Second, the women felt 
(often unconsciously) that surrogate motherhood 
would help them master unresolved feelings they had 
regarding a previous voluntary loss of fetus or baby 
through abortion or relinquishment. | should note that 
in 89% of the women who said a fee was a necessary 
condition, it was never a totally sufficient reason for 
being a surrogate mother, for it was accompanied by 
varying degrees of factors 2 and 3. 

These finding are just the beginning of the data 
needed to help the participants in the surrogate mother 
process and the policy makers of our society make 
reasonable and informed decisions about surrogate 
motherhood. I am presently conducting longitudinal 
studies on the surrogate mother process in an attempt 
to help foster a reasonable approach to this controver- 
sial reproductive alternative. 
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Book Forum 





Nancy C. Andreasen, M.D., Ph.D., Editor 


TEXTBOOKS 


Foundations of Clinical Psychiatry, by Joseph M. Strayhorn, 
Jr., M.D. Chicago, Year Book Medical Publishers, 1982, 590 
pp., $32.50. 

A Clinical Manual of Psychiatry, edited by Donald Oken, 
M.D., and Magnus Lakovics, M.D. New York, Elsevier- 
North Holland, 1982, 262 pp., $19.95. 


By at least one standard, "pure art" is art fashioned 
without the intention of achieving fame, survival, or other 
power for its creator. An example is the careful inscribing by 
“primitive man” of a picture into a piece of bark and his 
casually tossing away the opus to wormy oblivion on the 
floor of his distant rain jungle. A stroll past the publishers’ 
booths at APA’s annual meeting might lead you to conclude 
that psychiatry is developing its own form of “pure art”: for 
is that incredible proliferation of paperback psychiatric texts 
ever actually read by the medical students, the house staff 
officers, or the nonpsychiatric medical practitioners for 
whom it is designed? You may share with me the lingering 
fear that medical students don’t read textbooks as a matter 
of principle, that house staff officers are too weary to read 
anything, and that medical practitioners confine their techni- 
cal reading to investment analyses or engineering specifica- 
tions of West German automobiles. This fear confessed and 
with the earnest hope of being wrong, | feel sufficiently 
unburdened to review two new paperback texts—each of 
which, if used, could make an important and unique contri- 
bution to the psychiatric education of medical students and 
physicians of all specialties. 

Foundations of Clinical Psychiatry is an astounding and 
valuable achievement. Designed as an introductory text to 
provide useful information to the practicing clinician and 
medical student in adult psychiatry as well as to elucidate 
organizing and enduring concepts with which to understand 
psychiatric patients and principles, this is one of the rare 
examples of an author’s grasp outstretching an exceedingly 
ambitious reach. The text takes full advantage of its single 
authorship in that it achieves a conceptual balance, uniformi- 
ty, and clarity that would be difficult to match in even the 
most carefully edited multiauthored work. Just as the intrin- 
sic identity of the painter is discernible in each brush stroke 
of a masterwork, Dr. Strayhorn’s logical, scientifically fine- 
tuned, and conceptually clear thinking templates each sen- 
tence of the book. The absence of psychological jargon and 
fuzzy, loosely supported theories coupled with operational 
and mathematical substantiation of all diagnostic and treat- 
ment approaches presents our field in an attractively mod- 
ern, rational, and credible cast. 

The first 10 chapters are devoted to etiology and patient 
assessment, and the final 10 chapters are concerned with 
treatment. Focusing on scientific methods and research de- 
sign, chapter 4 lucidly presents modern psychiatry’s attempt 
to validate its assessments and treatments. Particularly valu- 
able is the section on data analysis, in which the crucial 
concepts of statistical significance, variants, standard devi- 
ation, multivariant determination, and time-series designs 
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are explained with lucidity and simplicity. The chapters on 
affective disorders and drug treatments are up-to-date, well 
organized, and comprehensive. One pleasant surprise is the 
inclusion of a chapter on ECT; however, disproportionate 
emphasis (11 pages) is placed on the question of possible 
brain damage secondary to ECT at the expense of a more 
comprehensive review (only two pages) of the proven effica- 
cy and special indications of the treatment. 

The chapters on interviewing, the personality disorders, 
and psychotherapy are best directed toward medical students 
because they would certainly be too elementary for psychia- 
try residents and practitioners. Dr. Strayhorn did a remark- 
able job in distilling the psychiatric interview down to 
elemental facilitations and obstructions that medical stu- 
dents can use as a valuable guideline for their initial thera- 
peutic dialogues with both psychiatric and nonpsychiatric 
patients. The chapters on antipsychotic drugs, the antide- 
pressants, lithium, and the affective disorders will be highly 
useful for clinical reference by nonpsychiatric physicians and 
for updating psychiatrists in the latest diagnostic and thera- 
peutic approaches. In summary, Foundations of Clinical 
Psychiatry blends the advantages of a carefully wrought 
single-authored text with the most current psychiatric data 
and treatment approaches. The result is a rare and valuable 
educational contribution. I recommend this work as the text 
of choice for psychiatrists five or more years out of their 
training who wish to update their knowledge about the most 
recent assessment and treatment advances. In addition, direc- 
tors of undergraduate training may find this work an invalu- 
able complement to the texts they currently use in their 
introductory courses in psychiatry for medical students. 

The goal of A Clinical Manual of Psychiatry is to fill the 
educational void between “beginners” and psychiatric spe- 
cialists. The text is particularly designed for primary-care 
clinicians who require practical information in order to treat 
the behavioral and emotional problems of their patients. The 
editors’ intent is to steer a course between comprehensive 
textbooks and the shorter outline-type of book. Although 
care was taken to maintain brevity and relevant clinical foci, 
this was not accomplished at the expense of oversimpli- 
fication of the complexities inherent in psychiatric disorders 
and their amelioration. Wherever possible, special emphasis 
was placed on the doctor-patient relationship as a powerful 
therapeutic tool. 

The book comprises 20 chapters and is divided into the 
following sections: The Diagnostic Process, Psychiatric Dis- 
orders, Age-Related Disorders, Emergency States, Psychoso- 
matic Medicine, and Treatment. The individual chapters arc 
for the most part written by international experts in the 
respective topics. Prototypic examples are Sidney Cohen on 
substance abuse disorders, Robert Cancro on schizophrenia 
and paranoid disorders, Gerald Klerman on affective disor- 
ders, John Nemiah on neurosis and personality disorders, 
David Waller and Leon Eisenberg on psychiatric disorders of 
childhood, and Joyce and Anthony Kales on sleep disorders. 
These and other authors condense their formidable expertisc 
into readable and well-organized chapters. Exemplarv 
among the many outstanding chapters is John Nemiah's on 
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neurosis and personality disorders. Dr. Nemiah portrays the 
various personality disorders and neurotic character styles in 
a lively and abbreviated fashion while preserving an appreci- 
ation for the complexity of the unconscious conflicts under- 
lying most of these disorders. A pervasive strength is that 
clear, brief exegeses are achieved without oversimplification 
or the advocation of grandstanding assessments and gim- 
micky quick-fixes. 

Magnus Lakovics’ chapter on the evaluation of the emer- 
gency patient specifically focuses on suicide, violence, and 
panic disorders. Of exceptional utility are several quick 
reference tables designed to aid the clinician in caring for a 
patient with an emergency psychiatric condition. One table 
outlines the special problems inherent in interviewing pa- 
tients with psychiatric emergencies and provides meaningful 
solutions to these problems. Also useful is the table that 
includes factors for the evaluation of suicidal risk. In this 
chart are demographic factors, clinical factors, and life 
events that either lower the risk or increase the risk of a 
suicidal act. Another table compares the pros and cons of 
inpatient versus outpatient treatment; the physician in the 
emergency room will find it highly useful in making the 
decision whether to hospitalize a patient in the throes of a 
psychiatric emergency. 

In summary, the busy primary-care physician who uses 
this book to understand and treat the psychiatric problems of 
his patients will appreciate the consummate authority of the 
authors as well as the taut, straight-to-the-point format of A 
Clinical Manual of Psychiatry. In addition, the text is highly 
recommended for third- and fourth-year medical students on 
their clinical rotations and for house staff personnel of all 
specialties. 


STUART C. YUDOFSKY, M.D. 
New York, N.Y, 


DSM-III Case Book: A Learning Companion to the Diagnos- 
tic and Statistical Manual of Mental Disorders, 3rd ed., by 
Robert L. Spitzer, M.D., Andrew E. Skodol, M.D., Miriam 
Gibbon, M.S.W., and Janet B.W. Williams, M.S.W. Washing- 
ton, D.C., American Psychiatric Association, 1981; 386 pp., 
$29.95; $16.00 (paper). 


All the explanations and definitions in the world cannot 
substitute for a good example. DSM-III presents clear crite- 
ria for diagnosing mental disorders and has some excellent 
discussions of the features, course, etiology, and other as- 
pects of the problems it categorizes. Its lack of examples is 
made up for in this companion volume, which is totally 
composed of brief case reports followed by a discussion and 
a diagnosis. The volume is quite a collection of cases. There 
is at least one example of most of the disorders in DSM-HI 
and more than one example of the common disorders. Many 
uncommon disorders are also represented. 

The cases are very well written. They are clear descriptions 
of patient histories, signs, and symptoms. Direct quotes are 
used to advantage. Discussions following each case empha- 
size why a particular diagnosis is appropriate and include 
differential diagnoses. In problem cases, the authors are 
candid about the difficulties encountered in being precise and 
are tolerant of the likelihood that some clinicians may arrive 
at a different diagnosis. 

In addition to extensive cases of adult disorders and 
disorders of children and adolescents, there are also cases 
that lend themselves to multiaxial diagnoses. This should 
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prove helpful to those who are unfamiliar with using such an 
approach. One chapter is devoted to cases that are diagnostic 
dilemmas. These are described and discussed in greater detail 
than other cases. A unique chapter consists of historical cases 
from people such as Kraepelin, Freud, and Alzheimer. These 
case presentations are followed by the same type of discus- 
sion and diagnostic formulation as in the rest of the book. 

One cannot help but read the cases and arrive at a 
diagnosis without looking to the discussion for the “‘an- 
swer.” In fact, after a while it is tempting to guess the 
diagnosis earlier and earlier in the case, finally taking a stab 
at it from the brief title of each case ("Fear of Flying": 
inhibited female orgasm; “Bookkeeper”: avoidant personal- 
ity; and "Vertigo": conversion disorder). Anticipating the 
need for a self-test, the authors include a chapter of brief 
cases for such purposes. Unfortunately, they present the 
diagnoses and discussion immediately following the case. 
Separating this material from the cases would be more useful 
for self-examination purposes. There is no apparent organi- 
zation or sequence to the cases. Thus, a catatonic schizo- 
phrenic student appears between two lawyers, one with 
ulcers and the other a workaholic. An index is available, 
however, for the student or teacher who wishes to examine 
cases by diagnostic class. Along stylistic lines, there is 
occasional use of the word “male” as a noun rather than as 
an adjective. In this already too depersonalized world, we 
should encourage calling people men and women or girls and 
boys. The awkward designation “Mr. and Ms.” for a 
married couple seems to be without a redeeming feature. 

The authors hope there will be another edition of this 
casebook prepared in greater leisure than was available for 
this book. In a new edition they might consider spending 
more time discussing the development of disorders in which 
psychodynamic factors appear prominent. The richness of 
some cases is lost when the formulations avoid such matters. 

This excellent and easy-to-refer-to volume should be par- 
ticularly useful to clinicians still integrating DSM-III into 
their work. I would particularly recommend it to beginning 
residents, who, one hopes, are also being introduced to 
DSM-III. Some of us who teach medical students have been 
using DSM-III as a supplement to other texts. This book 
should prove valuable as another adjuvant. 


ARNOLD WERNER, M.D. 
East Lansing, Micb. 


Psychiatry 1982: The American Psychiatric Association An- 
nual Review, edited by Lester Grinspoon, M.D. Washington, 
D.C., American Psychiatric Press, 1982, 532 pp., $38.50. 


This chubby book contains a lot of pertinent material but 
it has its problems, too. The editor chairs APA’s Scientific 
Program Committee. He wrote to almost 400 APA members 
for their thoughts about what should be included in the 
annual program and how. From the responses the committee 
decided to establish an annual review program “‘designed to 
provide a fresh panorama of the forest, a view of one large 
area at a time." Five areas were selected, and for each a 
“well-recognized authority" was chosen as preceptor and 
given the responsibility of selecting “faculty” for the presen- 
tations. The editor then came up with the idea of mirroring 
and magnifying the presentations (“a more comprehensive 
articulation") by publishing them in an annual review. 

Section 1, Psychiatric Aspects of Sexuality, is probably the 
weakest section of the book. Most of the material—with 
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illustrations—is available in the Comprehensive Textbook 
(1). One paragraph that caught my eye issued a word of 
caution about the usefulness of nocturnal tumescence studies 
for determining the presence of organic factors in impotence. 
The author declares that “direct observations of the patients’ 
fullest erections are necessary before any conclusion is 
made.” I wonder how many psychiatrists have ever seen a 
patient’s erection at all, never mind a really full one! How 
does one go about making such direct observations? Like the 
“policeman at the elbow” test one might have the “psychia- 
trist at the bedside” test, or maybe one could peep through a 
one-way mirror, or... . At any rate, I bet Art Buchwald 
could have a good time developing a scenario. 

Section 2, The Schizophrenic Disorders, contains a lot of 
standard material as well as two truly excellent reviews. 
“Biochemical and Morphological Factors in the Etiology of 
the Schizophrenic Disorders” by Richard Wyatt and asso- 
ciates is a comprehensive and clear chapter—the best I’ve 
ever read on the topic. Recent Advances in the Pharmaco- 
logic Treatment of the Schizophrenic Disorders" by John 
Davis and associates is a complete, no-nonsense, and very 
practical chapter. 

Section 3, Depression in Childhood and Adolescence, 
covers a topic that is currently “hot.” The chapters are 
straightforward and concise without being skimpy. It's sur- 
prising to discover that as late as the mid-1960s some 
psychiatrists thought that childhood depression was theoreti- 
cally impossible (because children lacked a fully structured 
superego) and that children were immune from depression 
because they lacked a stable self-image or ideal. 

Section 4, Law and Psychiatry, deals with an area that has 
always been confusing to me—perhaps because journal 
articles typically deal with one topic at a time. The chapters 
in this section succeed in providing a broad framework in 
which all the little pieces (Wyatt v. Stickney, O'Connor v. 
Donaldson, Tarasoff v. Regents of University of California, 
etc.) come together. 

Section 5, Borderline and Narcissistic Personality Disor- 
ders, contains a heavy dose of jargon ("The grandiose- 
exhibitionistic self develops from within the matrix of its 
mirroring self-object, to constitute the pole of self-assertive 
ambitions") as well as chapters on genetic factors and on 
drug treatment. As noted in the preceptor's introduction, 
"Important issues such as family treatment considerations 
and the entire area of hospital treatment are omitted in order 
to give adequate coverage to the most important controver- 
sial areas." 

It seems to me that the annual review book concept needs 
to be refined. Are the sections meant to call attention to new 
findings, to relatively new findings, or to old and new 
findings? Are they meant to be mini-courses? Should they be 
case oriented? How much balance should there be between 
theoretical and practical issues? Is the book meant to com- 
pete with the annual Yearbook or the American College of 
Psychiatrists' series? I hope that the editor and publisher will 
be able to settle these issues and provide clear guidelines for 
future contributors. Additionally, consideration should be 
given to improving the physical appearance of the book. The 
tiny upper, lower, and right-hand margins are quite unap- 
pealing, as are the many tables printed sideways. Finally, 
why not list the “preceptors” as editors (with full credit on 
the book cover) and the “‘faculty” as contributors? 


REFERENCE 
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Textbook of Psychiatry, 3rd ed, vols 1-3. Baltimore, Williams 
& Wilkins Co, 1980 


ARMANDO R. FAVAZZA, M.D., M.P.H. 
Columbia, Mo. 


Theoretical Approaches to Personality, by Barry D. Smith 
and Harold J. Vetter. Englewood Cliffs, N.J., Prentice-Hall, 
1982, 386 pp., $19.95. 


I remember as a college student going to hear B.F. Skinner 
talk about his theories of behavior. Then ld listen to 
McLelland's theories of motivation. And after that—in prep- 
aration for the exams—T'd rush to the library or the book- 
store to read or buy one of the many review volumes that 
were inevitably written by someone else who would succinct- 
ly describe what these great men were really saying. Well, this 
book is one of those books. The authors have reviewed the 
theories of some 20 psychologists. The chapters cover in- 
stincts, the unconscious, drive states, cognitive learning 
theory, ego and analytic theory, field theory—anything and 
everything pertaining to personality. 

How does one judge a book like this? Basically, by its 
clarity and by how well the authors condense the works of 
the psychologists. The book does well by both counts. It is 
much easier to read about Harry Stack Sullivan than to read 
his writings. Sometimes I think that's true of Freud himself. 
The authors have a good grasp of the essentials of concepts 
such as sensation, perception, thought, memory, and the like. 
There's not too much jargon, and there are some useful 
diagrams. The chapter on Freud is well done, and the book is 
well indexed. 

I should think a volume such as this competes with well- 
known works such as Hall and Lindsey's (1). Because the 
authors state that "every living theorist provided a careful 
and helpful review of the chapter on his own work," and 
because the chapters contain a little biography of each 
theorist, this book is probably a first pick among those who 
want a definitive review handbook. 


REFERENCE 


1. Hall CS, Lindsey G: Theories of Personality, 2nd ed. New York, 
John Wiley & Sons, 1978 


JOHN R. LION, M.D. 
Baltimore, Md. 


PSYCHOANALYSIS 


Co-operation Between the Sexes: Writings on Women, Love 
and Marriage, Sexuality and Its Disorders, by Alfred Adler: 
edited and translated by Heinz L. Ansbacher and Rowina R. 
Ansbacher. New York, Jason Aronson, 1980, 455 pp., 
$25.00. 


This volume is a consolidation of some of the important 
work of Alfred Adler, including material that has not 
previously been translated. It also includes a substantial 
section of commentary and interpretation written by Heinz 
Ansbacher. The book gathers together Adler’s writings on 
aspects of sexuality, including femininity, love, marriage, 
and sexual variations and disorders. The first part of the 
book is entitled Sociological and Theoretical Writings. It is 
subdivided into a section called the Myth of Women’s 
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Superiority and a second section entitled Masculine Protest 
and Critique of Freud. Part 2 of the book includes a section 
on Sexuality and the Individual and another one on Love and 
Marriage. Part 3, Sexual Disorders, includes sections entitled 
Homosexuality; Other Sexual Deviations, Dysfunctions, and 
Prostitution; and Causes of Homosexuality. Ansbacher’s 
commentary, which forms the second half of the book, 
incorporates current thought and literature and includes 
many of the ideas of Adler’s followers. 

In his consideration of the differences and similarities 
between Adler and Freud, Ansbacher emphasizes that, with 
regard to the theory of sexuality, Adler could best be 
characterized as the opposite of Freud. Whereas Freud 
believed that sexuality was an important determinant of 
personality, Adler saw it in the opposite way, that an 
individual’s personality determined his or her sexuality. 
However, in some areas there is more agreement than is 
immediately apparent. For example, although Adler’s view 
of psychotherapy as an "exercise in co-operation" does not 
address the Freudian concept of transference, it is not totally 
unrelated because he also stressed the importance of the 
relationship between patient and therapist. 

Ansbacher makes a strong case for Adler's pivotal position 
anticipating current feminism. He was clear and emphatic in 
his view of sexual equality. However, although he asserted 
that men and women must be regarded and treated equally, 
he did view role differentiation as an inherent and biological- 
ly determined trait. Adler provided an important impetus for 
the study of the psychology of women and introduced many 
of the concepts that appear throughout current literature on 
that topic. In 1914 he saw Fravenfrage, translated as “the 
women question," as the “most important problem in our 
society." This stimulated a vast area of developmental and 
social psychological inquiry and thought on this "question." 
In the interesting brief essay “The Problem of Abortion," 
which is translated in this volume for the first time, Adler 
anticipated and spelled out both the external and internal 
dilemmas for a woman and moved away from focusing 
primarily on the unconscious of the woman. In this context 
Adler indicated that the individual's actions could be evalu- 
ated in terms of the consequences for others. 

Adler's thoughts on love and marriage focused on a 
concept of cooperation. He saw this partnership and its 
evolution as a central human task, and the fruits of success- 
fully addressing this goal were to be found in the happiness 
of the partners, who gained self-esteem and security. 

With regard to intrapsychic motivation, Adler believed 
that social interest and a striving for significance and for 
power and superiority were fundamental. These determined 
the ways individuals met the three main tasks of life, which 
he defined as “love, occupation, and society." Adler con- 
ceived of mental health as social usefulness that inspired self- 
confidence and self-esteem. Thus, psychotherapy would be a 
way to achieve mental health, but it would be a less complex 
and ambitious undertaking than one would derive from 
Freudian theory. Adler here lays the groundwork for many 
recent developments in psychotherapy, particularly marital 
and family therapy. 

Although Adler's essays are at times repetitive and he often 
drew conclusions from inadequate data, the historical value 
and currency of much of his writing is captivating. The 
limited data available at the time made it difficult to develop 
a consistent theoretical position, yet he effectively integrated 
a vast quantity of information and clinical data that are rich 
and insightful. 

Ansbacher’s review and critique is comprehensive al- 
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though a bit unbalanced. His references to the writing and 
thinking of current authors is at times uncritical. This is 
particularly evident in the section on homosexuality, where 
poor studies are cited and more substantial evidence omitted. 
Further, Ansbacher’s description of the founding of the 
American Academy of Psychoanalysis and its subsequent 
development does little justice to the complex theoretical and 
clinical divergences in the field and serves to confuse the 
elucidation of Adler’s theoretical and clinical posture. Al- 
though this is done to assure Adler his proper place in the 
history of psychoanalysis, the papers themselves speak to 
that point. Ansbacher also includes a rather gratuitous 
consideration of Adler's own marriage, which, while impor- 
tant, is not well-enough documented to make its point and is 
oversimplified enough to raise substantial but unanswerable 
questions. 

Despite these reservations, the book succeeds in intriguing 
the reader with the scope of Adler’s contributions. The 
editors make it clear, by their selection and comments, that 
Adler’s contributions have been underestimated. He emerges 
as an innovative and pioneering figure whose contributions 
have played an important role in shaping current thought 
and practice. 


CAROL NADELSON, M.D. 
Boston, Mass. 


Internalization in Psychoanalysis: Psychological Issues 
Monograph 50, by W. W. Meissner. New York, International 
Universities Press, 1981, 278 pp., $17.50. 


W. W. Meissner states in the preface to this book that “‘it is 
out of the warp and woof of object relations that the 
rudiments of the self are woven, by way of a variety of forms 
and sequences of internalization. Similarly, the continuing 
process of internalization gives rise to capacities within the 
emerging self for engaging in, maintaining, and gaining 
meaningful gratification from object relations.” Meissner’s 
attempt to mediate (at least somewhat) the Kohut-Kernberg 
debates consists of four chapters in addition to a very brief 
introduction and an equally terse epilogue. 

In the first chapter, “Theoretical Aspects of Internaliza- 
tion," there is the usual overly full, by now ritualized review 
of the literature. It details the contradictions and ambiguities 
of previous authors and just barely avoids that most typical 
of psychoanalytic scholarly errors, reworking the theory 
instead of reexamining the available clinical data base. 
Meissner clearly and usefully differentiates between incorpo- 
ration, introjection, and identification as phase-related 
modes of internalization identifiable by the individual's 
ability to maintain separateness from the object. 

The remaining three chapters form the heart of the book: 
“The Nature of the Psychoanalytic Process," “Clinical As- 
pects of Internalization in the Psychoanalytic Situation," and 
"Therapeutic Aspects of Internalization in the Psychoana- 
lytic Process." In these it is clear that this book is not about 
internalization but about psychoanalysis as seen through the 
magic glass of internalization. Here, fortunately and usefully, 
Meissner ties theory to observation, observation to diagno- 
sis, and diagnosis to mode of intervention. Although his 
clinical vignettes are brief, they are precise and focused and 
communicate a sense of the reality of psychoanalytic work. 
The diagnostic discussions do not refer to DSM-III (almost 
refreshing these days as that increasingly becomes our new 
ritual), but the clinical referent is clear and the usefulness of 
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developmental theory and psychodynamic understanding 
well illustrated. Meissner suggests and demonstrates how 
these observations and ideas should determine what we 
actually do with patients. The theory gains meaning from 
action. l 

As I have come to expect from International Universities 
Press, the book itself is well produced. The typeface is clear, 
the stock heavy and nonreflective, the references accurate, 
and the index ample. Published as Monograph 50 of Psycho- 
logical Issues, it is a fitting companion to earlier volumes 
authored by Erik Erikson, George Klein, David Rapaport, 
Ivo Kohler, David Shakow, and Hartman, Kris, and Loewen- 
stein, It is, as I hope my comments indicate, clearly intended 
for those with some knowledge of psychoanalysis. For such 
initiates, it can serve as a stimulating re-vision of our theory 
and practice. 


WILLIAM A. FROSCH, M.D. 
New York, N.Y. 


Becoming a Psychoanalyst: A Study of Psychoanalytic Super- 
vision. Monograph of the Study Group on Supervision of the 
Committee on Psychoanalytic Education, edited by Robert S. 
Wallerstein, M.D. New York, International Universities 
Press, 1981, 344 pp., $27.50. 


The title of this book, Becoming a Psychoanalyst, is 
misleading, and the print is too small to comfortably read. In 
most chapters the text is hard to follow and includes 
excessive detail and repetitive material. Some of the authors, 
however, such as Robert Wallerstein, Joan Fleming, and 
Rudolf Ekstein, are recognized leaders in psychoanalytic 
writing, and their chapters reflect their knowledge and skill. 

The book is not a "how to become a psychoanalyst” or a 
“how to do psychoanalytic supervision” text, as one would 
assume from the title. It is a study of psychoanalytic supervi- 
sion and a report on a research project about psychoanalytic 
supervision. Some excellent ideas are presented, resulting in a 
good assemblage of the study group's research data. The 
book demonstrates that the study group devoted a great deal 
of effort and time to the topic of supervision. Unfortunately, 
it Is probably worthwhile reading only for psychoanalysts 
who are actively engaged in supervision. 

The data that are hashed and rehashed in the book consist 
of a supervisor's process notes on 14 supervision hours of a 
beginning psychoanalytic case in which 66 analytic hours 
were presented by a clinical associate. These notes, "the 
data," were sent to the study group, who analyzed the style 
and process of the supervisory experience. À reader can gain 
many useful ideas about supervision from the analyst's, 
supervisor's, and study group's perspectives. There are good 
examples of psychoanalytic dialogue that reinforce the heu- 
ristic value of the basic psychoanalytic principles of resist- 
ance, transference, and countertransference. 

Unfortunately, there was a delay of about 15 years from 
when the data were collected until the publication of this 
book. This delay appears to have weakened the clarity, 
continuity, and readability of the text. In addition, as 
Wallerstein points out, this study was not the systematic 
research the study group had hoped for. 

A collection of papers on supervision as it relates to the 
specific case is presented. The study group (8 to 10 senior 
analysts) investigated what factors appeared most operative 
in the particular analytic situation discussed in this supervi- 
sion. They studied their own various approaches to the 
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supervisory process and content. A focal issue was the 
analyst's perceived “coolness,” which was a reaction forma- 
tion against a countertransference attraction to the patient. 
The supervisor's options for handling this type of data was 
the study group's focus. One chapter reviews the "general 
principles" of supervision that the study group derived. The 
authors review such dilemmas as teaching versus therapy in 
supervision and relate it to the "dumb" spots versus the 
“blind” spots within the analyst. 

Joan Fleming highlights her group's technique, the Flem- 
ing-Benedek approach, as discussed in Psychoanalytic Super- 
vision (1). This process-oriented approach is contrasted with 
a content focus in "the San Francisco project," which 
developed specific categories to examine the supervisor and 
the analyst as they interacted in the "helping and enabling 
process" called supervision. 

An interesting conflict develops as one reads through and 
between the lines of this book. It is the conflict between the 
desires and activities of the different human participants in 
this study. The study group, some of whom had national 
reputations, put expectations on the supervisor that in 
retrospect were seen to create conflict with his usual teaching 
activity. The supervisor's and the analyst's chapters reveai 
thinly veiled conflicts, difficulties, and disagreements be- 
tween them. The supervisor changes many of his opinions 
about the data as he views them retrospectively years later. 

The analyst presents important interesting criticisms of the 
supervisor, the study group's methods, and the relevam 
influential factors in the supervisory process. The analysts 
style reveals some personal character problems as he dis 
cusses his hostile response to the surprise of being an 
unaware participant. His apparent resentment of the “au- 
thority figures" leads to an excessively defensive flavor in his 
chapters, where he repeatedly finds fault in the others. The 
supervisor's second chapter also appears defensive as he tries 
to justify his position after the analyst's criticism. It become: 
clear that were it not for the diplomatic efforts of a legal 
arbitrator, who is also a psychoanalyst, the "subject-analyst" 
would not have allowed the work of the supervisor and stud» 
group to be published. 

In a true analytic, ambivalent resolution of a conflictual 
family triangle (the study group = supportive mother, the 
supervisor = confronting father, and the analyst = protest- 
ing child), they finally agreed enough to openly disagree so 
that they did arrive at a publishable compromise. The 
inferred personality styles and the conflict of emotions 
between participants in this analytic research project are 
unfortunately more interesting aspects of the book than the 
intended content, the supervisory process. This human ele- 
ment shows one reason why it is so difficult to get good 
psychoanalytic research data. 


REFERENCE 


1. Fleming J, Benedek T: Psychoanalytic Supervision. New York, 
Grune & Stratton, 1966 


SCOTT L. CARDER. M.D., PH.D. 
San Marino, Cait’. 


The Annual of Psychoanalysis, Vol. IX, 1981, edited by tke 
Chicago Institute for Psychoanalysis. New York, Interno- 
tional Universities Press, 1981, 316 pp., $25.00. 


The ninth and latest volume of The Annual of Psychoana!- 
ysis continues its tradition of reflecting some current interes:s 
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of American psychoanalysts. The 16 original contributions, 
covering a wide range of topics, are loosely arranged in six 
sections: Childhood and Adolescent Psychoanalysis, Psycho- 
analytic Education, Theoretical Studies, Clinical Studies, 
Psychoanalysis and Philosophy, and Applications. The pa- 
pers vary in originality and depth but are by and large well 
composed. They do not reveal a unifying theme, though 
there are frequent references to the currently fashionable 
"self psychology." To comment on all the papers within the 
limited space available here would be frustrating and confus- 
ing. I shall select a few samples to indicate the variety of the 
fare. 

The first section begins with a review of the development 
of child analysis in Chicago and mentions the role of Anne 
Benjamin, to whom the volume is dedicated. 

There 1s a controversy over whether children are able to 
mourn like adults. Garber attributes the conflict in the data 
to the uneven development of individual children; he recom- 
mends the establishment of development profiles of mourn- 
ing abilities. Regrettably, he omits Bowlby's relevant recent 
contribution from his discussion. 

Among the theoretical studies, Schwaber's lucid presenta- 
tion of some basic concepts of Kohut is noteworthy. She 
perceives “empathy” as “a special form of listening" that 
takes place when therapists allow themselves to be used as 
“ ‘self objects,’ i.e., as part of the patient's self." 

Ferguson, who considers self psychology an important 
advance in psychoanalytic theory, studies the nature of 
scientific progress by comparing Kohut's well-known two 
analyses of “Mr. Z”? (1) He finds Kuhn's ideas of a 
"paradigm" switch appropriate in a descriptive sense but 
lacking when it comes to dynamic understanding. He prefers 
Landau's suggestion that the usefulness of a new theory 
indicating scientific progress is based, at least in psychology, 
on its problem-solving effectiveness, explanatory power, and 
conceptual clarity. This stimulating article is not without 
internal contradictions. Although Ferguson asserts that “‘the 
success or failure in alleviating that patient's complaints 
cannot be the crucial or ultimate criterion of correctness for a 
psychological theory" (p. 153), he uses precisely these mea- 
sures in his assessment of the validity of self psychology. 

The search for a sound psychoanalytic theory of affects has 
been a longstanding source of frustration. Krystal attempts 
to come closer to a solution of this problem by separating the 
qualities of pleasure and distress from “emotions” per se. 

Some modifications of psychoanalytic treatment are de- 
scribed in the clinical section. Graller recommends the 
addition of marital therapy by a second analyst to overcome 
an impasse during an individual analysis. Only very few 
people can afford such a costly and time-consuming ap- 
proach. Would conjoint therapy alone achieve the same 
therapeutic results? 

Woolcott reports on the successful treatment of several 
severely addicted patients with modified psychoanalytic ther- 
apy, backed by hospitalization whenever needed. Initially he 
permits a symbiosis between the patient and himself to 
develop to replace the drug. After the patient achieves 
individuation he or she is able to establish a traditional 
transference neurosis. 

In *On Knowing Our Minds," a philosophical disserta- 
tion, Toulmin argues that self-knowledge is based on one's 
ability to speak and act for oneself. He concludes that the 
establishment of autonomy should be the goal of psychoana- 
lytic treatment and education. There seems to be a bit of 
circular reasoning in this argument. 

In the final section on Applications, Kligerman inquires 
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what might have motivated Jean-Jacques Rousseau, who 
abandoned all five of his children as soon as each was born, 
to write a classic on the raising of the imaginary boy Emile: 
"Perhaps the writing of this book was an act of expiation for 
abandoning his own children." 

Moraitis proposes a method of using the psychoanalytic 
approach in the psychological investigation of written docu- 
ments. The same method might be generally useful to 
analysts collaborating with professionals in other disciplines. 
Moraitis focuses on distortions and omissions indicative of 
conscious and unconscious "editing" by the writer and 
involves an expert on the subject in an intense dialogue 
regarding the written material. This approach applied to an 
autobiography of Haile Selassie results in a dynamic expla- 
nation of the conflicts and the ultimate tragic undoing of this 
historic personality. 

In the final paper Feder perceives the music of Charles Ives 
as intensely influenced by the composer's inner experience of 
a union with his beloved musician father George. The music 
reflects reminiscences of their shared closeness during Ives’s 
childhood and youth and becomes the symbol of mourning 
after the father’s death. 

What distinguishes this collection of papers from the 
content of analytic journals is the wide variety of topics 
assembled in one modest volume. By its format the Annual 
continues to serve as a mirror of some interesting facets and 
trends in contemporary psychoanalysis. 
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AFFECTIVE DISORDERS 


Prevention and Treatment of Depression, edited by Thomas 
A. Ban, M.D., René Gonzalez, M.D., Assen S. Jablensky, 
M.D., Norman A. Sartorius, M.D., and Felix E. Vartanian, 
M.D. Baltimore, University Park Press, 1981, 294 pp., 
$29.95. 


Any reasonably astute visitor to a medical bookstore will 
readily note that a major factor contributing to the current 
plethora of academic books is the almost automatic transfor- 
mation of conferences into published tomes. It should not be 
too controversial to suggest that not all conferences are 
deserving of this metamorphosis and should, in some rela- 
tively specific way, justify their contribution. The present 
work does not do this well and seems almost embarrassed by 
its heritage. Its origins are revealed only in the last paragraph 
of the preface, without any evidence of the date or location 
of its birth (although its parents are prominently featured). 
Unfortunately it is the case in the editing of books, as in the 
making of soufflés, that one person usually accomplishes the 
task better than five. The principal flaw of this book is its 
poor editing. 

The title is misleading because it suggests a broad and 
definitive treatise on the subject, yet the contents of the book 
include review chapters juxtaposed to idiosyncratic and 
rather specific reports of unrefereed studies. Chapter lengths 
vary from 2 pages to 14 pages and do not appear correlated 
to the breadth of information that the titles suggest is to be 
covered. Chapter headings are similarly misleading. One 
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section, for example, entitled Neuroendocrinologic Studies 
in Affective Disorders, is principally focused on the author’s 
own research on human growth hormone. Reviews of studies 
investigating the pituitary-adrenal and thyroid axes in de- 
pressive illness are nowhere to be found in the book, and 
there appear to be only two paragraphs devoted to genetic 
studies and none to sleep findings. This would not be 
surprising, given the title’s focus on prevention and treat- 
ment rather than pathophysiology, were it not for the 
extensive space allotted to such chapters as “The Temporo- 
spatial Context: A Neglected Aspect of the Depressive 
Response” and “Systolic Blood Pressure Changes in the 
Course of Recovery in Depressed Patients.” A Russian report 
on “Protracted Endogenous Depressions” is so short as to 
qualify as a letter to the editor, except for the fact that its 
terse references to seven subtypes of patients with either 
“monomorphic” or “polymorphic” structures would leave 
Western readers stupefied. Most of this report is a descrip- 
tion of various signs and symptoms found in such patients. 
Treatment is dispatched in one sentence: “We tried various 
physical and pharmacologic treatments in the treatment of 
protracted depressions with limited success.” Another chap- 
ter, entitled “Treatment of Depression with ECT,” changes 
its title to “ECT Treatment in India” after the first page. 

It is only through the appearance of such clues that the 
reader learns that the book is an outgrowth of a World 
Health Organization conference devoted to fostering inter- 
national collaborative projects in depression research and 
treatment. The point is well made in the preface that most of 
the world’s estimated 100 million depressive patients live in 
developing countries and either have no access to health care, 
are undiagnosed, or receive inappropriate treatment. A criti- 
cal comparison of cultural similarities and differences in the 
clinical and diagnostic aspects of depressive disorders would 
appear to be the main strength of this conference and should 
have been reflected both in the editing of the chapters and the 
total presentation of the book. This is done to some extent in 
a chapter by Lehmann, who critiques DSM-III classifications 
and terminology and defends the use of ICD-9 as “better 
suited to the needs of the clinical psychiatrist." Other 
thoughtful chapters include a chronologic look at the con- 
cept of childhood depression and a short but intensive review 
of lithium prophylaxis in depression. Chapters by Klerman 
and Hirschfeld, Weissman, Bunney, Paykel, and Ban are 
reasonably complete but by now familiar reviews of work 
each of the authors has presented in greater detail elsewhere. 

This book is not without merits, particularly for the reader 
who has an interest in transcultural psychiatry and who is 
satisfied with mostly anecdotal reports of the way in which 
the problems of depression are approached in member 
countries of the World Health Organization. There is little 
direct attempt to come to terms with the difficulties inherent 
in international collaboration; indeed, most of the presenta- 
tions appear to have been delivered without reference to each 
other. For those interested in brief summaries of "The 
Clinical Manifestations of Depression in Africans," *Depres- 
sion in Japan,” and “Provision of Care to Depressed Patients 
in a Developing Country (Lesotho)," the book may be of 
interest and utility. 


VICTOR 1. REUS, M.D. 
San Francisco, Calif. 


Short-Term Psychotherapies for Depression: Behavioral, In- 
terpersonal, Cognitive, and Psychodynamic Approaches, ed- 
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ited by A. John Rush. New York, Guilford Press, 1982, 339 
pp., $25.00. 


In discussions about the difficulty in evaluating the efficacy 
of psychotherapy, it is often noted that there are more than 
200 brand names of different forms of psychotherapy. This 
important book is about the four psychotherapy approaches 
to the short-term treatment of patients with depression that 
now dominate the field and are the subject of intensive 
empirical investigation: the behavioral, the interpersonal, the 
cognitive, and the psychodynamic. 

The behavioral approach focuses on altering the patient’s 
overt behavior so that pleasurable experiences are rein- 
forced, on the assumption that this is the most efficient way 
to modify depressed affect and cognitions. The interpersonal 
approach assumes that not only can depression predispose 
the patient to interpersonal problems but interpersonal prob- 
lems frequently precipitate depression, and dealing with 
interpersonal problems is essential for alleviating depression 
and possibly preventing further episodes. The cognitive 
approach emphasizes the role of specific, habitual errors or 
deficits in thinking in depressed patients and employs a 
technique of “collaborative empiricism,” in which the thera- 
pist and patient jointly collect data to test the hypotheses of 
the assumptions that underlie or maintain the patient's 
depression. Finally, as is well known, the psychodynamic 
approach emphasizes the role of early disappointments with 
significant others, the ambivalence in relationships, and 
the need, in psychotherapy, for the depressed patient to 
reexperience critical childhood affects through the transfer- 
ence. 

The editor of this important book, Dr. A. John Rush, who 
himself is associated with the cognitive approach (he is co- 
author, with Aaron Beck and others, of Cognitive Therapy of 
Depression [1]), has assembled a gala cast of contributors, 
many of whom are well known for their contributions to 
their respective psychotherapeutic approaches (McLean and 
Lewinsohn, behavioral; Klerman and Weissman, interper- 
sonal; Beck and Young, cognitive; Strupp, psychodynamic). 

Each therapeutic approach is presented in two chapters. 
The first chapter presents the theory and research data that 
support the particular approach. These presentations are 
thorough, scholarly, and without polemics. For example, in 
discussing psychodynamic theory, Strupp acknowledges that 
the psychoanalytic tradition is not very congenial with the 
“in” psychotherapy research notion of linking specific thera- 
peutic interventions (as might even be codified in a manual) 
with specific problems or diagnostic conditions. Further- 
more, he acknowledges that the reports of the effectiveness of 
short-term dynamic psychotherapy by its major theorists 
(e.g., Davanloo, Malan, and Sifneos) have been based on 
individual case studies rather than on controlled comparative 
studies (as has been the case with the theorists of the other 
psychotherapeutic approaches). The second chapter, which 
will probably be of more interest to clinicians, shows how 
the particular approach is applied clinically. Case vignettes 
and excerpts from actual cases give the reader a feeling for 
how the principles of the therapy are actually applied. For 
example, the following shows how a cognitive therapist 
encourages a patient to question his assumption that one 
should always work up to one’s potential: 


Patient: | guess I believe that I should always work up 
. to my potential. 

Therapist: Why is that? 

Patient: Otherwise I'd be wasting time. 
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Therapist: But what is the long-range goal in working 
up to your potential? 

Patient: (Long pause.) I’ve never really thought about 
that. I’ve just assumed that I should. 

Therapist: Are there any positive things you give up 
by always having to work up to your potential? 

Patient: | suppose it makes it hard to relax or take a 
vacation. 

Therapist: What about "living up to your potential” 
to enjoy yourself and relax? Is that important at all? 

Patient: I’ve never really thought of it that way. 

Therapist: Maybe we can work on giving yourself 
permission ot to work up to your potential at all times. 


The book has a useful introductory chapter by Rush on 
various diagnostic issues. He emphasizes important differen- 
tial diagnostic issues in identifying the syndrome of depres- 
sion and concludes that psychotherapy, as the major treat- 
ment modality, is primarily for the patient with a nonpsy- 
chotic, nonmelancholic depression. Although he advocates 
the use of DSM-III, I was surprised that Rush never discusses 
dysthymic disorder, and this diagnosis is not even listed in 
the index. Similarly, the psychotherapeutic relevance of the 
distinction between a major depressive episode and chronic 
mild depression or characterological depression (DSM-III 
dysthymic disorder) is also not discussed by the other 
contributors. It is hard to believe that this is a diagnostic 
distinction without any clinical psychotherapeutic relevance. 

As I started to ponder the significance of this book in 
preparation for writing this book review, I began to wonder 
how many books of relevance to psychiatry are published 
each year. A quick count of “books received" noted in the 
then-current issue of this journal (August 1982) showed 50 
books (which happened, by coincidence, to include the book 
being reviewed). Making the simplistic assumption of no 
seasonal variation, this would indicate the staggering sum of 
600 books per year! The clinician (seasoned or in training) 
who treats depressed patients with some kind of psychother- 
apy, as well as the researcher interested in the latest develop- 


ments in psychotherapy research, will do well to read this 
book. 


REFERENCE 
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ROBERT L. SPITZER, M.D. 
New York, N.Y. 


Depression: Behavioral and Directive Intervention Strate- 
gies, edited by John F. Clarkin and Howard I. Glazer. New 
York, Garland STPM Press, 1981, 405 pp., $45.00. 


The 19 authors of this handbook attempt to present the 
“unifying theme ... that depression can be conceptualized 
and effectively treated using the constructs of the behavioral 
tradition." 

Part 1 (one chapter) is devoted to assessment, part 2 (four 
chapters) to conceptual models, part 3 (five chapters) to 
clinical behavior therapy, and part 4 (two chapters) to the 
application of these techniques to children and the elderly. 

The innovative approaches described in this volume have 
the virtue—shared with descriptive and biological psychia- 
try—of precision in measuring the manifestations and out- 
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come of depression. Unfortunately, the book itself suffers 

from sins common to edited multiauthored works. 
Although the editors’ introductory chapter on assessment 

is well written, almost all of the remaining presentations are 


` idiosyncratic in their descriptions of depressive phenomenol- 


ogy. Each author attempts to explain depression within a 
special behavioral or cognitive paradigm, with relative disre- 


. gard for the other approaches presented. As a result, the 


reader can easily be lost in a labyrinth of behavioral jargon. 

The attempt by Fay and Lazarus to argue for multimodal 
therapy is not convincing because of its brevity and anecdot- 
al approach; it is regrettable that these authors did not take 
more seriously the task of integrating the various therapies. 
That they have done so elsewhere does not help the cause of 
the present monograph. Fortunately, the chapter by Petti on 


` childhood depression is at least partially successful in pre- 
- senting the case for multimodal treatment. 


I found the chapter by Lewinsohn and Arconad to be the 
most cogent. Derived from social learning theory, their 
model is the most practical formulation of vicarious rein- 
forcement contingencies in depressive disorders. The posi- 
tion embraced by Beach, Abramson, and Levine is also 
interesting and provocative. As Freud noted, depressive 
patients are unable to maintain illusions the way most 
normal people can; instead, they see themselves and the 
world in a negative light. Accordingly, these authors pose the 
question, Should therapy focus on helping depressive pa- 
tients process information more realistically, or should thera- 
py focus on helping depressive patients acquire the benign 
illusions and biases that characterize nondepressed people? 

Although all of the authors espouse a rigorous scientific 


. approach, they do not refrain from statements based on 


clinical lore or grossly insufficient evidence. For instance, the 
reader is told that depression is derived *'at least in part from 
mother love that is too contingent and conditional (and 
insufficiently unconditional)” (p. 12); that the origin of 
negative depressive cognitions is in childhood (p. 112); that 
"depression is a specific response to stress" (p. 185); and that 
diarrhea is a prominent feature in characterologic depres- 
sions (p. 229). In other words, speculation, opinion, and fact 
are not always distinguished. 

Negative bias in assessing the evidence for biomedical 
contributions in depressive disorders is common to many, 
although not all, of the chapters. For instance, McLean 
states, 


* 


Depressed persons variously describe their moods as 
hopeless, frustrated, unmotivated, self-critical, and 
gloomy. What is responsible for the induction of these 
moods? Biochemistry? As yet there is no impressive 
evidence that biochemical factors are causally related to 
depressed mood states, although presumably they are 
interactive with these states, particularly as severity 
increases. On the other hand, there is a wide range of 
findings strongly suggesting that psychosocial factors 
figure prominently in the causes and treatment of de- 
pression (p. 179). 


This selective assessment of the evidence disregards recent 
and impressive advances in our knowledge of the genetics, 
neuroendocrinology, and sleep physiology of affective disor- 
ders (1), as well as the effectiveness of somatic treatments for 
the major affective disorders (2). Although there is a brief 
chapter on somatic treatments, almost all of the other 
chapters underrate their importance. 

Rhem’s conclusion that depressions are best understood in 
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a diathesis-stress-coping model (p. 105) is more consistent 
with the converging evidence on the pathogenesis of this 
heterogeneous group of disorders (3). In this model, biologi- 
cal vulnerability is considered a requisite substrate; the 
adequacy of coping skills determines whether breakdowns 
will occur under environmental challenge. 

Although this handbook brings together an extensive 
literature on behavioral and cognitive approaches to nonbi- 
polar depressions—and may be of interest to psychothera- 
pists of various persuasions—synthesis is lacking. Perhaps 
this is intentional; the editors believe that "behavioral assess- 
ment and treatment of depression are only in their infancy” 
(p. 26). Nevertheless, even at this preliminary state of 
development, a more cogent formulation might have been 
possible in a book written by only two or three authors. 
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Lithium Treatment of Manic-Depressive Illness: A Practical 
Guide, by Mogens Schou. Basel, S. Karger, 1980, 71 pp., 
$14.50 (paper). 


As a clinical social worker who deals with manic-depres- 
sive patients and their families, I have found this small 
volume extremely helpful. Dr. Schou, a renowned investiga- 
tor and Professor of Biological Psychiatry and Research 
Director at the Psychopharmacology Research Unit, Aarhus 
University Institute of Psychiatry, Risskov, Denmark, has 
used a model for educating patients and families similar to 
that used with people who have diabetes. In both illnesses the 
patient must be concerned with closely following a treatment 
regimen in order to control a chronic disease. In this book 
Dr. Schou invites the patient and family to educate them- 
selves in order to be their physician’s collaborators in 
treatment. 

The book does not attempt to be a treatise on manic- 
depressive illness, although it has brief chapters on the 
phases of the illness and the history of the development of 
lithium treatment and the other biological treatments com- 
monly used. Rather, it is a succinct, unembellished helpmate 
to the patient who acknowledges having the illness and 
demonstrates a willingness to participate in treatment. 

As the title indicates, the major portion of the book 
concentrates on lithium therapy as a prophylaxis for manic- 
depressive illness. The reader is given detailed instructions 
and helpful hints on the treatment regimen and is provided 
information about undesirable side effects, potential risk 
situations, and lithium treatment during pregnancy, delivery, 
and nursing. Additional useful sections are a glossary at the 
beginning of the book and a summary of caveats, called 
“Dos and Don’ts in Lithium Treatment,” at the end. 

It should be noted that this book is directed primarily 
toward the medically sophisticated and curious patient and 
family member. Some people may not have the intellectual 
capacity to absorb much of the information profferred. 
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Others may prefer to adopt a passive stance with respect to 
their own education because of intense anxiety or their wish 
to remain dependent. For them, a short list of directions from 
their physician may be quite adequate. 

My only criticism of this 71-page paperback is the price, 
which seems excessive, particularly if one wishes to recom- 
mend it to patients and their families. 


ROBERTA M. GOLDWYN, M.S.W. 
Belmont, Mass. 


SUBSTANCE ABUSE 


Drug Dependent Patients: Treatment and Research, edited 
by Robert J. Craig and Stewart L. Baker. Springfield, IHl., 
Charles C Thomas, 1982, 397 pp., $38.75. 


In the early 1970s, concern grew that returning Viet Nam 
veterans would bring to the United States an epidemic of 
heroin addiction. Responding to this concern, the Veterans 
Administration (VA) set up drug-dependence treatment units 
throughout the VA system. The large number of expected 
drug-dependent veterans never arrived, except in several 
large metropolitan areas where drug dependence was already 
endemic. In the mid-1970s, Lee Robins’ careful follow-up 
study of returning Viet Nam veterans demonstrated that 
veterans did not bring their addiction home with them. By 
the late 1970s, many of the original drug units had closed. 
Despite these closings, the VA, this book reminds us, still 
operates "the largest program under direct management for 
delivering care to drug addicts." 

The many authors of this volume are all connected, 
directly or indirectly, with VA drug treatment units. Their 
contributions to this book are divided into four sections. Part 
] covers treatment modalities and includes good reviews of 
methadone withdrawal and maintenance as well as general 
overviews of residential, behavioral, group, and family thera- 
pies for addicts. These overviews are quite candid in stating 
that there is little current evidence regarding the efficacy of 
the various treatments described. 

Part 2 contains three chapters concerned with neuropsy- 
chological and personality assessments of drug abusers. 
There is apparent in these chapters an underlying frustration 
with current psychological and personality assessment tech- 
niques and a questioning of their relevance to an understand- 
ing of addiction and its treatment. A fourth chapter summa- 
rizes the advantages for methadone maintenance programs 
of continually monitoring the patients’ urine for evidence 
of drugs of abuse and strongly advocates such surveil- 
lance. 

The third section contains two papers related to outcome 
evaluations. The first describes four studies designed to 
ascertain the effectiveness (in terms of a variety of outcome 


' goals) of VA drug abuse programs. However, the studies are 


observational and not experimental (i.e., there is no contro! 
group), and therefore improvement cannot be attributed to 
treatment. The chapter does have a good discussion of 
problems inherent in doing outcome studies and also in- 
cludes a brief discussion of the political problems in doing 
outcome research in a large agency such as the VA. The 
second chapter describes an outcome evaluation comparing 
three different types of therapeutic communities. The results, 
the authors readily admit, are severely compromised by the 
high patient dropout rate from all programs (greater than 
80% in the six-month therapeutic community programs), the 
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inability to maintain strict randomization, and the lack of a 
true no-treatment control group. 

The fourth and final section is concerned with special 
populations and contains two chapters, one concerned with 
techniques of inpatient and outpatient management of the 
“medically addicted” patient and the other with inpatient 
programs to treat compulsive gamblers. The authors believe 
these techniques and programs have been effective but offer 
no experimental data to support their conclusions. 

In summary, this book gives the flavor of various pro- 
grams and research efforts going on within the VA related to 
drug abuse. The volume, however, does not give a good 
overview of either the history of these efforts or their current 
direction. This may be due to a lack of current direction. In 
many of the chapters there is a sense of frustration and 
dissatisfaction with current treatment methods and the in- 
ability to demonstrate their efficacy, with the lack of innova- 
tive ideas and methods for assessing drug addicts and their 
problems, and with the political and logistical problems of 
organizing a sound research program out of the existing VA 
drug-dependence units. Such frustration and dissatisfaction 
are probably an accurate reflection of the current state of 
clinical research in the field of drug dependence; therefore, 
the book is recommended to those wishing to gain a sense of 
this current state as well as to those interested in the specific 
areas covered by the individual chapters. 


BARRY LISKOW, M.D. 
Kansas City, Mo. 


Current Research in Drug Abuse in India, edited by D. 
Mohan, H.S. Sethi, and E. Tongue. Delhi, India, Gemini 
Printers, 1982, 340 pp., $20.00. 


An edited volume, this book consists of 40 papers by 55 
authors, including psychiatrists, other physicians, psycholo- 
gists, sociologists, and social workers. The first two editors 
are psychiatrists on the staff of the All India Institute of 
Medical Sciences, and Dr. Eva Tongue is an attorney with the 
International Council on Alcoholism and Addictions in 
Geneva. 

Half of the papers are in the first section on epidemiologi- 
cal studies. The groups studied consist of students, delin- 
quents, psychiatric patients, and various rural and urban 
populations within India. The remaining papers are in six 
different sections, with three to five papers each. Themes in 
these sections are Attitudes Towards Drug Use and Drug- 
Related Problems, Treatment of Drug Abuse, Education as 
an Aid in Prevention, Supply and Demand Reduction of 
Drugs, and Miscellaneous Reports. Subjects range from drug 
abuse to alcoholism, from marital counseling to treatment 
outcome, from birth order to industrial aspects. 

These papers are the result of a national conference on 
drug abuse held in India in 1980. As one would expect from 
such a volume, there is a good deal of unevenness across the 
papers. Most of them emphasize demographic, drug use, and 
clinical descriptions ranging from fair to excellent. A few 
papers are merely anecdotal, and one or two others are little 
more than apparent personal opinions. Although an exten- 
sive list of 254 references can be found in the back of the 
book (including a number of papers on drug use and abuse in 
India), most papers are not well integrated with the current 
literature on drug abuse. New data are presented, but 
without novel hypotheses on the phenomena of drug abuse. 

Among the interesting facts brought out by this book is the 
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high prevalence of methaqualone and diazepam use among 
Indian university students. Among the fascinating cultural 
variations are tobacco smoking with inhalation through the 
nose and inhalation with the lighted end of a cigarette held in 
the mouth. In one sample of alcoholics, first-born siblings 
were found to be more prevalent than later-born or last-born 
siblings—the opposite of what is observed in North Ameri- 
can and European samples and perhaps related to traditional 
primogeniture in areas of India. For the student of social 
aspects of drug abuse, some excellent papers review the 
historical, legal, and treaty aspects of opium production and 
commerce in India. 

This is a book for the specialist in drug abuse. Those 
seeking cross-cultural comparisons regarding drug surveys, 
epidemiology, and the latest in drug epidemics elsewhere in 
the world will find sections of this book extremely useful. 


JOSEPH WESTERMEYER, M.D. 
Minneapolis, Minn. 


Alcoholism and Clinical Psychiatry, edited by Joel Solomon. 
New York, Plenum, 1982, 238 pp., $25.00. 


This book is a compendium of papers presented at an 
October 1980 conference of the New York Academy of 
Medicine. The editor has successfully organized a concise 
and enjoyable book in such a way that it is as readable as any 
of the many subcontracted postsymposium volumes | have 
read. Alcohol has been a major factor in nearly 10% of all 
deaths in the United States and nearly half of the traffic 
accidents, and 7% of all Americans 18 years old or older are 
alcoholics or problem drinkers. But what place does alcohol- 
ism have in general psychiatry? This review presents high- 
lights of the book’s efforts to answer this question. 

Benjamin Kissin's chapter, “The Bio-psycho-social Per- 
spective in Alcoholism,” succeeds in reviewing and interpret- 
ing the literature as well as condensing Kissin’s vast experi- 
ence in this area into a complex, multifactorially determined 
illness model that can be understood and appreciated. 

Gerald Klerman’s chapter painlessly teaches or reminds us 
of public health models of alcoholism. He explains, without 
explaining, the reasons that industry is so concerned and 
third-party payers so involved in the prevention, identifica- 
tion, and treatment of alcoholism. Primary prevention is 
needed at the level of the family physician and employer, 
who must educate with words and example. We have 
recently seen a threshold of price-related changes in gasoline 
use. Therefore, we need to rethink notions that taxing and 
pricing will not influence per capita consumption of alcohol. 

Westermeyer reports that increased rates of psychiatric 
disorder, drug abuse, alcoholism, juvenile delinquency, so- 
cial dislocation and disruption, and psychophysiological 
disorders are associated with social change. His chapter also 
delineates the importance of Alcoholics Anonymous (AA) in 
facilitating social reintegration through attendance at daily 
AA meetings and in promoting social network reconstruc- 
tion. 

Marc Galanter reports the pronounced effects of quasi- 
religions or cultural conversion (e.g., Unification Church, 
Divine Light Mission) on alcohol and marijuana use. Similar 
data could be obtained from astronauts and cosmonauts. 
Solomon describes the history of alcoholism and mental 
health in “Alcoholism and Clinical Psychiatry” but fails to 
clarify the reason(s) that in alcoholism (from Rush’s era to 
today) the treatment of choice and the only positive outcome 
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is abstinence, while for opiates continued addiction is widely 
advocated. The possible mechanisms of alcohol-related ef- 
fects on the brain and its neural systems are mentioned in a 
few sentences in Solomon’s chapter. However, either nothing 
new is happening in the neurobiology, psychopharmacology, 
and neurochemistry of alcoholism or it has been inadvertent- 
ly excluded from this volume. 

Goodwin masterfully reviews the questions and state of 
the art of the link between alcoholism and affective illness. 
He correctly emphasizes suicide as an all too common 
outcome of alcoholism. Except for manic-depressive pa- 
tients, alcoholics commit suicide more often than any other 
group. Manic patients often feel too high, uncomfortably 
high, and alcohol seems to reduce the unpleasant effects of 
the mania while amplifying the pleasant ones. But can mania 
be treated by ethanol rather than haloperidol infusions? In 
two controlled studies, lithium—an effective drug for ma- 
nia—was given to alcoholics and appeared to reduce the 
frequency of relapse, particularly if the alcoholics were 
depressed. These unreplicated studies need a forum like this 
volume. The literature on alcoholism and affective disorders 
has a long and confusing history. Alcohol is widely believed 
to make depressed people feel a little better, but in reality it 
makes them more depressed. Like Goodwin, I believe that 
the evidence that depression causes alcoholism is very weak 
but a vital area for future study. 

As in his previous efforts in this volume, Solomon’s 
chapter “Alcoholism and Suicide” competently reviews and 
describes the field but skirts conflicts in the field. But how/ 
why is alcoholism unlike other drug addictions? In addition, 
although AA is mentioned, it is underemphasized in this 
chapter and the volume in general. Quitkin’s review is 
comprehensive, scholarly, well referenced, yet concise. Al- 
though middle-class alcoholics may contain the highest 
percent of patients with panic disorder, psychopathology in 
general (affective and panic disorder in particular) is more 
common in upper-class than in lower-class opiate addicts. 
Millman and Khuri’s exceptionally well-referenced chapter 
provides all of the necessary information to understand a 
complex data base and how it relates to prevention and 
public health issues. In addition to sharing their unequaled 
experience in the field of adolescent alcohol and drug abuse, 
they point out the real need for new specialty hospitals in 
most urban and suburban communities. 

In an enjoyable chapter, Zinberg briefly describes an office 
approach to the diagnosis and treatment of alcoholism and 
the general stages of treatment. All are clearly outlined and 
the clinical outcome delineated. Medical psychiatry, mini- 
mum office workup, and neuroscience are noticeably absent 
but must be available elsewhere. 1 kept wishing I knew 
where, so that I could go on to read that volume. 

Psychiatrists, other physicians, and other mental health 
professionals have been ineffectual in the treatment of alco- 
holics and have lost interest in attempting to treat them. Such 
a situation is not unexpected, because physicians and other 
health personnel are exposed only to the medical and 
psychiatric complications of alcoholism and not to the 
diagnosis and successful treatment of the disorder itself. This 
lack of awareness of generally successful treatment outcomes 
and isolation from AA supports the myth that this illness is 
untreatable. More time should be spent on the psychiatry/ 
alcoholism interface, but on whose terms? 

It may sound paradoxical, but the book, written by 
experts in the field, is light and enjoyable reading. It is 
neither overly referenced nor pretentious. It is recommended 
as an interest builder and not a satiating agent. However, the 
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book ends abruptly, leaving the reader without a fina: 
summary or review of the field now that all of the informa- 
tion has changed hands. 


MARK 5. GOLD, M.D. 
Summit, N.] 


Drinking and Crime, edited by James ]. Collins, ]r. New 
York, Guilford Press, 1981, 356 pp., $22.50. 


The task set for this volume is difficult and the discussion 
likely to be tendentious. The existence of a cultural stereo- 
type—in this case, the general conviction that alcohol use i« 
causally associated with crime-—forces the contributors into 
a discussion of the extent to which the popular belief can be 
supported or contradicted by hard research ev:dence. Gener 
ally speaking (and this book is no exception), such work no: 
only must show repetitiously how the popular belief came 
about but also must review existing research data from 
different points of view, in the hope of arriving at some 
forceful conclusion. But in this case the data are found to be 
thin and all that can be said is *maybe." My chief complain: 
is not about the conclusion, but I would rather have the 
discussion end with a truthful maybe" than with a forcec 
positive position arrived at just to have a strong conclusion 

Almost all of the eight authors represented in this volum: 
acknowledge that most of the research data dealt with have 
been accumulated from a population alreadv convicted o: 
crimes. They recognize that it is well-nigh impossible to 
distinguish between those whose use of alcohol is likely to 
lead them into serious criminal activity from those whose 
criminal activity, combined with their use of alcohol, is likel: 
to result in their being apprehended. Several cf the chapters, 
in particular the useful one by Stephanie W. Greenberg, are 
devoted to a critique of the methods of existing research. 
with an indication of how paltry the data are with regard to 
quantities of alcohol consumed by subjects and the frequency 
of consumption (heavy, chronic, light, or acute). Most of the 
studies referred to in this book ask only whether alcohol is 
used; nowhere in this volume is any consideration given to 
the integration of controlled or uncontrolled drinking pat- 
terns into the subjects' lives. 

The topic of drinking and crime is an important one, and 
despite my many criticisms, | feel it is likely that the reader ct 
this volume will end up with a fair overview of our current 
knowledge in this field, with the exception of a thoughtful 
discussion of the psychology of drinking and crime. Unfortv- 
nately, the prose tends to be turgid, jargony—as in "sociolo- 
gize"—Aand difficult to read. The editor, James J. Collins, Jr . 
is the worst offender; Richard H. Blum, an old hand in th:s 
area, is far less so. Even Collins’ concluding statement 's 
vaguely stated: “The existence of an alcohol-crime associa- 
tion is generally characteristic of most modern Western 
societies, and the strength of this association is variable b, 
culture." 


NORMAN E. ZINBERG, M.D. 
Cambridge, Mas.. 
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Letters to the Editor 


Heritability of Schizophrenia 


Sir: In “Failure to Find Evidence of Schizophrenia in First- 
Degree Relatives of Schizophrenic Probands” (June 1982 
issue), Harrison G. Pope, Jr., M.D., and associates reported 
that they had applied DSM-III criteria to family histories as 
recorded in psychiatric charts and had found no cases of 
schizophrenia in 199 first-degree relatives of schizophrenic 
patients. They stated that this finding “seems most consistent 
with the possibility that there is little or no heritability in 
DSM-III schizophrenia." The validity of this conclusion is 
questionable on several grounds. 

First, their review of the literature, which they used to 
support this claim, is not representative. In the interest of 
brevity, I will mention only two family and two twin studies 
the results of which are inconsistent with the hypothesis that 
"narrowly defined" schizophrenia is not heritable. In a 
thorough epidemiologic study in Sweden, Sjógren and co- 
workers (1, 2) used a narrow Scandinavian view of schizo- 
phrenia consistent with that articulated by Langfeldt, specifi- 
cally excluding nonpsychotic schizoid disorders and schizo- 
phreniform disorders. Nonetheless, Sjógren found the risk of 
schizophrenia to be six times greater in the first-degree 
relatives of schizophrenic subjects than it was in the general 
population. 

In the family study of the Iowa 500 cohort (3), all 
probands were diagnosed according to the Washington Uni- 
versity criteria and relatives were diagnosed by consensus of 
three clinicians, two of whom are strong advocates of the 
Washington University approach to psychiatric diagnosis. 
On the basis of individual field follow-up including hospital 
records, this study found that the risk for schizophrenia was 
nine times greater in the first-degree relatives of schizophren- 
ic patients than in those of surgical controls. In his large 
Japanese twin study of schizophrenia, Inouye (4) defined a 
group with "chronic progressive schizophrenia," which he 
stated was "equivalent to the classical dementia praecox of 
Kraepelin.” All of these patients deteriorated. Of the 23 
monozygotic index twins with chronic progressive schizo- 
phrenia, 11 of their cotwins (47.8%) also were diagnosed as 
having chronic progressive schizophrenia. In dizygotic twins 
the concordance rate for any form of schizophrenia was 1 
out of 17 (5.9%). Shields and Gottesman (5) gave disguised 
case histories from their Maudsley twin series to various 
psychiatric diagnosticians. The narrowest view of schizo- 
phrenia was that of Essen-Móller, who applied strict Scandi- 
navian criteria for process schizophrenia. He found that the 
concordance for schizophrenia was 44% (4 out of 9) in the 
monozygotic twins and 5.6% (1 out of 18) in the dizygotic 
twins. 

Second, Pope and coworkers argued that their results were 
unlikely to have been affected by incomplete ascertainment 
due to the use of previously recorded family histories in 
psychiatric charts. To my knowledge, only one study pro- 
vides empirical information to evaluate this claim. On the 
basis of blind evaluation of thorough family histories as 
recorded in psychiatric charts, the risk for schizophrenia in 
the first-degree relatives of schizophrenic probands from the 
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Iowa 500 study was found to be 2.1% (6). However, on the 
basis of personal interviews and hospital records obtained by 
individual field follow-up, the risk for schizophrenia in the 
first-degree relatives of the same probands was found to be 
5.596 (3). The risk for schizophrenia in these relatives as 
determined by family history in the psychiatric chart was less 
than 4096 as great as that found by individual field follow- 
up. 
Third, Pope and coworkers stated that the absence of any 
case of schizophrenia in “a cohort of this size" provides 
evidence against the heritable nature of schizophrenia. There 
were 134.5 “lifetimes” of risk for schizophrenia in the first- 
degree relatives of their probands. If one assumes that the 
true prevalence of schizophrenia, as ascertained by family 
histories in psychiatric charts, is 2.196 (as was found in the 
Iowa 500 study, based on 617 lifetimes of risk in relatives), 
then the expected number of schizophrenic relatives in Pope 
and associates’ study should be 2.8. A chi-square comparison 
of the observed versus expected results (without Yates' 
correction) does not indicate a statistically significant differ- 
ence (0/134.5 versus 2.8/131.7; xY^-2.83, df- 1, p=.09). 

In summary, a review of the literature provides ample 
evidence that narrowly defined schizophrenia, such as that 
obtained by using DSM-III criteria, has a genetic compo- 
nent. The inability of Pope and coworkers to find any cases 
of schizophrenia in relatives of their schizophrenic probands 
is more likely due to their small sample size and the 
incomplete ascertainment of the chart review family history 
method than to the fact that schizophrenia, as defined by 
DSM-III, is not a heritable disorder. 
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KENNETH S. KENDLER, M.D. 
Bronx, N.Y. 


Sir: Although the comprehensive review of the world 
literature by Gottesman and Shields (1) presented evidence 
that there is familial aggregation of schizophrenia and its 
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broad manifestations and that genetic factors are etiological- 
ly important for the expression of the disorder, Dr. Pope and 
associates suggested that the issue is still unresolved. In their 
family study of 39 probands with a DSM-III diagnosis of 
schizophrenia, they found no schizophrenia among 199 first- 
degree relatives. In addition, low prevalence rates were 
reported for other psychiatric disorders; 81.4% of the rela- 
tives of the probands had no psychiatric disorder during their 
lifetimes. Of the 18.6% with a psychiatric disorder, the most 
common disorders were alcoholism (5%); adjustment disor- 
der with depressed mood or disturbance of conduct (2% 
each); antisocial personality (2%); personality disorder other 
than schizotypal, antisocial, or borderline (1%); and conduct 
disorder, socialized, nonaggressive (1%). Major depressive 
disorder and several other disorders had lifetime rates of 
5%. Only 3 family members had more than one disorder. 
These diagnoses were based on chart information gathered 
by physicians and/or social workers for purposes other than 
family-genetic studies, and only 50% of the first-degree 
relatives were directly interviewed. 

At least three studies report considerably higher rates of 
psychiatric disorders in the relatives of normal probands 
than Pope and associates found in the relatives of schizo- 
phrenic patients. Our group at Yale has just completed a 
study of 521 first-degree relatives of 89 normal probands. 
We found that about 25% of the relatives of this highly 
selected normal control group had at least one psychiatric 
diagnosis. The lifetime rate of major depression in the 
relatives of the normal subjects was 5.6%; alcoholism, 
7.9%; drug abuse, 2.3%; generalized anxiety, 3%; and 
minor depression, 6% (2). Comparable rates of psychiatric 
disorders have been reported by Gershon and associates (3) 
for relatives of psychiatrically normal, medically ill controls 
and by Kendler and associates (4) for adoptive and biological 
relatives of normal controls. 

The rates presented by Pope and associates are so much 
lower than the ones from these and other studies, which were 
based on RDC or DSM-III criteria, that they raise one of two 
questions: 1) Why does schizophrenia protect family mem- 
bers against psychiatric disorders, or 2) Why did the methods 
used yield such underreporting of psychiatric disorders? We 
believe that there are several methodologic factors which 
could account for the findings reported by Pope and asso- 
ciates. 

First, the family history method of ascertaining psychiatric 
illness, even with systematic collection of information, un- 
derestimates the prevalence of psychiatric disorders (5). 
Chart reviews such as those by Pope and associates would be 
expected to result in further underreporting of rates because 
specific information necessary for making standardized diag- 
noses and constructing complete pedigrees was not systemat- 
ically collected. 

A second methodologic issue is the failure to adequately 
take into account the generation and age composition of the 
sample. Although Pope and associates did report an age- 
corrected denominator, they did not take into account the 
Observation by Gottesman and Shields (1) that parents of 
schizophrenic subjects have lower rates of schizophrenia 
than do siblings and children because schizophrenic individ- 
uals tend not to marry and reproduce. After removal of the 
78 parents from the age-corrected denominator given in the 
article, it appears that about half of the remaining relatives 
were siblings or children who had not yet passed through the 
age of risk. Hence, the low rate of schizophrenia is not 
surprising. 

Other weaknesses in this study include the small sample 
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size, which would be related to a low statistical power of 
detecting a disorder with such low population base rates as 
those reported for schizophrenia, and the failure to examine 
possible confounding factors in the sample, such as social 
class, which may be related to the prevalence of schizophre- 
nia. Even if the finding that DSM-III schizophrenia does not 
aggregate in families is correct, the prevalence rates of 
affective illness among relatives of schizophrenic subjects 
should be similar to those reported among relatives of 
normal controls. The fact that they were so much lower in 
the study by Pope and associates than those reported else- 
where suggests that there is something either genetically or 
methodologically distinct about their sample. Given the 
methodologic weaknesses described above, we favor the 
latter explanation. 

We agree with Pope and associates’ conclusion that further 
family and population studies on the relatives of schizo- 
phrenic patients are necessary. Until these studies are con- 
ducted, however, one must hold in abeyance the issue of 
familial factors in schizophrenia. 
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Dr. Pope and Associates Reply 


Sir: In our article we noted no cases of DSM-III schizo- 
phrenia among the 199 first-degree relatives of 39 DSM-III 
schizophrenic probands consecutively admitted to our re- 
search ward. In addition, we noted that several other recent 
studies, using similar criteria designed to exclude cases of 
possible affective disorder or character disorder, also found a 
low or zero prevalence of schizophrenia in first-degree 
relatives. Given these observations, we tentatively suggested 
that these groups of schizophrenic subjects might not display 
a marked hereditary tendency and might be different from 
the schizophrenic subjects defined by Bleuler and others. 

Both Dr. Kendler and Dr. Weissman and associates appear 
to suggest that because many studies have found schizophre- 
nia, however defined, to be heritable it is surprising to 
discover a group of schizophrenic subjects in which no 
heritability can be shown. However, it has long been thought 
possible that schizophrenia is heterogeneous and likely to 
include subgroups of heritable and nonheritable illness (1). 
Thus, our finding of a possibly nonheritable subgroup of 
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schizophrenia should not be viewed as a contradiction of 
earlier studies because those studies used very different 
definitions of schizophrenia. | 

Dr. Kendler further argues that even earlier studies which 
used “narrow” definitions of schizophrenia found more 
heritability than we did. However, these "narrow" defini- 
tions are quite different from DSM-III’s definition in that 
they appear less likely to exclude patients with affective or 
character disorders. Sjógren, for example, provided no speci- 
fication that schizophrenic subjects with a manic or depres- 
sive syndrome be excluded (Dr. Kendler's reference 2, p. 39), 
as they usually would be by DSM-III. Furthermore, Sjögren 
diagnosed schizophrenia about twice as often as affective 
disorder, a ratio many times greater than that reported by 
authors using criteria specifically designed to exclude cases 
of affective disorder (2). The researchers in the Iowa 500 
study were quite specific about excluding cases of affective 
disorder and found a much lower incidence of schizophrenia 
in the families of schizophrenic probands: 3.2%, a rate not 
significantly different from that found in the families of 
bipolar probands. If "approximate interviews" of unavail- 
able relatives are added, the rate of schizophrenia climbs to 
5.5% in the families of schizophrenic subjects but also climbs 
to 3.2% in the families of bipolar patients, a difference that is 
also not significant. Thus, even with that study, unless one 
claims that bipolar disorder and schizophrenia are genetical- 
ly linked, one has to admit the possibility that this lack of 
difference may again be attributable to the inclusion of cases 
of affective disorder under the heading of schizophrenia. 

Inouye, although requiring chronicity for a diagnosis of 
schizophrenia, made no mention of excluding cases with 
major affective syndromes, nor did Essen-Móller in his 
analysis of the twins in the Shields and Gottesman study. 
Indeed, on review of Essen-Móller's own schizophrenic 
cases, it seems clear that he admitted cases with clear manic 
and depressive syndromes under the rubric of schizophrenia 
(3, pp. 48, 58). Therefore, we suggest that our results do not 
contradict these “narrow” studies any more than they con- 
tradict ours, because very different definitions of schizophre- 
nia were used. 

Dr. Weissman and colleagues stated that the rates of other 
psychiatric disorders in the families of our probands were 
much lower than those reported in other studies. They 
reported psychiatric disorders in 2596 of the 521 relatives of 
their 89 controls, as compared with 18.696 of the 199 
relatives of our 39 probands. However, this difference is not 
significant by Fisher's exact test, two-tailed (p=.076) and 
only barely significant even by one-tailed (p=.042). There- 
fore, although we agree with Dr. Weissman and colleagues 
that the limitations of the family history method, possible 
social class differences in our sample, and the number of 
parents as opposed to siblings and children may all have had 
some influence on our results, the fairly close correspondence 
between our 19% figure and their 25% actually argues 
against any major weakness in our method. Alcoholism, for 
example, would seem to be a disorder that we could have 
easily missed when using the family history method and a 
sample biased away from the lowest socioeconomic class, 
but, again, our rate of alcohol abuse plus dependence (6.096) 
is not significantly different from Dr. Weissman and asso- 
ciates’ (7.9%). When one considers that the involved physi- 
cians and social workers had little interest in alcoholism but 
were actively seeking and fully expecting cases of schizophre- 
nia in the probands' families, their success in finding the 
former and failure to find the latter becomes difficult to 
dismiss as a methodological aberration. 
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We do note that the prevalence of familial affective disor- 
der was significantly lower in our sample than in Dr. 
Weissman and associates’ group (p<.01). This difference 
may be due to 1) the fact that our schizophrenic probands 
were carefully screened to exclude cases of affective disorder, 
thus yielding unusually low familial rates of affective disor- 
der; 2) underestimation as a result of family history method: 
cases that we diagnosed as "adjustment disorder with de- 
pressed mood" might, on direct interview, have proven to be 
major depression; or 3) chance alone: among a score of 
different diagnostic categories, at least one might show a 
difference by chance. Hence, we would hesitate to speculate 
extensively on the basis of this one significant difference. 

Dr. Kendler and Dr. Weissman and associates argue that 
our numbers are small. This, too, is best answered with 
statistics: our upper 95% confidence limit for morbid risk of 
familial schizophrenia is 2.2%. This figure is, of course, not 
significantly different from Winokur's findings (which we 
cited as consistent with ours) but is quite different from thc 
rate of 12% or so reported by others. This also implies that 
patients with illnesses exhibiting different familial prevalence 
rates are being studied. 

In conclusion, we reiterate that we did not claim that our 
findings excluded a genetic component for DSM-III or any 
other form of schizophrenia. Rather, we said that our DSM- 
III schizophrenic patients, and groups similarly defined by 
others, tentatively appeared to show little or no heritable 
disposition. Our sample size, ascertainment, and literature 
citations seem adequate to support this conclusion. We do 
not question that others find heritability for schizophrenia— 
including "narrow" schizophrenias—defined in other ways; 
our results should not be seen as contradictory to these and 
vice versa. As we use DSM-III schizophrenia, it excludes 
individuals with possible affective disorders and character 
disorders and is a group with chronic idiopathic psychosis. 
Even this group may well be heterogeneous, but we find that 
it may contain fewer individuals with an inherited predispo- 
sition to illness. Hence, we published our preliminary obser- 
vations to open the discussion on this subject, and we are 
gratified to see that it has already generated some dialoguc. 
More extensive and detailed studies using DSM-III criteria, 
as interpreted by other investigators, are essential to test this 
observation further. 
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Diagnosis of Childhood Psychoses 


Sir: It is difficult to understand what Sheila Cantor, M.D., 
and associates were specifically referring to in “Childhood 
Schizophrenia: Present But Not Accounted For” (June 1982 
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issue), which suggests that the DSM-III diagnostic system 
does not "account for" the entity of schizophrenic disorders 
in childhood. Their sample of 19 children and 11 adolescents 
does not suggest, in my opinion, a need to resurrect the 
diagnostic entity of childhood schizophrenia to represent a 
purportedly unique set of signs and symptoms. For example, 
the disorders of the children they described appear to nicely 
fit the DSM-III diagnostic guidelines for either infantile 
autism (under age 30 months) or pervasive developmental 
disorder (of the childhood type). For example, only 2 of the 
children in their study were described as displaying a thought 
disorder (see their table 2) and, because this particular 
symptom would be nearly impossible to assess (for its 
diagnostic presence or import) under 30 months of age— 
especially the neologisms and clang associations, which are 
most commonly seen in young moderately retarded chil- 
dren—1 fail to see why the authors dismissed the diagnosis of 
infantile autism for their (younger) children. The older 
children (older than 30 months) and the adolescents in their 
sample appear to be a mixed diagnostic group, but they do 
fulfill the DSM-III guidelines for schizotypal personality 
disorder or one of the schizophrenic disorders. Contrary to 
Dr. Cantor and associates’ statements that the dimension of 
deterioration was not present in their sample (ie., their 
sample did not fulfill a key feature of the DSM-III conceptu- 
alization of the schizophrenic disorders), the documented 
lack of uniform developmental progression in their children 
and the clear instances in their adolescents of social with- 
drawal, major impairments in role functioning, and marked 
disturbances in communication do delineate the prodromal/ 
active deterioration phases of a schizophrenic disorder. 

In summary, I believe that the article by Dr. Cantor and 
associates has inadvertently muddied the waters of the 
*schizophrenic-like" disorders of early life and raised hopes 
for diagnostic clarity that are not supported by the data they 
presented. The older concept of a unique syndrome of 
childhood schizophrenia has apparently gone the way of 
Kanner's concept of early infantile autism: nomenclatural 
clarification after careful clinical observations, objective 
symptom clarification, and overall diagnostic refinements 
based on the results of longitudinal follow-up studies. Con- 
trary to the position advocated by Dr. Cantor and associates, 
DSM-III has accounted for these clinical research advances 
by greatly helping to clarity the severe mental disorders of 
early life. 


FRANK J. MENOLASCINO, M.D. 
Omaba, Neb. 


Dr. Cantor Replies 


Sir: I thank Dr. Menolascino for his interest in our work 
and apologize for any lack of clarity in our article that may 
have resulted in the present misunderstanding. 

We did not mean to imply that the entire group of 
schizophrenic children could not be accounted for by DSM- 
HI, although, admittedly, our preference would be to be able 
to refer to their disorder as "childhood schizophrenia." 
There were, however, 7 children and adolescents in this 
group of patients with childhood-onset schizophrenia who 
had schizophrenic symptoms before age 30 months. It would 
be difficult to say that a "deterioration in a previous level of 
functioning" had occurred in these subjects after the onset of 
illness. 

All of the children and adolescents described in our article 
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did manifest either a loosening of associations, illogicality, or 
incoherence (in many cases, all three) in the presence of 
constricted or inappropriate affect. Therefore, they did meet 
DSM-III criteria for schizophrenia, Table 2 in the article, 
which indicates that only 2 children had thought disorder, 
refers only to presenting complaints, not to the symptoms 
that were present at the time the diagnosis of schizophrenia 
was made (given in table 4). Table 1 documents that, on the 
average, a diagnosis of psychosis was made 6 months to 1 
year after the first symptoms were noted. In fact, at the time 
the diagnosis of schizophrenia was made, 79% of the 
children had loose associations, 7996 had illogicality, and 
58% had incoherence. Thought disorder is an exclusion 
criterion for early infantile autism, and therefore none of 
these subjects could have been diagnosed as having early 
infantile autism. 

The major impairment in “role functioning," which Dr. 
Menolascino suggests may delineate the “‘prodromal/active 
deterioration phase of a schizophrenic disorder," was ob- 
served in adolescents who had been psychotic since child- 
hood. Because a few of these adolescents had been extremely 
inappropriate and disorganized socially, it could be argued 
that social withdrawal in fact represented an improvement in 
reality testing and social awareness rather than a deteriora- 
tion. 

We hope this letter has helped to clarify our position. 


SHEILA CANTOR, M.D. 
Winnipeg, Man., Canada 


Differential Diagnosis in the Elderly 


Sin: The letter from Michael Fisman, M.D., “‘Pseudode- 
mentia and Schizophrenia" (June 1982 issue), raised interest- 
ing issues. 

Traditional European teaching, as summarized by some of 
the authorities cited by Dr. Fisman, has been that when 
schizophrenia does occur at an advanced age it takes a 
paranoid form. These authorities also describe a separate 
entity called “‘late paraphrenia,” in which a purely paranoid 
illness occurs in old age. A problem in DSM-III is that it does 
not provide for these entities. One of the criteria for diagno- 
sis of schizophrenia is the onset of the prodromal or active 
phase of the illness before age 45. There is a separate 
classification for paranoid disorders, but late paraphrenia is 
not specifically mentioned. 

We sometimes encounter an illness that otherwise meets 
criteria for schizophrenia but has an onset in late life. If there 
are no obvious paranoid delusions we tend to assume the 
presence of dementia. This is reinforced when the patient 
fails to reply to questions about orientation or gives inappro- 
priate replies. 

It may be that we should not consider depression alone 
among functional conditions mimicking dementia. 


D.P. BIRKETT, M.D. 
Suffern, N.Y. 


Dr. Fisman Replies 


Sir: Although agreeing with Dr. Birkett that traditional 
European teaching has been that schizophrenia occurring in 
the aged takes a paranoid form, I feel that his description of 
late paraphrenia as a purely paranoid illness is misleading. 
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Roth (1) coined this term (Kraepelin used the term “‘para- 
phrenia” in a different sense) to draw attention to an illness 
occurring in a group of patients aged 60 or older in whom 
onset of illness is characterized by prominent delusions and 
hallucinations with unclear schizophrenic features, as well as 
the following additional distinctive clinical features: 1) pre- 
dominance of women, 2) relative preservation of personality, 
3) absence of evidence of dementia or affective disorder, 4) 
deafness in about one-third of the patients, 5) frequent 
schizoid traits in the premorbid personality, and 6) low 
fertility rate in patients who do marry. 

The current status of late paraphrenia was summarized by 
Grahame (2) as follows: "Late paraphrenia is generally 
considered to be a form of schizophrenia, albeit alleviated 
and modified, occurring late in life and characterized by 
prominent paranoid delusions with or without hallucina- 
tions." 

It is unfortunate that DSM-III does not provide for the 
classification of patients with late-onset (after age 65) schizo- 
phrenia, which is estimated (3) to account for 496 of all 
schizophrenic illness in men and 14% in women; this 
omission increases the likelihood that these patients! disor- 
ders will be mislabeled as dementia. 

I have found it useful in the assessment of possible cases of 
pseudodementia to pay careful attention to the definition of 
disorders of speech, language, and thought; depressive pa- 
tients classically manifest a poverty of speech, patients with 
Alzheimer's disease show a characteristic dysphasia, and 
schizophrenic patients have a disorder of thought manifested 
in both verbal and nonverbal communication. 
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Use of DST to Indicate Brain Disorders 


Sır: A 63-year-old woman was recently admitted for 
endogenous depression to my service at a community mental 
health center. Her mental status examination also suggested 
possible pseudodementia. After she received 1 mg of dexa- 
methasone during a dexamethasone suppression test (DST), 
we observed that her cognitive processes improved for about 
24 hours. An EEG was done, and CT scan revealed a frontal 
lobe tumor. Although in treating acute cerebral trauma a 
dose of 4—10 mg of dexamethasone is used, it may be that in 
a nonacute, space-occupying lesion a dexamethasone dose of 
1 mg (equaling about 7 mg of prednisone or 27 mg of 
cortisol) could have produced a significant cognitive change. 
Use of the Mini-Mental State examination or other cognitive 
test before and after the DST to indicate improvement may 
raise the clinical index of suspicion for organic brain syn- 
drome in certain patients. 


RONALD L. ROMANIK, M.D. 
Albuquerque, N.M. 
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Pregnant Residents in the 1960s 


Sir: In “Conflict Among Psychiatric Residents in Re- 
sponse to Pregnancy” (June 1982 issue), Elizabeth L. Au- 
chincloss, M.D., described an angry conflict that erupted at 
the Payne Whitney Clinic, New York Hospital-Cornell Medi- 
cal Center, when 3 of 12 residents became pregnant; she 
attributed the conflict partly to “silence at the administrative 
level," which reinforced the conflicts experienced by the 
residents. 

I was appointed a resident at the Payne Whitney Clinic in 
1964 and during that year gave birth to my son. I would like 
to relate some of my own experiences as a pregnant resident 
18 years ago. At the time only a small percentage of medical 
students were women. Many qualified women were denied 
access to medical school for a variety of reasons, e.g., the 
training of women as physicians was thought to be useless 
because they would be lost to the work force after comple- 
tion of their studies, they would devote their time to their 
families and could not combine professional duties with 
those of homemakers, women were not strong enough to 
assume all the responsibilities of physicians. When I started 
my residency at Payne Whitney I was the first woman to have 
been appointed in years. 

Because of my European background (I was born and got 
my medical training in Belgium) I felt that pregnancy was a 
normal event in a woman's life even if the woman was a 
physician undergoing psychiatric training. | was soon to 
discover that my views were not unanimously shared by all 
members of the Payne Whitney administration. Payne Whit- 
ney in the mid-1960s emphasized “proper” behavior on the 
part of the staff and patients. Female patients, for example, 
were requested to wear silk stockings even when the tem- 
perature inside the hospital soared to 100^F. 

I broke two important rules: I refused to wear silk 
stockings and I became pregnant. In the sixth month of 
pregnancy I asked for an appointment with the chief resident 
and told him I was pregnant. I requested my yearly month of 
vacation, the beginning of which was to coincide with the 
expected date of birth of my baby. I said I would resume my 
duties after my month of vacation and did not ask for any 
special favor. The chief resident looked at me in disbelief, 
asked me where the baby was, and commented that I did not 
look pregnant at all. I had the distinct feeling at the time that 
I had not done the proper thing. Residents simply did not get 
pregnant. I wish I could have encountered the “silence at the 
administrative level" described by my young colleague. 
Instead, I had to deal with the open hostility of some 
members of the administration. Their reaction was to sched- 
ule me to be on night call and to ask me to give a grand 
rounds presentation a few days before the expected delivery 
date. I was told that women in the past had been eliminated 
as candidates for the residency program because it was 
feared they would become pregnant. How did I dare? Had 
they known, they would not have appointed me. What 
would the patients say? In spite of my assurance that I would 
resume all my duties after my month of vacation, my 
"departure" from the clinic was announced by a member of 
the administration. He had planned my future and had 
decided that I would go back to my country. My only 
redeeming quality in the eyes of most members of the 
administration seemed to be my thin appearance, on which I 
was frequently “complimented,” even in the ninth month of 
my pregnancy. 

I did resume my work a month after my son was born. 
Because my male colleagues did not have to cover my nights 
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on call or do extra work, I encountered little hostility from 
them. 

The conflicts surrounding the pregnancy of present-day 
residents described in Dr. Auchincloss’s paper may not have 
been handled in an ideal fashion, but I think these residents 
were far luckier than I was. I hope that my short account will 
be a consolation to them. 


L. BRANCHEY, M.D. 
New York, N.Y. 


Further Comments on the Role of Psychiatry 


Sin: We appreciate the comments made by Hoyle Leigh, 
M.D., in “Comment: The Role of Psychiatry in Medicine,” 
which followed our article “Difficulties in the Integration of 
Psychological and Medical Practices" (December 1982 is- 
sue). The topic is provocative and thorny, and a few of his 
points are well taken. For instance, his effort to contribute to 
our understanding of how psychiatry, as a field, can honestly 
and accurately be differentiated from the other closely relat- 
ed areas of psychology, social work, and "counseling" is 
important. Dr. Leigh's emphasis on medicine's fundamental 
goal of helping the patient was also germane, although he 
neglected crediting our emphasis on certain shared goals and 
values. 

Much of what Dr. Leigh said completely missed the points 
we wished to explore. The central issue that he avoided was, 
unfortunately, the major point of our article: the difficulty of 
actually attempting to integrate psychological and medical 
approaches or practices. Reading his comments, one is led to 
conclude (mistakenly) that there are indeed no difficulties in 
this area. Instead, as though such problems can be simply 
defined away, Dr. Leigh substituted global ideological state- 
ments, such as “psychiatry is medicine," for in-depth consid- 
eration of the points we raised. 

We agree that a comprehensive perspective is the basic 
goal, but, having observed how hard this 1s to put into 
practice, we attempted to explore why difficulties so regular- 
ly arise. Dr. Leigh chose, almost entirely, to emphasize how 
he thinks things ought to be. However, when he began to 
move away from theory (which, of course, is much easier to 
construct) the dilemmas that he had avoided confronted him. 
Nowhere was this more evident than when he attempted to 
discuss the "specialized techniques" used by psychiatrists 
who practice dynamic psychotherapy as one of the major 
treatment modalities of modern psychiatry. He launched his 
discussions in this area with a statement that sounded very 
much like what we asserted: “‘It is in this area of specialized 
techniques that there may be difficulties if the therapist were 
to change sets, i.e., from a neutral listening in intensive 
psychotherapy to doing a physical examination." Then, to 
further his point and to unfairly characterize and isolate the 
psychologically practicing psychiatrist, he abruptly changed 
the descriptive term to "superspecialized" psychiatrists. Re- 
versing himself and apparently straining for some theoretical 
consistency, he went on to state, Even the superspecialists, 
however, usually maintain enough of their identity as general 
physicians ingrained during medical education that they can 
diagnose medical diseases such as diabetes mellitus and 
malignant hypertension during the course of psychoanal- 
ysis.” Of course, we must point out that spotting diabetes is 
not the same as practicing medicine. Then, expanding the 
contradiction in which he already found himself, Dr. Leigh 
changed back to the idea of merely "specialized" techniques 
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to be sure that he did not exclude his “general psychiatrist” 
from the arena of psychological practice. 

There is a legitimate debate about the primary emphasis or 
focus of psychiatry as a specialized field within modern 
medicine. One can be thankful that there is room for 
individual diversity and choices within the field. In addition, 
it is clear that, whatever our professional identity empha- 
sizes, there can be no retreat from psychiatry's position as an 
“integrative specialty." Nonetheless, while maintaining a 
biopsychosocial perspective, psychiatry must acknowledge 
and take into account the tension involved in a position that 
covers so much territory. Simply asserting devotion to a 
holistic perspective does not really help with the day-to-day 
clinical challenges faced by either practicing psychiatrists or 
practicing nonpsychiatric physicians. Essentially the point 
we wanted to make is a simple one: there are limits to the 
extent to which practitioners of physical medicine and 
psychological medicine can overlap, and some of their 
functions are inherently in conflict. It still seems to us that 
this hypothesis is sound and that the interesting questions are 
just what the boundaries are to the overlap and the degree of 
the conflict. 

We suggest that acknowledging the difficulties in integrat- 
ed practice is the most productive way to develop possible 
solutions and mastery. It seems to us that medical teachers 
must be aware of and convey to their students the limits of 
any individual professional's capacity, as well as conveying 
to them the wealth of skills that can be learned and applied. 
We see no reason that acknowledging such difficulties re- 
quires the renunciation of a sophisticated and integrative 
view of medicine. Finally, we do not claim that our explora- 
tion of the difficulties in integration is flawless or complete. 
We ask that other concerned and serious-minded profession- 
als help us to better understand the nature and sources of 
these difficulties. 


HERBERT N. BROWN, M.D. 
NORMAN E. ZINBERG, M.D. 
Cambridge, Mass. 


Patients Knowledge of Their Psychotropic Medication 


Sin: In “State Hospital Patients and Their Medication— 
Do They Know What They Take?" (May 1982 issue) Jeffrey 
L. Geller, M.D., M.P.H., reported the alarming finding that 
only a minority of patients were aware of the name, dose, 
and intended effects of their medications. Although his 
results are a cause for concern because they indicate that 
psychiatric patients are poorly informed, we find that the 
liberty he took in interpreting these results is even more 
disturbing. Dr. Geller accounted for his findings by conclud- 
ing that the patients were, in all likelihood, incompetent. 
Thus, he placed the burden of this poor level of knowledge 
squarely on the shoulders of the patients. This, in turn, led 
him to have “doubts about recent court rulings on patients’ 
competency to refuse medication." However, the doubts that 
Dr. Geller has are perhaps misplaced. He should be wonder- 
ing, instead, whether the study he conducted warrants the 
conclusions he drew. We think not. 

Dr. Geller's research has some serious flaws that prohibit 
him from making speculations about the competency of the 
patients he interviewed. The first deficiency concerns the 
matter of disclosure of relevant information to the patients 
by hospital staff. Dr. Geller neglected to look beyond the 
patients to their physicians to determine whether the patients 
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had been informed of the name, dose, and effects of their 
medication. He mentioned lack of disclosure as a possibility 
only in passing and for no apparent reason dismissed it in 
deference to the “incompetence” hypothesis. Other authors 
(1, 2), however, have pointed out that lack of disclosure 
should not be so easily dismissed as a possibility. 

Even if Dr. Geller had carefully examimed disclosure in his 
study, a major problem would still exist: his failure to 
include a comparison or control group. In ‘this regard, Dr. 
Geller’s research is similar to several other ill-designed 
studies of competency to consent to or refuse treatment. He, 
like many others, assumes that because psychiatric patients 
are uninformed, their poor performance is caused by their 
illness. However, had Dr. Geller interviewed an appropriate 
comparison group consisting of medical patients at a long- 
term facility, it is likely that he would have found the groups 
equally uninformed. In contrast to Dr. Geller’s assumptions, 
research studies of competency which have used control 
groups have found that psychiatric patients do not demon- 
strate poorer knowledge and understanding of their medica- 
tions and do not make less reasonable decisions about 
proposed treatment and/or research than their medical coun- 
terparts (reference 3 and two papers presented at the 135th 
annual meeting of the American Psychiatric Association, 
Toronto, May 15-21, 1982: "Problems of Consent and 
Tardive Dyskinesia," by R. Jaffe; and “Affective Disorders 
and Capacity to Consent,” by E. Peselow, R. Haelen, B. 
Stanley, et al.). The results of these studies argue against 
psychiatric illness as a cause of the poor knowledge demon- 
strated by the state hospital patients. 

In conclusion, Dr. Geller has studied an issue that is of 
great importance to both policy makers and clinicians. 
Unfortunately, he may have supplied them with misleading 
information based on faulty data. More important, he may 
have done a disservice to psychiatric patients by quickly 
resorting to an unsubstantiated judgment of incompetence. 
As members of the psychiatric profession, we must refrain 
from inadvertently contributing to the stigmatization and 
infantilization of a group that has been singled out repeated- 
ly as "different" and “incapable.” 
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BARBARA STANLEY, PH.D. 
MICHAEL STANLEY, PH.D. 
Detroit, Micb. 


Sir: I read with interest “State Hospital Patients and Their 
Medication—Do They Know What They Take?" by Dr. 
Jeffrey Geller. Although the research was innovative, it 
would have been more fertile if Dr. Geller had also studied 
the differences, if any, in the educational and intellectual 
capacities between his subjects who had an "understanding" 
of their treatment and those who did not; ] suspect he would 
have found significant differences between these groups. 

Of more importance, Dr. Geller raised the ethical issue of 
whether patients who acquiesce to treatment with psychotro- 
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pic medications are competent to do so. Although we should 
be aware of the need to protect the rights of our patients, 1 do 
not believe that a' standard should be applied selectively to 
psychiatric practice. 1 do not expect that a similar study 
conducted in, for instance, a general medical ward would 
reveal significantly different awareness of the medical pa- 
tients about their medications. Would that make one ques- 
tion the competency of those patients? 

I take comfort in Dr. Geller's finding that, given the 
severity and duration of their illness, which required treat- 
ment in a chronic care facility, only 47% (excluding the 
retarded/demented group) of his subjects showed no under- 
standing of their medication. I believe that at the present time 
psychiatric patients as a group have adequate procedural 
safeguards, and it is not in the interests of the psychiatric 
profession, nor is it psychiatry's calling, to question the 
competency of its clientele who do agree to receive its 
services. 


SUDHARAM IDUPUGANTI, M.D. 
Brooklyn, N.Y. 


Questions About Dantrolene for Neuroleptic 
Malignant Syndrome 


Sir: The neuroleptic malignant syndrome of extrapyrami- 
dal signs and hyperthermia is an uncommon but potentially 
lethal complication of use of major tranquilizers. Triggered 
by increased myoplasmic calcium levels after administration 
of certain anesthetic agents, the rigid form of the malignant 
hyperthermia syndrome shares with neuroleptic malignant 
syndrome signs of muscle rigidity, hyperthermia, and elevat- 
ed serum muscle enzymes (1). Dantrolene sodium, by inhibit- 
ing the release of calcium, is efficacious for malignant 
hyperthermia in animals and humans (1), whereas the only 
known therapy for neuroleptic malignant syndrome is to 
stop administering the neuroleptic drug. 

In their interesting and complex case report, “Treatment of 
Neuroleptic Malignant Syndrome” (July 1982 issue), David 
J. Coons, M.D., and associates considered the relationship 
between neuroleptic malignant syndrome and malignant 
hyperthermia syndrome. The improvement of their haloper- 
idol-treated patient, who was "stiff" and mildly hyperther- 
mic (100°F), was coincident with oral dantrolene therapy. 
Dantrolene administration, however, was coupled with the 
discontinuation of haloperidol. Earlier in the patient’s clini- 
cal course, similar symptoms had abated without dantrolene, 
and neuroleptic cessation alone is the more likely explana- 
tion for his improvement on the latter occasion. 

Survivors of malignant hyperthermia and family members 
at risk for it can often be identified by the increased 
sensitivity of muscle fibers to contracture from caffeine and 
other agents or by an increased content of muscle phosphor- 
ylase a (1, 2). These patients are in danger during anesthesia, 
and an elective muscle biopsy after informed consent might 
indicate whether patients susceptible to neuroleptic malig- 
nant syndrome face comparable risks during anesthesia. If 
characteristic physiologic and biochemical abnormalities are 
also found in the muscle of patients susceptible to neurolep- 
tic malignant syndrome, the suggestion of Dr. Coons and 
associates that dantrolene might ameliorate its symptoms 
would appear reasonable. 

Neuroleptic malignant syndrome and malignant hyper- 
thermia syndrome may differ in more than triggering agents. 
Butyrophenone analgesia has been recommended and suc- 
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cessfully used in patients susceptible to malignant hyperther- 
mia (1). Curare does not alleviate rigidity from contractures 
associated with malignant hyperthermia, but in one patient 
with neuroleptic malignant syndrome its use led to flaccidity 
and diminished hyperpyrexia (3). Mortality from malignant 
hyperthermia approaches 70% (1), but among cases of 
neuroleptic malignant syndrome it is less than 25% (4). In 
about one-third of cases, predisposition to malignant hyper- 
thermia syndrome is transmitted as an autosomal dominant 
trait, whereas in none of the more than 50 reported cases of 
neuroleptic malignant syndrome is there a family history of 
unexplained hyperthermia. Mild muscle enzyme elevations 
persist in the sera of most patients with malignant hyperther- 
mia between attacks (1), but, when measured, enzymes have 
been normal before and after neuroleptic malignant syn- 
drome symptoms (4). Muscle phosphorylase a was normal 
for the one patient with neuroleptic malignant syndrome in 
whom it was studied (2). 

] emphasize the caveat of Dr. Coons and associates that 
their patient’s apparent response to dantrolene may have 
been coincidental. Central dopamine receptor blockade has 
been implicated in the pathogenesis of neuroleptic malignant 
syndrome (4), although there might be multiple determinants 
for neuroleptic malignant syndrome and malignant hyper- 
thermia. In some cases, a muscle defect such as is found in 
malignant hyperthermia might play a permissive or facilitory 
role for the emergence of symptoms of neuroleptic malignant 
syndrome. However, clinical and laboratory differences be- 
tween neuroleptic malignant syndrome and malignant hyper- 
thermia syndrome suggest that other factors may be more 
important for most patients with neuroleptic malignant 
syndrome. Physiologic and biochemical analysis of muscle 
tissue from these patients offers the best chance of resolving 
. this important issue. Meanwhile, a recommendation for 

-uncontrolled use of dantrolene for neuroleptic malignant 
syndrome seems premature. 
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VICTOR W. HENDERSON, M.D. 
Los Angeles, Calif. 


Dr. Coons Replies 


SiR: We were aware that there are differences between the 
neuroleptic malignant syndrome and malignant hyperther- 


mia. In our case we were not successful in discovering any 


family history of malignant hyperthermia and the patient 
himself had previously undergone general anesthesia without 
difficulties. However, we still felt that the clinical similarities 
between the disorders were striking. That alone led us to try 
dantrolene. We reasoned that even if the pathophysiologies 
of the disorders were different, it remained possible that 
dantrolene might still be an effective symptomatic treatment 
for both (that is, even if neuroleptic malignant syndrome is a 
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centrally initiated disorder, direct muscle relaxation might 
still significantly lower heat production from the "stiff" 
muscles). 

We would also like to emphasize that neuroleptic malig- 
nant syndrome does not start to improve immediately after 
cessation of neuroleptic medications and at the very least 
requires vigorous measures to control temperature and sup- 
port hydration and oxygenation. In our case, the patient's 
symptoms had not cleared in his earlier episodes but had 
become progressively worse in the 48 hours after discontinu- 
ation of neuroleptic medications. When the patient was 
inadvertently given medications again, his temperature and 
clinical appearance showed every sign of the frightening 
progression that had been seen previously. 

Since the submission of our paper, several new relevant 
articles have been published. Tollefson (1) studied contractil- 
ity of muscles in a patient with neuroleptic malignant 
syndrome and concluded that there is not a common periph- 
eral pathophysiologic link between neuroleptic malignant 
syndrome and malignant hyperthermia. However, there have 
been several case reports of apparently successful treatment 
of neuroleptic malignant syndrome with dantrolene (2—5). 

Several questions remain unresolved. First, do neuroleptic 
malignant syndrome and malignant hyperthermia have a 
common pathophysiology? Second, does dantrolene aid in 
treatment of neuroleptic malignant syndrome? Third, if 
dantrolene does help, is it because of its peripheral or its 
central effects? We feel that Dr. Henderson has addressed the 
first question and made the assumption that this answers the 
second. Although we would be the first to admit that he may 
be correct and that our. findings may have been coincidental, 
we do not think his argument is sufficient to warrant a 
withdrawal of our recommendation for further investigation 
of dantrolene as a treatment for neuroleptic malignant syn- 
drome. 

We support further, controlled studies but also see difficul- 
ties with this idea because the disorder is both rare and very 
dangerous. We do not have the nerve to rechallenge our 
patient (especially since he has been stabilized on reserpine 
without recurrence of neuroleptic malignant syndrome). At 
this point, we would treat a similar case with dantrolene 
because it is a relatively safe agent which may successfully 
treat a disorder that has a high mortality and no other 
known effective treatment. On the other hand, we would still 
withdraw neuroleptic agents and provide support of vital 
functions and not rely on dantrolene as an exclusive treat- 
ment. Unfortunately, it will take some time and many cases 
to establish whether or not dantrolene is an effective adjunct 
to the treatment of neuroleptic malignant syndrome, but I do 
not see how the question can be resolved without the use of 
dantrolene on an empirical basis. 
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DAVID J. COONS, M.D. 
Anchorage, Alaska 


ECT for Patients With Hypertensive Heart Disease 


Sir: I wish to comment on some aspects of “Diazoxide in 
the Management of Severe Hypertension After Electrocon- 
vulsive Therapy” by Robert P. Kraus, M.D., and Ronald A. 
Remick, M.D. (April 1982 issue). They pointed out that 
severe hypertension occurring after electroconvulsive thera- 
py (ECT) may give rise to intracerebral hemorrhage. As other 
researchers and | have reported (1, 2), cardiovascular com- 
plications are the main cause of mortality during ECT 
modified with barbiturates and muscle relaxants. I would 
like to emphasize the potentially disastrous effects of ECT on 
myocardial function in patients with known hypertensive 
heart disease. 

ECT stimulates the sympathetic nervous system, causing a 
rise in plasma catecholamines. An increase of approximately 
15-fold in plasma epinephrine concentrations occurring 60 
sec after the application of ECT has been reported (2). 

The a- and B-adrenergic effects of an increase in circulat- 
ing catecholamines causes an increase in cardiac output and 
systemic vascular resistance leading to hypertension and 
tachycardia. These effects lead to an increase in myocardial 
oxygen consumption and, in the presence of coronary artery 
disease, to subendocardial ischemia. The product of the heart 
rate and the systolic blood pressure, the rate-pressure prod- 
uct, is an index of myocardial oxygen consumption. There is 
no doubt that myocardial ischemia may occur, in patients 
with coronary artery disease, when the rate-pressure product 
is over 20,000 (3). These deleterious effects may be transient, 
as the hypertension after ECT is short-lived (the plasma half- 
life of norepinephrine is only a few minutes), but they may 
lead to frank infarction (4). I suspect that the effects of 
massive sympathetic discharge after ECT are more likely to 
put the patient with known hypertensive heart disease at risk 
of myocardial infarction than at risk of intracerebral hemor- 
rhage. Drs. Kraus and Remick did not report the heart rate 
changes of their patient after ECT, but from the figures they 
reported for the blood pressure, it is very likely that their 
patient's rate-pressure product exceeded 20,000. 

Drs. Kraus and Remick rightly pointed out that diazoxide 
must be used with caution for patients prone to myocardial 
ischemia (due to the drug's effect on cardiac output and 
oxygen consumption). However, they also stated that their 
patient had clinical and ECG evidence of hypertensive heart 
disease and peripheral vascular disease (i.e., was prone to 
myocardial ischemia). Because | believe that myocardial 
ischemia is a major potential cause of illness and death in 
patients with coronary artery disease undergoing ECT, | 
counsel extreme caution in using a drug such as diazoxide to 
attempt to minimize the deleterious cardiovascular effects of 
ECT. It also causes salt and water retention, a disadvantage 
in patients with compromised myocardial function, and 
indeed the authors recommended the routine use of furose- 
mide when diazoxide is administered. 

I agree with their reservation about the use of sodium 
nitroprusside and ganglion-blocking agents such as trimetha- 
phan. However, Drs. Kraus and Remick did not mention the 
use of B-blockade, which has been previously reported (2) to 
be useful in the modification of the cardiovascular and 
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hormonal responses to ECT. Propranolol given in .5-mg 
doses every 3 min to reduce the resting pulse rate by about 10 
beat/min will not cause marked hypotension and is safe for 
patients with coronary artery disease. In small doses 1t is 
unlikely to precipitate heart failure and has a beneficial effect 
on myocardial oxygen supply and demand and thus may 
improve myocardial function. The patient described by Drs. 
Kraus and Remick had first-degree AV block (with a PR 
interval of .28 sec); in such cases B-blockers should be used 
with caution because they decrease conduction in the atrio- 
ventricular node and bundle of His. First-degree heart block 
is not, however, necessarily an absolute contraindication to 
the use of B-blockers. (The patient's moderate hypertension 
was treated with Q-blockers after commencement of the 
course of ECT.) 

To conclude, ECT has a deleterious effect on the balance 
between myocardial oxygen supply and demand, potentially 
leading to frank infarction in patients with coronary arten 
disease. B-Blockade may be a more appropriate regimen than 
the use of diazoxide in these patients (but should be used 
with caution in the presence of a conduction defect). 


REFERENCES 


1. Woodruff RA, Pitts FN, McClure JN: The drug modification o! 
ECT, I: methohexital, thiopental and preoxygenation. Arch Gen 
Psychiatry 18:605—611, 1968 

2. Jones RM, Knight PR: Cardiovascular and hormonal responses 
to electroconvulsive therapy. Anaesthesia 36:795—799, 1981 

3. Robinson BF: Relation of heart rate and systolic blood pressure 
to the onset of pain in angina pectoris. Circulation 35:1073— 
1083, 1967 

4. Jones RM, Knight PR, Hill AB: Rate pressure product. Anaes- 
thesia 35:1010—1011, 1980 


R.M. JONES, M.B., CH.B. 
Nottingham, England 


Drs. Kraus and Remick Reply 


SiR: We thank Dr. Jones for his interest in our article. He 
raises three issues on which we will comment. The first is the 
advisability of administering ECT to a patient such as our 
Mr. A, an 80-year-old man with hypertensive heart disease. 
Any treatment has risks, and we must balance risks against 
possible benefits. Mr. A was suffering from a depression 
refractory to pharmacologic treatment, and the quality of his 
existence was, as a result, very poor. He and his wife made 
what we believe to be an informed choice to proceed with 
ECT despite the risks. As mentioned in our article, we still 
obtained consultations from an anesthetist and a cardiolo- 
gist, both of whom felt Mr. A could receive ECT. Although 
each case must be approached individually, we felt that Mr. 
A deserved a trial of ECT and that the risks of complications 
(e.g., intracerebral hemorrhage, myocardial infarction) were 
justified. 

The second issue concerns the use of diazoxide for patients 
with hypertensive heart disease in view of diazoxide's ten- 
dency to increase myocardial oxygen consumption. The 
evidence of Mr. A's hypertensive heart disease included a lett 
ventricular heave, loud first heart sound, and a left ventricu- 
lar hypertrophy pattern on ECG. There was no history or 
ECG evidence of angina, myocardial infarction, or ischemia. 
nor did the cardiologist consulted consider diazoxide to be 
contraindicated in this case. However, we agree that another 
patient with more severe disease or a clear history ot 
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myocardial ischemia would be at greater risk, in which case 
diazoxide use might be inadvisable. 

The final issue concerns the use of propranolol, as opposed 
to diazoxide, to control post-ECT hypertension. As we noted 
in our article, we made attempts to control our patient’s 
hypertension with metoprolol, a B;-blocker. Although his 
resting blood pressure dropped, his severe post-ECT hyper- 
tension persisted. As Dr. Jones notes, Mr. A's first-degree 
heart block is a relative contraindication to the use of B- 
blockers, and, in view of the lack of success with metoprolol 
in controlling the post-ECT hypertension, we felt a trial with 
a second B-blocker was not justified. In fact, we considered 
diazoxide to be the safest drug to use under the circum- 
stances. We would be interested, however, in propranolol 
trials for similar patients who did not exhibit heart block. 

As a continuation of this point, we emphasize that we do 
not consider intravenous diazoxide to be the first choice 
among means of managing severe post-ECT hypertension. 
As in our case, attempts should first be made to reduce the 
post-ECT hypertension by controlling the resting blood 
pressure. Although in our case this was unsuccessful, we 
suspect that with many patients such management may well 
eliminate the need for further control at the time of ECT 
itself. 


ROBERT P. KRAUS, M.D. 
RONALD A. REMICK, M.D. 
North Vancouver, B.C., Canada 


8-Hydroxyamoxapine and Ejaculatory Impairment 


SIR: I would like to draw attention to one important fact 
that was not mentioned in either of the two case reports in 
the February 1982 issue on the effects of amoxapine on 
ejaculatory function, “Case Report of Inhibition of Ejacula- 
tion and Retrograde Ejaculation as Side Effects of Amoxa- 
pine" by Glenn Schwarcz, M.D., and “Case Report of 
Painful Ejaculation as a Side Effect of Amoxapine" by Frank 
A. Kulik, M.D., and Robert Wilbur. Although Dr. Kulik and 
Mr. Wilbur did correctly state that amoxapine is a dopa- 
mine-receptot-blocking agent and may stimulate prolactin 
release, the major active component and the clinically signifi- 
cant metabolite of amoxapine in humans, 8-hydroxyamoxa- 
pine, is a blocker of norepinephrine and serotonin uptake. 
This metabolite, not the parent compound, is responsible for 
the antidepressant activity of this medication. This metabo- 
lite is formed rapidly, and its peak concentration occurs 
about 2 hours after administration of the parent compound 
(1, 2). Although it takes about 1 week for steady-state levels 
of 8-hydroxyamoxapine to be achieved (because its half-life 
is longer than that of amoxapine), it accounts for the 
majority (about 80%) of active drug in the body after oral 
administration of amoxapine. Although the discussion by 
Dr. Kulik and Mr. Wilbur was pertinent and interesting and 
no definite conclusions can be drawn about the role of 
dopamine- or norepinephrine-blocking agents in causing 
ejaculatory disorders, the norepinephrine-blocking activity 
of 8-hydroxyamoxapine is a more likely etiology of this 
problem than the one involving amoxapine discussed in their 
article. 
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SCOTT D. JONES, M.D. 
St. Louis, Mo. 


Dr. Schwarcz Replies 


Sir: Dr. Jones points out that 8-hydroxyamoxapine causes 
a noradrenergic blockade that may explain the ejaculatory 
disorders reported in the articles by me and by Dr. Kulik and 
Mr. Wilbur. I mentioned noradrenergic blockade as a possi- 
ble mechanism and gave as a reference an article by Shader. | 
fully agree with Dr. Jones’s careful discussion. 


GLENN SCHWARCZ, M.D. 
Los Angeles, Calif. 


Mr. Wilbur and Dr. Kulik Reply 


Str: In reviewing theoretical mechanisms for ejaculatory 
impairment by antidepressants and neuroleptics, we did not 
specifically differentiate among amoxapine, 7-hydroxya- 
moxapine, 8-hydroxyamoxapine, and other possible metab- 
olites. Dr. Jones’s letter draws attention to the possible effect 
of metabolites on ejaculatory function; he emphasizes the 
possible importance of 8-hydroxyamoxapine’s norepineph- 
rine-blocking effect. This is one theoretical mechanism for 
the mediation of painful ejaculation. On the other hand, it 
may be that the mechanism depends on prolactin release, in 
which case the 7-hydroxy metabolite might be responsible 
because of its potent dopamine-blocking activity (1). 

The point that Dr. Jones raises is definitely not trivial. 
Recently, Deshpande and associates (2) developed an animal 
model for studying the effect of homologous drugs on sexual 
function in male mice; the drugs studied were B-adrenore- 
ceptor-blocking agents and the results were broadly compati- 
ble with clinical experience. The model of Deshpande and 
associates could be used to study the effect on sexual 
function of a series of antidepressants and neuroleptics that 
differ in their interference with important neurotransmitters, 
e.g., norepinephrine, dopamine. 

One hopes that future investigations will clarify the phar- 
macological basis of neuroleptic- and antidepressant-induced 
ejaculatory impairment. 
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ROBERT WILBUR 

New York, N.Y. 

FRANK A. KULIK, M.D. 
Birmingham, Ala. 


Correction 


On page 1368 of the October 1982 issue, in a review by 
James M.A. Weiss of Current Psychiatric Therapies, Vol. 20, 
edited by Jules H. Masserman, the name of one of the 
authors of a chapter on the newer antidepressants was 
misspelled. The correct name is Daniel J. Fredman. 
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zine hydrochloride per tablet. Prolixin 2.5, 5, and 10 mg tablets contain FD&C Yellow No. 5 
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WARNINGS: Mental and physica. abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Potentiation of effects of alcohol may occur. 
Safety and efficacy in children have not been established because of inadequate experience in 
use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards against potential benetits if administering this drug to pregnant patients. 
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are to undergo surgery, hypotensive phenomena should be watched for; less anesthetics or 
central nervous system depressants may be required. Because of added anticholinergic effects, 
fluphenazine may potentiate the effects of atropine. 

Use fluphenazine cautiously in patients exposed to extreme heat or phosphorus insecticides; 
in patients with a history of convulsive disorders since grand mal convulsions have occurred; 
and in patients with special medical disorders such as mitral insufficiency or other cardio- 
vascular diseases, and pheochromocyioma. Bear in mind that with prolonged therapy there is 
the possibility of fiver damage, pigmentary retinopathy, lenticular and corneal deposits, and 
development of irreversible dyskinesia. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms nas been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epiderniologic studies conducted to date, how- 
ever, have shown an association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered ioo limited to be conclusive at this time. 

Periodic checking of hepatic and renal functions and blood picture should be done. Monitor 
renal function of patients on long-term therapy; if BUN becomes abnormal, discontinue 
fluphenazine. ''Silent pneumonias” are possible. 

Abrupt Withdrawal: In general, phenothiazines do not produce psychic dependence. 
However, gastritis, nausea and vomiting, dizziness, and tremulousness have been reported 
following abrupt cessation of high dose therapy; reports suggest that these symptoms can be 
reduced if concomitant antiparkinsonian agents are continued for several weeks after the 
phenothiazine is withdrawn. 


ADVERSE REACTIONS: Central Nervous System — Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. They 
include pseudoparkinsonism, dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperreflexia. The incidence and severity of such reactions will depend more on individual 
patient sensitivity, but dosage level and patient age are also determinants. As these reactions 
may be alarming, the patient should be forewarned and reassured. These reactions can usually 
be controlled by administration of an anti-parkinsonian drug such as benztrapine mesylate and 
by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or may occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, chewing 
movements) and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are not alleviated by 
antiparkinsonism agents, If the symptoms appear, discontinuation of all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicu'ar movements of the 
uate may be an early sign of the syndrome which may not develop if medication is stopped at 
that time. 

Phenothiazine derivatives have been known to cause restlessness, excitement, or bizarre  . 
dreams; reactivation or aggravation of psychotic processes may be encountered. If drowsiness 
or lethargy occur, the dosage may need lo be reduced. Dosages, far in excess of the 
recommended amounts, may induce a catatonic-like state. 

Autonomic Nervous System -— Hypertension and fluctuations in blood pressure have been 
reported. Although hypotension is rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures inciuding intravenous vasopressor drugs should be instituted immediately should 
severe hypotension occur; Levarterenol Bitartrate injection is the most suitable drug; 
epinephrine should not be used since phenothiazine derivatives have been found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry mouth, headache and 
constipation may occur. Reducing or temporarily discontinuing the dosage will usually control 
these effects. Blurred vision, glaucoma, bladder paralysis, fecal impaction, paralytic ileus, 
tachycardia, or nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormal lactation, 
gynecomastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, photosensitivity, eczerna and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind. 

Hematologic ~- Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have been observed with 
phenothiazines. If soreness of the mouth, gums or throat or any symptoms of upper respiratory 
infection occur and confirmatory leukocyte count indicates cellular depression, therapy should 
be discontinued and other appropriate measures instituted immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, particularly during the first 
months of therapy, may occur; treatment should be discontinued. A cephalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence of liver damage. — — 

Others—Sudden deaths have been reported in hospitalized patients on phenothiazines. 
Previous brain damage or seizures may be predisposing factors. High doses should be avoided 
in known seizure patients. Shortly before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulminating pneumonia of 
pneumonitis, aspiration of gastric contents, or intramyocardial lesions. Although not a general 
feature of fluphenazine, potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcoho! may occur. 

Systemic lupus erythematosus-li«e syndrome, hypotension severe enough to cause fatal 
cardiac arrest, altered electrocardiographic and electroencephalographic tracings, altered 
cerebrospinal fluid proteins, cerebral edema, asthma, laryngeal edema, and angioneurotic 
edema; with long-term use, skin pigmentation and lenticular and corneal opacities have 
occurred with phenothiazines. 

For full prescribing information, consult package inserts. 
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Prolixin Decanoate (Fluphenazine Decanoate injection) provides 25 mg fiuphenazine decanoate 
per mi in a sesame oil vehicle with 1.2% (w/v) benzyt alcohol as a preservative. 


CONTRAINDICATIONS: In presence of suspected or established subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage, or who are receiving large doses of 
hypnotics, or who are comatose or severely depressed. In patients who have shown hypersensi- 
tivity to fiuphenazine; cross-sensitivity to phenothiazine derivatives may occur. 

Not intended for use in children under 12. 


WARNINGS: Mental and physical abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Physicians should be alert to the possibility that 
severe adverse reactions may occur which require immediate medical attention. Potentiation of 
effects of alcoho! may occur. Safety end efficacy in children have not been established because 
of inadequate experience in use in chidren. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards agains: potential benefits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other abergic reactions because of the possibility of cross- 
sensitivity. When psychotic patients o1 large doses of a phenothiazine drug are to undergo 
Surgery, hypotensive phenomena should be watched for; less anesthetics or central nervous 
system depressants may be required. Because of added anticholinergic effects, fluphenazine 
may potentiate the effects of atropine 

Use fluphenazine decanoate cauticusly in patients exposed to extreme heat or phosphorus 
insecticides; in patients with a history of convulsive disorders since grand mai convulsions have 
occurred; and in patients with special medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with prolonged therapy 
there is the possibility of liver damage, pigmentary retinopathy, lenticular and corneal deposits, 
and development of irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of a physician experi- 
enced in the clinical use of psychotropic drugs. Periodic checking o* hepatic and renal functions 
and blood picture should be done. Renal function of patients on long-term therapy should be 
monitored; if BUN becomes abnormal, treatment should be discontinued. “Silent pneumonias” 
are possible. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients, An in- 
crease in mammary neoplasms has been found in rodents after chronic administration of neuro- 
leptic drugs. Neither clin'cal studies nor epidemiologic studies conducted to date, however, have 
shown an association between chroniz administration of these drugs and mammary — 
tumorigenesis; the available evidence is considered too limited to be conclusive at this time. 


ADVERSE REACTIONS: Central Nervous System —Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. They 
include pseudoparkinsonism, dystonia. dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperreflexia. Muscle rigidity sometim3s accompanied by hyperthermia has been reported 
following use of fluphenazine decanoate. One can expect a higher incidence of such reactions 
with fluphenazine decanoate than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individual patient sensitivity, but 
dosage level and patient age are also determinants. As these reactions may be alarming, the 
patient should be forewarned and reassured. These reactions can usually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate and by subsequent 
reduction in dosage. 

Persistent Tardive Dyskinesía: As w th all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or may occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, chewing 
movements) and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are not alleviated by 
antiparkinsonism agents. !f the symptcms appear, discontinuation of al! antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements of the 
s may be an early sign of the syrdrome which may not develop if medication is stopped at 
that time. 

Phenothiazine derivatives have been known to cause restlessness, excitement, or bizarre 
dreams; reactivation or aggravation of psychotic processes may be encountered. If drowsiness 
or lethargy occur, the dosage may need to be reduced. Dosages, far in excess of the recom- 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System -Hypertension and fluctuations in blood pressure have been 
reported. Although hypotension is rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasop-essor drugs should be instituted immediately should 
severe hypotension occur; Levarterenol Bitartrate Injection is the most suitable drug; epineph- 
rine should not be used since phenothiazine derivatives have been found to reverse its action. 
Nausea, loss of appetite, salivation, po yuria, perspiration, dry mouth, headache and constipation 
may occur. Reducing or temporarily discontinuing the dosage will usually control these effects. 
Blurred vision, glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycardia, or 
nasa! congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormal lactation, gyneco- 
mastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — Itching, erythema, urticaria, seborrhea, photosensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have been observed with pheno- 
thiazines. If soreness of the mouth, gums or throat or any symptoms of upper respiratory infec- 
tion occur and confirmatory leukocyte count indicates cellular depression, therapy should be 
discontinued and other appropriate measures instituted immediately. 

Hepatic —Liver damage manifested by cholestatic jaundice, particularly during the first 
months of therapy, may occur; treatment should be discontinued. A cephalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence of liver damage. 

Others — Sudden deaths have been -eported in hospitalized patients on phenothiazines. Pre- 
vious brain damage or seizures may be predisposing factors. High doses should be avoided in 
known seizure patients. Shortly before Jeath, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulminating pneumonia or 
pneumonitis, aspiration of gastric contents, or intramyocardial lesions. Although not a general 
feature of fluphenazine, potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe enough to cause fatal 
cardiac arrest, altered electrocardiographic and electraencephalographic tracings, altered cere- 
brospinal fluid proteins, cerebral edema, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, skin pigmentation and lenticular and corneal opacities have occurred with 
eeinialies Local tissue reactions occur only rarely with injections of fluphenazine 

ecanoate. 

For full prescribing information, consult package insert. 


HOW SUPPLIED: 1 mi Unimatic? sincle-dose preassembled syringes and cartridge-needle 
units and 5 ml vials. 


S U IBB 'The Priceless Ingredient of every product 
is the honor and integrity of its maker." '" 


©1982 E.R. Squibb & Sons, inc. 422-501 issued: January 1982 


Two Important H&CP Service Publications" 
to Help You in Your Work 


The Young Adult Chronic Patient: Collected Ar- 
ticles From H&CP. Hospital & Community Psychiatry 
has contributed to a better understanding of the 
characteristics and needs of the rapidly expanding 
population of young adult chronic patients through 
a number of articles published in its pages. Now the 
H&CP Service has compiled these important articles 
into a 37-page booklet that serves as a useful resource 
document for professionals who plan and provide ser- 
vices for this challenging group. Contributors include 
Leona Bachrach, Ph.D., Richard Lamb, M.D., and 
Bert Pepper, M.D. With commentaries by John Tal- 
bott, M.D., and James Prevost, M.D. $5 per copy; 


$3.50 per copy for orders of 5 or more. 


Rights of the Mentally Disabled: Statements and 
Standards. Major statements and standards on pa- 
tients' rights issued by courts, legislatures, and na- 
tional organizations are brought together for the first 
time in this 40-page booklet published by APA's Hos- 
pital & Community Psychiatry Service. Included are 
the American Hospital Association's patient s bili ol 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients' rights, and the section on patients rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $5.50 per 
copy for orders of 5 or more. 


peus ee EET 


Please send me the following: 

—  .. copy(ies) of The Young Adult Chronic 

Patient: Collected Articles From H@CP Name 
— ... copy(ies) of Rights of the Mentally Dts- 

abled: Statements and Standards 


Each booklet is $5 per copy; $3.50 for orders Address 

of 5 or more. Discount applies to all orders 

of 5 or more copies, including a combina- 

tion of titles. 

O My check or money order for _______ is Civ. —— —— —— Sue 
enclosed. (Payable to the American 
Psychiatric Association) MAIL TO: 


C] Please bill me. (For orders over $35 only. 
All orders of $35 or less must be prepaid.) Service 

L] Please send me information on how I can 
join the Hospital & Community. Psy- 
chiatry Service. 


Hospital & Community Psychiatry 


American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 


*These publications have 
been sent free of charge 
to institutions, agencies, 
and individuals with 
membership in the Hos- 
pital & Community Psy- 
chiatry Service. For infor- 
mation about how you 
can join the H&CP Ser 
vice, check the box in the 
coupon at left. 
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Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety, 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely. self-blame, and difficulty making 
decisions* 


XANAX RELIEVES CLINICAL ANXIETY 


WITH DEPRESSIVE SYMPTOMS. 








XANAX, the first triazolobenzodiazepine, is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety, 
XANAX Tablets have been found to be significantly 
more effective (p<0.001) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 











ADVANTAGES 


Bi intermediate half-life of 
12 to 15 hours 

Bi Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies" 

E No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremor? 

E No reports of symptomatic postural 
hypotension or cardiovascular toxicity: 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16t 


E Simple dosage—0.25 to 0.5 mg tid. 





*Cohn JB: | Clin Psychiatry 42(9):347-351, 1981 
tData on file. The Upjohn Company 


Upjohn | The Upjohn Company Please see next page for bnef summa | 
Kalamazoo. Michigan 49001 prescribing information. ©|' 982 The Upiohi 





XANAX* Tablets € 
(alprazolam) 


CONTRAINDICATIONS 

Patients with sensitivity to this drug or other benzodiazepines and in 

acute narrow angle glaucoma. 

WARNINGS 

Not of value in psychotic patients. Caution patients against hazardous 

occupations requiring complete mental alertness and about the simul- 

taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women, Warn 

patients of the potential hazard to the fetus, Avoid during the first 

trimester 


PRECAUTIONS 

General: if XANAX is combined with other psychotropics or anti- 
convulsant drugs, consider drug potentiation. Exercise the usual precau- 
tions regarding size of the prescription for depressed or suicidal patients. 
In elderly and debilitated patients. use the lowest possible dosage 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function 

information for Patients: Alert patients about. (a) consumption of alcohol 
and drugs.tb) possible fetal abnormalities (c) operating machinery or 
driving. (d) not increasing dose of the drug due to risk of dependence, 
(e) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug Interactions: Additive CNS depressant 
effects with other psychotropics. anticonvulsants. antihistamines. ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 
consistent pattern for a specific drug or specific test. Carcinogenesis, 
Mutagenesis. Impairment of Fertility. No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Warnings. Nontenatogenic Effects: The child 
bom of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 
lished use. Nursing Mathers: Benzodiazepines are excreted in human milk. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 
ness in children below the age of 18 have not been established. 


ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX eg. drowsiness or lightheadedness. 

Central Nervous System: Drowsiness. lightheadedness. depression. 
headache, confusion. insomnia, nervousness, syncope. dizziness, 
akathisia. and tiredness/sleepiness. 

Gastrointestinal: Dry mouth. constipation. diarrhea, nausea/vorniting. and 
increased salivation. 

Cardiovascular Tachycardia/palpitations. and hypotension. 

Sensory, Blurred vision. 

Musculoskeletal. Rigidity and tremor 

Cutaneous: Dermatitis/allergy 

Other Side Effects: Nasal congestion, weight gain. and weight loss. 

in addition, the following adverse events have been reported with the 
use of anxiolytic benzodiazepines. dystonia iritability concentration 
difficulties, anorexia. loss of coordination. fatigue, sedation, slurred 
speech, jaundice, musculoskeletal weakness, pruritus. diplopia, dysarthria. 
changes in libido. menstrual irregularities incontinence and urinary 
retention. 

Paradoxical reactions such as stimulation. agitation, increased muscle 
spasticity sleep disturbances. and hallucinations may occur Should 
these occur discontinue the drug. 

During prolonged treatment periodic blood counts. urinalysis. and 
blood chemistry analyses are advisable. Minor EEG changes, of unknown 
significance. have been observed. 

DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence. Withdrawal symptoms have occurred 
following abrupt discontinuance of benzodiazepines. After prolonged 
therapy dosage should be tapered. Controlled Substance Class: XANAX is 
a controlled substance and has been assigned to schedule IV 


CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 
PRESCRIPTION. BS-| 


ae THE UPIOHN COMPANY 
Upjohn Kalamazoo, Michigan 49001 USA 
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to a hungry world. 
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One of the reasons 
opsuchiatrists are changing to Ativan 
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National data reveal a sharp decline in the prescribing 
of long-acting benzodiazepines," while a survey at a 
major psychiatric meeting has indicated a decided 
shift to short-acting Ativan (lorazepam). The reasons 
most often cited in the survey are: 


Ativan’ short period of accumulation 


Long-acting benzodiazepines, with their active 
metabolites, accumulate for as long as 20 days before 
reaching steady state. Ativan has no active 
metabolites and accumulates for only 2 to 3 days to 
steady state. Cumulative sedative effects are seldom 

a problem with Ativan. 


Ativan: short period of elimination 


Once you discontinue Ativan, it will be out of your 
patient's system 4 days after the final dose—unlike the 
long-acting agents which take up to 2 weeks to be 
totally eliminated. Ativan®, therefore, can offer you and 
your patients greater control. 


See important information on following page. 
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Ativan: short half-life 


The 12-hour half-life of Ativan, consistent with D.i.d. 
dosage, is not extended by active metabolites. There 
are none. All the long-acting benzodiazepines given 
for anxiety are biotransformed to desmethyldiazepam, 
which can extend the half-life of the parent compound 
to 200 hours! 


*Diazepam CIV, chlordiazepoxide CIV, clorazepate CIV and prazepam CIV 


Reference: 1. Shader RI, et al: Psychiatric Annals 11:30-40, 1981 
Copyright © 1982, Wyeth Laboratories. All rights reserved. 


Agent of Change 


tivan 
for (lorazepam) & 








Brief Summary of Proscribing Information. 


Indications and Usage: Management of anxiety disorders or short-term relief of symptoms ol 
anxiety or anxiety associated with depressive symptoms. Anxiety or tension associated with 
stress of everyday life usually does not require treatment wi:h an anxiolytic. 

Effectiveness in long-term use, i.e., more than 4 months, has not been assessed by system- 
atic clinical studies. Reassess periodically usefulness of the drug for the individual patient. 


Contraindications: Known sensitivity to benzodiazepines or acute narrow-angle glaucoma. 


Warnings: Not recommended in primary depressive disorders or psychoses. As with all CNS- 
acting drugs, warn patients not to operate machinery or motor vehicles, and of diminished tol- 
erance for alcohol and other CNS depressants. 

Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbi- 
turates and alcoho! have occurred following abrupt discontinuance of benzodiazepines 
(including convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
tion-prone individuals, e.g. drug addicts and alcoholics, should be under careful surveillance 
when on benzodiazepines because of their predisposition to habituation and dependence. 
Withdrawal symptoms have also been reported following abrupt discontinuance of benzodi- 
azepines taken continuously at therapeutic levels for several months. 


Precautions: In depression accompanying anxiety, consider possibility for suicide. 

For elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid over- 
sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
result in symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and 
occasional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
has not been shown of significant benefit in treating gastrointestinal or cardiovascular compo- 
nent. Esophageal dilation occurred in rats treated with lorazepam for more than 1 year at 
6mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose of 10mg/day). Effect was reversible only when treatment was withdrawn within 2 months 
of first observation. Clinical significance is unknown: but use of lorazepam for prolonged 
periods and in geriatrics requires caution and frequent monitoring for symptoms of upper G.I. 
disease, Safety and effectiveness in children under 12 years have not been established. 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LDH. As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbitu*ates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in 
rats during an 18-month study. No studies regarding mutagenesis have been performed. 


PREGNANCY: Reproductive studies were performed in m:ce, rats, and 2 strains of rabbits. 
Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotated limbs, gastroschisis, 
malformed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
dosage. Although all these anomalies were not present in the concurrent control group, they 
have been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
evidence of fetal resorption and increased fetal loss in rabbits which was not seen at lower 
doses, Clinical significance of these findings is not known. However, increased risk of congeni- 
tal malformations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
meprobamate) during first trimester of pregnancy has been suggested in several studies. 
Because use of these drugs is rarely a matter of urgency, use of lorazepam during this period 
shouid almost always be avoided. Possibility that a woman of child-bearing potential may be 
pregnant at institution of therapy should be considered. Advise patients if they become preg- 
nant to communicate with their physician about desirabi ity of discontinuing the drug. In 
humans, blood levels from umbilical cord blood indicate placental transfer of lorazepam and its 
giucuronide. 


NURSING MOTHERS: it is not known if oral lorazepam is excreted in human milk like other 
benzodiazepines. As a general rule, nursing should not be undertaken while on a drug since 
many drugs are excreted in milk. 


Adverse Reactions, if they occur, are usually observed at beginning of therapy and generally 
disappear on continued medication or on decreasing dose. |? a sample of about 3,500 anxious 
patients, most frequent adverse reaction is sedation (15.996), followed by dizziness (6.996), 
weakness (4.296) and unsteadiness (3.496). Less frequent are disorientation, depression, nau- 
sea, change in appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye 
function disturbance, various gastrointestinal symptoms and autonomic manifestations. inci- 
dence of sedation and unsteadiness increased with age. Small decreases in blood pressure 
have been noted but are not clinically significant, probably being related to relief of anxiety. 

Overdosage: In management of overdosage with any drug, bear in mind multiple agents may 
have been taken. Manifestations of overdosage include somnolence, confusion and coma. 
induce vomiting and/or undertake gastric lavage followed by general supportive care, monitor- 
ing vital signs and close observation. Hypotension, though unlikely, usually may be controlled 
with Levartereno! Bitartrate Injection U.S.P. Usefulness of dialysis has not been determined. 


„Ativan 


niorzeparmje 






Dosage: Individualize for maximum beneficial effects. increase dose 
gradually when needed, giving higher evening dose before increasing 
daytime doses. Anxiety, usually 2-3mg/day given b.i.d. or t.i.d.; dosage 
may vary from 1 to 10mg/day in divided doses. For elderly or debill- 
tated, initially 1-2mg/day; insomnia due to anxiety or transient situa- 
tional stress, 2-4mg h.s. 


| How Supplied: 0.5, 1.0 and 2.0mg tablets. 
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IMPORTANT UPDATE 


The second edition of 


A MANUAL OF 


PSYCHIATRIC PEER REVIEW 


This publication upholds APA’s position 
that the psychiatric profession itself can 
best oversee standards for mental health 
care. 


The manual outlines the appointment and 
function of the Peer Review Committee, 
model screening criteria, and special prob- 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review as it re- 
lates to child psychiatry. 


Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 
ment; and inpatient treatment of adoles- 
cents. 
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ORDER YOUR COPY NOW 


Please send me |... .copy(s) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #P116-1. 
$11.00 each. 


————. check or money order enclosed. All or- 
ders totalling $35 or less MUST be pre- 
paid. 


— — bill me (orders over $35 only). All in- 


voices will include shipping and han- 
dling charges. 


NAME 





ADDRESS 





CITY STATE ZIP 











Send this coupon to: American Psychiatric 
Press, Inc., P.O. Box 19343, Washington, D.C. 
20036. 


Specify Adapin 
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It Makes a 
Lot More Cents for 


Your Patients 


Adapin (doxepin HCI) Costs Less than 
Sinequan’ (doxepin HCI) 


You can save your patients an average of 
$36.501 in one year simply by specifying 
Adapin (doxepin HCI) instead of Sinequan. 
(Enough to buy a dinner at a fine restaurant.) 


Cost-saving Adapin (doxepin HCl) makes 
ate economic Esos Its just o one more way 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 






tablets/concentrate/injection 


"Marked sedation is rare; some instances of drowsiness have Peer reported. 


Please see following page for brief summary of prescribing informaron. 











HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 











X20 mi. 


The only neuroleptic many psychotic 
patients may ever need 


e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range* 


*See Briet Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions. 







acceptability. 2 mg per ml u š 
Mondol (as R HALDOU 
HAL OPERIDOL 
CONCENTRATE 
., 2mg. per ml- HALDOL® tablets 
—— (haloperidol) 





HALDOL® (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) | 
in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, ad lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in wornen likely to become preg- 
nant has not been established; use only if benefit Clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol, Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold: (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simuitaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood Swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1. 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness. dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generaily, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
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therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from Persistent Tardive Dyskinesia'' except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until furher evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskines:as. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
IS NO known effective treatment and ail antipsychotic agents shouldbe discontinued. The Syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent, 


Other CNS Effects: insomnia, restlessness. anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, contusion, vertigo, grand mai seizures. and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and ieu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver functior and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosersitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast ergorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases cf sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence maxes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome ef the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated wit? other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
Severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327-——7;21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeit Pharmaceutical Co., 
Dorado, PR 00646. *MCcN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7).463-469, 1981.2. Darling HF: Haloperido! in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
atter-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3)168-174. 1980. 
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GENERAL POLICIES 


Manuscripts are accepted for consideration by the Ameri- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals.” 


Copyright 


The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual’s duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in [include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require careful 
attention to the protection of a patient’s anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient’s characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers’ comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 
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SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies should b> s ibm:t- 
ted to John C. Nemiah, M.D., Editor, American journal of 
Psychiatry, 1400 K St, N.W., Washington, DC 2005. All 
correspondence will be sent to the first-named avt! or unless 
otherwise specified. Papers that are not accompa ‘ted by a 
cover letter indicating that the paper is intended 1o publica- 
tion will not be reviewed until such a statement « received. 
On a separate sheet include the names and mailin z :dJdresses 
of any authors who are not members of APA; tas vill ve 
sent a complimentary copy of the issue in which ‘E.ur artie 
appears. 

Authors will be notified of the receipt of then ` aper and 
the number assigned to it. This number must be ir c'vded in 
all further correspondence. It is imperative tha. te corre- 
sponding author of submitted papers notify the vernal of 
changes of address. 


Prompt Publication Policy 


Papers submitted with the request for prompt o :^ cation 
must meet stringent criteria of originality and be o! maor, 
immediate importance. Authors must state their r asors or 
wanting prompt publication in a cover letter to 1e Edr or. 
These papers are given priority in scheduling; ^owev.r, 
authors should be aware that the minimum publ «tion tene 
is 4 months. (This policy is automatic for all €! nical ond 
Research Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal right. :o annual 
meeting papers. Authors may submit their papers ^e ore the 
annual meeting, but such papers cannot be publ shed uati 
after the meeting. All papers must be accompz ued bv a 
statement that they are in final form. These vapers are 
subject to the same peer review as other pape s ard must 
conform to the requirements for one of the typ:s of articles 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles 


These are usually overview articles that br r : togetrer 
important information on a topic of genera ri rest to 
psychiatry. Authors who have ideas for such .:ti-les cre 
advised to check with the Editor to ensure tha. a similar 
work is not in preparation. Special Articles ma 191 ex.ced 
7,500 words (no more than 25 double-spa.«2 pages— 
including a précis of no more than 100 words, tz» es. figures, 
and 100 references). All Special Articles, inc'v.ling tose 
written by invitation, are given the same peer reyx w as other 
articles. 


Regular Articles and Brief Communications 


The only difference between these two types ct papers is 
length. Regular Articles contain no more than 3, U( words, 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 

Single case reports should be submitted as Clinical and 
Research Reports. 


Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain no more 
than 1,000 words, a précis of 40 words, 1 table, and 10 
references; figures cannot be published in this section. These 
articles present 1) new research findings, 2) data from pilot 
studies, 3) worthwhile replication studies, and 4) case reports 
describing new syndromes or therapeutic interventions. Es- 
Says, program descriptions, and literature reviews do not 
meet the criteria for this section. Submissions that exceed 1,000 
words or contain figures will be returned to the author. Papers 
will be published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of 500 words 
and 5 references) will be considered if they include the 
notation “for publication.” The number of words should 
appear in the upper right corner. Letters critical of an article 
published in the Journal will automatically be sent to the 
authors for reply. Because of space limitations not all letters 
can be printed. The Journal will notify authors about the 
disposition of their letters but does not return those that are 
not published. All letters will be edited. Letters must be typed 
double-spaced throughout on 8'2x11 inch paper; two 
copies are required. Letters that do not meet these specifica- 
tions will be returned to the author for revision. 

Book Forum. Books for review may be sent to the Book 
Forum Editor, Nancy C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, 500 Newton Rd., lowa City, IA 
52242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced through- 
out. Manuscripts must be typed in upper- and lowercase on 
one side only of 812x11 inch nonerasable bond paper. All 
four margins must be 1^ inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) precis, 3) text, 4) references, and 
5) tables and/or figures. All pages must be numbered. 


STYLE SPECIFICATIONS 
Title Page 


The number of words, tables, and figures in the paper and 
the telephone number of the corresponding author should be 
typed in the upper right corner. 


ASG 


Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors' first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city, and state where the work was 
done. Include a full address for the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agency and grant number. Acknowl- 
edgment of individuals may be no longer than four typed 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country. 


Précis 


The précis, or short abstract, is a single paragraph no 
longer than 100 words for Special Articles, Regular Articles, 
and Brief Communications and no longer than 40 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text 


Authors should use the active voice and first person; 
headings and subheadings should be inserted at reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
Whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significan: and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, "The analysis of 
variance indicated that :hose who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, df=3, 17, p«.05)." Reviewers will evalu- 
ate the appropriateness of the analysis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of mezsure) the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers’ names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


Tables and Figures 


The Journal does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and figure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and units of measurement should be 


specified. Consult recent issues of the Journal tor format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-ready prints, and the author's name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 3'/ inches. 


References 


References are numbered and listed by their order of 
appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent materi- 
al. Accuracy of citation is the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished | manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may be noted in text. It is the author's 
responsibility to obtain permission to refer to another indi- 
vidual's unpublished observations. Manuscripts that are 
actually “in press" may be cited as such in the reference list; 
the name of the journal or publisher must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as "et al." Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 


1. Stone AA: Mental Health and Law: A System in Transition. 
Rockville, Md, NIMH, 1975, pp 102-103 

2. Glick ID, Hargreaves WA, Drues ], et al: Short versus long 
hospitalization, a prospective controlled study, VII: two year 
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urinary-free cortisol and CSF opiate binding activity in de- 
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PROCESSING OF ACCEPTED MANUSCRIPTS 


Manuscripts are accepted with the understanding that the 
Editor and the editorial staff have the right to make revisions 
aimed at greater conciseness, clarity, and conformity with 
Journal style. 

Accepted papers will be edited and sent to the first-named 
(or corresponding) author for corrections and answers to 
editorial queries. No galley proofs are sent to authors. 
Authors who will be away from their offices for a long period 
or who change address after notification of acceptance 
should inform the Journal staff. 


PERMISSION TO REPRINT 


Written permission to reprint material published in the 
Journal must be secured from the APA Publications Services 
Division, 1400 K St., N.W., Washington, DC 20005; there 1s 
usually a charge for such permission, except for nonproht 
classroom or library reserve use by instructors and educa- 
tional institutions or for authors who wish to reprint their 
own material. Requests will be facilitated if accompanied by 
written permission from the author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form tor 
reprints will be sent to the corresponding author before 
publication of the paper. Reprints are usually mailed about 6 
weeks after publication of the article. 





Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients. '? Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 
alcohol during therapy. 


Copyright © 1983 by Roche Products Inc. All rights reserved. 
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Studied in 737 neuropsychiatric Dalmane (urazepam HCV/Roche) seldom causes 
patients morning hangover and avoids rebound 
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Clinical data on Dalmane (flurazepam HCI/Roche) extend insomnia 
to 737 insomniac patients with concomitant neurologic or psy- . | o 
chiatric disorders who had difficulties in initiating and maintain- Of all available hypnotics, only Dalmane has objective 
ing sleep.° Thus, when specific hypnotic therapy is indicated sleep laboratory evidence proving that insomniacs fall asleep 
after a careful medical and psychiatric work-up, Dalmane is a significantly sooner (p<0.05), stay asleep significantly longer 
well-documented choice. More than 200 studies involving (p<0.01) and awaken less often (p« 0.05) on the firs! 
nearly 10,000 patients attest to the efficacy and relative safety three nights of ther apy and alter two consecutive weeks of treat- 
of Dalmane in insomnia. No other hypnotic has this kind of ment.^^ Dalmane maintained its ability to reduce sleep latency 
thorough documentation. And none has been shown to be more and decrease total wake time for 28 consecutive nights.^ Since 
effective. Dalmane is contraindicated in pregnancy and in pa- insomnia is usually transient, prolonged use of hypnotics is usu- 
tients with known hypersensitivity to the drug. ally not indicated. 


A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related. And there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued." 


Continued nightlong efficacy 
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fora restful night . 
"S" Dalmane: 


flurazepam HCI/ Roche 


15-ms/ 30-ms capsules 
dti stands apart 


Please see next page for references and summary of product information 
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Dalmane*; flurazepam HCl/Roche) (V 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in falling asleep, frequent noctumal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits: in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness lor at 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent. prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: Known hypersensitivity to flurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g., operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
for a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: In elderly and debilitated patients, it is rec- 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation, dizziness, confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness. lightheaded- 
ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation, | 
lethargy, disorientation and coma, probably indicative of | 
drug intolerance or overdosage, have been reported. Also 
reported: headache, heartburn, upset stomach. nausea, 
vomiting, diarrhea, constipation, Gl pain, nervousness, 
talkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains, body and joint pains and GU com- 
plaints. There have also been rare occurrences of leuko- 
penia, granulocylopenia, sweating, flushes. difficulty in 
focusing, blurred vision, burning eyes, faintness, hypoten- 
sion, shortness of breath, pruritus, skin rash, dry mouth, 
bitter taste, excessive salivation, anorexia, euphoria, 
depression, slurred speech, contusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase; and paradoxical reactions, 
e.g., excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum benelicial effect. 
Adults: 30 mg usual dosage; 15 mg may sulfice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCI. 


Roche Products inc. 
ROCHE * Manati, Puerto Rico 00701 
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| of the 
Mentally 
Disabled 


C ord PEE Be 
Statemenis 
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Standards 





An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page bocklet published by APA’s Hospital & 
Community Psychiatry Service. Incluced are the 
American Hospital Association’s patient’s bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Svstems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
Just complete and mail this form. 
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Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.50 per 
copy for orders of 5 or more). All orders of $35 or less must be 


prepaid. 





[J] My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


C Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 


Name 
Address 


City State Zip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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(Trazodone 





THE NEW LIGHT O Unlike tricyclics, tetracyclics or MAO inhibitors 
O As effective as imipramine and amitriptyline’ 
IN EFF ECTIVE O Incidence of anticholinergic side effec 


comparable to placebo3 
Em O A simple dosage adaptable to patients’ need: 


FES 


Tran od 


HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY 





AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE"? 


Clinical studies have shown new Desyrel" (Trazodone HCI) to be comparable in thera- 
peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 
Significant, symptomatic improvement was often noted by he end of the first week of 
therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The clinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 


ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


(Percent of Patients) 





oO MS 112200006. n= 142 
20 Yo Ga Placebo n= 95 
15% 
15% 8" 
O [e] 9, 
DRY MOUTH BLURRED VISION 
8% 
4% 
E —— 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYED URINE 
(COMPOSITE) DISTURBANCE FLOW 


"Adapted from Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


EKG CHANGES ARE RARE 


Although EKG changes are rare in patients free of cardiac disease, patients 
with cardiac disease should be closely monitored especially for possible 
cardiac arrhythmias. 





(c) 1982 Mead Johnson & Company, Evansville, Indiana 47721 USA 
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FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


[1 Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
£ 50 mg/day additionally every three to four days until optimal effect is obtained 

O Maximum outpatient dosage: 400 mg/day 

O Maximum inpatient dosage: 600 mg/day 


© Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 





Mead {0 ITI PHARMACEUTICAL DIVISION 


References: 

1. Gershon S, Mann J, Newton R, Gunther B: Evaluation of trazodone in the treatment of endogenous depression: results of 
a multicenter double-blind study. / Clin Psychopharmacology 1 (suppl): 398-445, Nov 1981. 

2. Goldberg HI, Rickels, K, et al: Treatment of neurotic depression with a new antidepressant. ] Clin Psychopharmacology 
1 (suppl): 358-385, Nov 1981. 

3. Gershon S, Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. J Clin Psychiatry 41:100-104, 
March 1980. 


Please see last page for prescribing information 
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TO HELP AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY... 


DESYREL® 
(Trazodone HCI) 


DESCRIPTION 
DESYREL” (Trazodone Hydrochloride) is an antidepressant eee un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. It is a 
triazolopyridine derivative designated as 2-[3-[4-(3-chloropheny])-|-piperaz- 
inyl]propyl]-1,2,4-triazolo[4,3-a]pyridin-342H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is CisH22CINsO*HCl and 
the structural formula is represented as follows: 


N / ; 
“aa -a N-CH:-CH:-CH:-N Pa 
EN N—À 
oO 


INDICATIONS AND USAGE 
DESYREI* (Trazodone Hydrochloride) is indicated for the treatment of de- 
pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nent anxiety. The depressive illness of patients studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, II. 
CONTRAINDICATIONS 
DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 
Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
poems short episodes (5-4 beats) of ventricular tachycardia. There have also 
een several post-marketing reports of arrhythmias in DESYREL-treated 
patients who had preexisting cardiac disease. Until che results of prospective 
studies are available, patients with preexisting cardiac disease should be 
closely monitored particularly for cardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 
PRECAUTIONS 
General: The possibility of suicide in seriously depressed patients is inherent 
in the illness and may persist until spana remission occurs. Therefore, 
prescriptions should be written for the smallest number of tablets consistent 
with good patient management. 
Information for Patients: Alert patients that (a) their mental or physical ability 
to perform potentially hazardous tasks, such as operating machinery or driv- 
ing, may be impaired; (b) the response to CNS depressants such as alcohol or 
barbiturates may be enhanced; and (c) DESYREL should be taken shortly after 
a meal or light snack. Laboratory Tests: WBC and differential counts are 
recommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive us Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated cautiously with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discontin- 
ued shortly boe oristo b. given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 


-HCI 


CI 


avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No aug or dose-related occurrence of 
Pe Alea was evident in rats receiving DESYREL in daily oral doses up to 
300 mg/kg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg- 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Nursing Mothers: Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, ceution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness in 
children below the age of 18 have not been established. 

ADVERSE REACTIONS 


Side-effects reported by more than 1% of the patients during clinicaltrialsare |, 


the following: Autonomic - blurred vision, constipation, dry mouth; Cardiovas- 
cular-hypertension, hypotension, shortness of breath, syncope, tachycardia/ 
palpitations; CNS-anger/hostility, confusion, decreased concentration, dis- 
orientation, dizziness/light-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal - 
ape nal gasnie distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal - musculoskeletal aches/pains; Neurological - incoordi- 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic 
condition/edema; and Other- decreased appetite, eyes red/tired/itching, 
head full-heavy, malaise, nasal/sinus congestion, nightmares/vivid drearns, 
sweating/clamminess, tinnitus, weight gain, weightloss. Side-effects reported 
by less than 1% of the study patients are the following: akathisia, allergic reaction, 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses is sug. 
gested. The dose may be increased by 50 mg/day every three to four days. The 
maximum dose for outpatients usually should not exceed 400 mg/day in 
divided doses. Inpatients may be given up to but not in excess of mg/day 
in divided doses. 
Maintenance: Dosage during prolonged maintenance therapy should be 
kept at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE 
1. Williams JBW, Ed: Diagnostic and statistical manual of mental disorders-III, 
American Psychiatric Association, May 19 


U.S. Pat. No. 3,381,009 
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PHARMACEUTICAL DIVISION 
Mead Johnson & Company 
Evansville, Indiana 47721 U.S.A. 


EXCELLENT EMPLOYMENT OPPORTUNITIES 
for STAFF PSYCHIATRISTS 


In the heart of the Deep South. Enjoy our WARM, 
GULF CLIMATE; delicious food, horseracing: fishing in 
our many lakes and streams as well as the Gulf, crabbing: 
water skiing; a great outdoors for sports enthusiasts of all 
ages. 

To fulfill its responsibility of providing alcohol and sub- 
stance abuse prevention and treatment and early detec- 
tion, treatment and rehabilitation of those suffering from 
emotional or mental illness, the DEPARTMENT OF 
HEALTH AND HUMAN RESOURCES operates state- 
wide 5 psychiatric hospitals, 1 psychiatric forensic facility. 
45 community mental health centers and clinics, 21 full- 
time and 23 part-time outpatient substance abuse centers, 
clinics and outreach posts and 5 substance abuse inpatient 
treatment units. 


GOOD SALARY EXCELLENT BENEFITS 


Free housing and utilities offered at some facilities plus 
the opportunity to increase experience and salary through 
private practice or added employment at our other 
facilities. 


DEPARTMENT OF HEALTH AND 
HUMAN RESOURCES 
PERSONNEL DIVISION 
BUREAU OF EMPLOYMENT 
AND PROMOTIONS 
P.O. BOX 2841, BATON ROUGE, LA. 70821 
PHONE: (504) 342.4235 


An Equal Employment Opportunity Emplover 


























Medical Director 
Mental Health Unit 


Hoag Memorial Hospital Presbyterian — one of 
California's finest private hospitals seeks a physi 
cian to act as Medical Director for its 34-bed Mental 
Health Unit. We offer an ideal environment and a 
stimulating professional experience to the qualified 
individual who prefers a part-time assignment. 


The position will involve approximately 20 hours per 
week and requires Board certification in Psychiatry. 
A minimum two years in-patient administrative back- 
ground in Psychiatry post residency is required, as 
ís prior experience in supervision and in-service 
training of a supervisory psychiatric in-patient staff. 
and documented experience in group therapy: a 
California license is also required. 

If you would lke to further investigate this unique 
opportunity, we invite you to submit a letter of 
interest with salary history to: D.L. Sheppard, 
Personnel Department. 


HOAG MEMORIAL HOSPITAL 
PRESBYTERIAN 


/ 301 Newport Bivd. 
Newport Beach, CA 92663 
dut uei a 
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PSYCHIATRIST 


Meter eot 





The University of Massachusetts Me dic al 
Center, through its Psychiatric Regional 
Resource Unit in Northampton, has a POSH 
tion for a board-eligible or board certified 
psychiatrist Full time faculty practice anc 
teach at a public sector in patient psycht 
atric facility and at community- base ‘rural 
or urban programs ( varied possibiliti ies are 
available). Our mult disciplinary team 
stimulates interaction with peers, profes 
sional development and research Salary 
and fringe benefits are excellent. 
Northampton and Amherst are college 
town communities in western Massachusetts 


Send curriculum vitae and three letters of 
reference to: David Myerson, M. D., 
Acting Chairman, Department of 
Psychiatry, University of Massachusetts 
Medical Center, 55 Lake Avenue North, 
Worcester, MAO1605. The University of 
Massachusetts Medical Center is an 
Equal Opportunity Employer. 


—Ó—————————————— 


SCIENTIFIC WRITING FOR 
GRADUATE STUDENTS 


First printing, 1968 © Reprinted, 1976 


This manual is a “must” for those who would s ir eae £ 
courses of instruction in scientific writing into university 
graduate schoois. The first nine chapters pro m the 
essentials for “Writing a Journal Aricie”, and the re- 
maining five chapters cover ‘Related Topics" in scien- 
tific communication. 












* * * * a 2 * 4 & L3 
CONTENTS 

1. Clearing Away the 10. Designs of Tables and 

Underbrush Figures 
2. The Ground Pian 11. Preparation for Vrting 
3. The Master Plan the Doctoral Thesis l 
4. The First Draft 12, Writing à Re 
5. The First Revision: Project Md: 

Structural Alterations 13. Oral dis? nts a 
§. Further Revision: Scientif nA e 

Polishing the Style 14 Princic ies and Practices 
7 Editing Assignments in Ea hung 
8. The Final Steps tific Literature 
9. Responding to the Editor 


* ” »* * 5 * 


Price $7.50, including postage and handing 
190 pages (softbound) 
Orders of 1G or more comes. delivered to < 
discounted 10% 
ALL ORDERS MUST BE PREPAID TO: 
COUNCIL OF BIOLOGY EDITORS 
9650 Rockville Pike, Bethesda, MD 20014 





| 
| 
| 


a 
€ 


SEER NALS PN p ENSIS LCE LEA SNR SUI SE Ade LINED haya 


eene SIS FAS 


urit on EY RR eren eS 


pU 


b 
i 


sek 

Ont 
Pi) 
cee eae 
RUD 


ey 


she 


ET 


RAS 


S 
XE) 


uu Co 
A 


© 1982 Warner-Lambert Company 





MASSA 


SE 
RS 


VANS 
SERE 


b 


DOR 


: MODE 
oni TS eS 


xS 


V 
3 RANA 


undesir: 
in mentation are ra 
patients generally 


Fi 


sations 


" 


Ms 


anxió 


entaj ak 





468 


Centrax* © (prazepam) 

Delore prescnbing. please see full prescribing information. 
Á Brief Summary follows: 

INDICATIONS: Certrax is indicated for the management of anxiety disor 
ders or for the short-term relief of the symptoms of anxiety Amuety ar len- 
son associated with the stress of everyday lite usually does not require 
treatment with an amoolytic. 

The effectiveness of Centrax in long-term use. that is, more than 4 
months, has not been assessed by systematic clinicat studies. The phys 
cian should periodically reassess the usetulness cf the drug for the individ- 
uai patient. 

CONTRAINDICATIONS: Centrax (prazepam} is contraindicated in pa- 
bents with a known hypersensitivity to the drug and in those with acute 
narrow-angle Glaucoma. 

WARNINGS: Centrax (prazepam) is not recommended in psychotic states 
amiin those psychiatric disorders in winch anxiety is not a prominent 
feature 

Patients takng Centrax should be cautioned agains! engaging in haz- 
ardous occupations requiring mental aleriness, such as operating darn- 
gerous machunery including motor venicies 

Because Centrax has a Central nervous system depressant eect, pa- 
tients should be advised against the simultaneous use of other CNS- 
depressant drugs. including phenothiazines. narcotics, barbiturates. MAGO 
inhibitors, and other antidepressants. The effects ot alcohol may also be in 
creased with prazepam. 

Physical and Psychological Dependence. Withürawal symptoms simiar 
in Chacacter to those noted wih barbiturates and aicohol have occurred 
totowing abrupt discontinuance of benzodiazepine drugs These symp- 
toms include convulsions, tremor, abdominal and muscle cramps, vomiting 
and sweating Adciction-prone individuals. such as drug addicts and aica- 
holics. should be under careful surveillance when receiving benzodiaze- 
pines because of the predisposition al such patients to hahituaton and 
dependence. 

Withdrawal symptoms have aiso been reported foliowing abrupt discon- 
"nuance of benzodiazepines taken continuously at therapeutic levels tor 
several months. 

PRECAUTIONS: Usage in Pregnancy and Lactatron. An increase 
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n several studies Prazepam. a tenzo 
thazepmeé dervatve has not been studied adequately to determine 
whether d log. may be associated with an increased sk of fetal apnormal- 
"y Because use of these drugs is rarely a matter af urgency, their use dur 
ing Hus period should almost always be avoided. The possibility that à 
woman of chirdbeanag potential may be pregnant at the ume of nstitution 
ot therapy should De considered. Pahents should be advised that d they 
become pregnant dunng therapy or intend to become pregnant they 
should communicate with their physicians about the desirability of discon- 
ining the drug. In vew of ther molecular size. prazepam and its metabo- 
hies ate probably excreted i human milk, Therefore. this drug should not 
be given to nursing mothers 

in those patients in whom a degree of depression accompanies the anxi- 
ety suicidal tendencies may be present and protective measures may be 
required, The least amount of drug thatis feasible should be avarlabie to 
ihe patient at any one time 

Patients taking Centrax (prazepam) for prolonged periods should have 
Good counts and iver function tests periodically The usual precautions in 
treating patients with impaired renal or hepatic functions should also be 
observed Hepatomegaly and cholestasis were observed in chrome toxic- 
ty studies in rats and dogs 

in eiderly or debilitated patients. the initial dose should be small, and in- 
crements should be made gradually in accordance with the response of 
ihe patient, to preclude ataxia or excessive sedation 

Pediatric Use: Safety and effectiveness in patients below the age ol 18 
nave not been established 
ADVERSE REACTIONS: The side effects most frequently reported during 
doutie-bind, placebo-controlied trials employing à typical 30-mg divided 
total daily dosage and the percent incidence in the 2razepam group were 
tatigue (11.6%), dizziness (8.7%), weakness (7 7%) drowsiness (6.895) 
sghntheadedness (6.875). and ataxia (5.095). Less frequently reported were 
headache, confusion, tremor, vivid dreams, slurred speech. palpitation. 
sumultahon, dry mouth. diaphoresis, and various gastrointestinal com- 
plaints Other side effects included pruritus, transient skn rashes. swelling 
0f feet, joint pains, vengus genitourinary complaints. plurred vision, and 
syncope. Single. nightly dose, controlled triais of variable do sages showed 
a dose-related incidence of these same side effects Transient ard revers- 
ie aberrations of liver funchon tests have been reported, as have been 
sight decreases in Diood pressure and increases i bocy weight 

These findings are characteristic of benzodiazenne drugs 
OVERDOSAGE: As in the management of overdosage with any drug. it 
shouid be borne in vend that multiple agents may have been taken 

Vomiting should be induced ifit has not occurred spontaneously. inme- 
thale gastric lavage is also recommended. General supportive care, in- 
ciuding frequent monitonng of vital signs and close observation of the 
patient, is indicated Hypotension, though unlikely may be controlled with 
Levophedg* (levarterenol bitartrate), or Aramine® (metararminol bitartratej 
DOSAGE AND ADMINISTRATION: Centrax (prazenarn) is administered 
orally in divided doses The usual daily dose is 30 mo. The dose should be 
adjusted gradually within the range of 20 mg to 60 mg daily in accordance 
with the response of the patient. In elderly or debilitated patients d is advie- 
able to imitiate treatment at a divided daily dose of 10 mg to 15 mg (see 
Precautions) 

Centrax may also be administered as a single. daily dose al bedtime 
The recommended starting nightly dose is 20 mq The response of the pa- 
tient to Several days treatment will permit the physician to achust the dose 
upwards or occasionally downwards to maximize antiarxiety effect with a 
mirumum of daytime drowsiness. The optimum dosage will usually range 
from 20 mg to 40 mo 
DRUG IN RACTIÓNS: il Centrax tprazepam):s io be combined with 
other drugs acting on the central nervous system, careful consideration 
should be given to the pharmacology of the agents to be employed The 
achons of the benzodiazepines may be polentiated by barbiturates. nar- 
cotics, phenothiazines, monoamine oxidase inhibitors, or other antidepres- 
sants 

i! Centrax (prazepam) is used to treat anxiety associated with somatic 
disease states, careful attention must be paid lo possible drug interaction 
with concomitant mecication. 








Centrax 10 mg — Each capsule contains 10 mg prazepam Available in Dot- 
Hes of 100 (N DO71-0553-241, and 500 {N 0071-0553-30). Centrax 20 mg — 


tach capsule contains 20 mg prazepam. Avadable in bottles of 100 

(N 0071-0554-24). 

ALSO SUPPLIED AS: Centrax Tablets (prazepam tablets, USP} 10 mg 
sight blue, scored tablets in bottles of 100 (N 0071-0276-24) ard umt dose 
iN 0071-02 76-40). 06552G012 


PARKE-DAVIS 


Division of Warner-Lambert Company | 
Morris Plains, New Jersey 07950 PD-14-JA-O7B4-P. 1 (4-82) 





Libraries everywhere have found the 
easy way to fill photocopy requests 
legally and nstantly, without the need to 
seek permissions, from this and over 
3000 other key publications in business, 
Science, humanities, and social science. 


Participation in the Copyright Clear- 
ance Center (CCC) assures you of legal 
photocopying at the moment of need. 
You can: 


Fill requests for multiple copies, 
interlibrary loan (beyond the CONTU 
guidelines), and reserve desk without 
fear of copyright infringement. 

Supply copies simply and easily from 
registered publications. The CCC's 
flexible reporting system accepts 
photocopying reports and returns an 
itemized invoice. You need not keep any 
records, our computer will do it for you. 


The Copvright Clearance Center is 
your one-stop place for on-the-spot 
clearance tc photocopy for internal use. 
You will never have to decline a 
photocopy request or wonder about 
compliance with the law for any 
publication registered with the CCC. 


For more information, just contact: 


r-z Tn] 





Copyright 
Clearance 
Center 


| 21 Congress Street 
Salem, Massachusetts 01970 
| (617) 744-3350 


| a not-for-profit corporation 
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| AMERICAN JOURNAL OF PSYCHIATRY, 
| PSYCHIATRIC NEWS, and all member- 








ASE NOTIFY US 
5 WEEKS IN ADVANCE 


MEMBERS: This notification will change 


your address (and/or name) for the 


| wide APA mailings. 


SUBSCRIBERS: Please notify each 
| publication separately. 





FORMER ADDRESS: 


PASTE LABEL HERE 


NEW ADDRESS and/or NAME: 


NAME 
DEPARTMENT 
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Emerging s 
from depression 


= [mprovement may be evident as early as 
the first week of therapy! Optimal antidepressant 
effect may not be evident for 2-3 weeks. 


= Rapid relief of anxiety, 
sleep disturbances and somatic 
symptoms occurs as antidepressant 
action begins. 







*The total daily SR of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. 


+The 150-mg capsule strength is. intended for maintenance therapy only and is not 
. recommended for initiation of treatment. 


For a brief summary of Sinequan prescribing information including adverse reactions, 
please see the following page of this advertisement. © 1982, Pfizer Inc. 







“a 
Antidepressant 
effectiveness witha 

single h.s. dose 


“SINEQUAN 


(doxepin HCI) 


150-mg, 1 400-mg, 75-mg, 50-mg, pl -Mg 
and 10-mg CAPSULES and ORAL CONCENTRATE, 
10 mg/ml, 120-ml (4 oz) bottles 
















ROeRIG qz» 


A division of Pfizer Pharmaceuticals 





SINEQUAN «c. uc 


Reference: 1. Barranco SF. Thrash ML, Hackett E, Frey J, et al/Phzer Pharmaceuticals, Pfizer 
Inc, New York. N Y) Early onset of response to doxepin treatment. d Clin Psychiatry 
40:265-269, 1979. 


BRIEF SUMMARY 
SINEQUAN* (doxepin HCI) Ora! Concentrate 
Contraindications. SINEQUAN is contraindicated in individuals who have shown hypersen- 


d to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept in 
mung, 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
diness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Geriatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

Usage in Pregnancy: Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is not known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. . 

MAO inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore. MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact iength of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

with Alcohol: it should be borne in mind that alcchol ingestion may increase the 


Usage 
danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially e 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug. patients should be 


warned of the possibility and cautioned against driving a car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response to 


alcohol may be potentiated. on 
Since suicide is an inherent risk in any depressed patient and may remain so until 

significant improvement has occurred, patients should be closely supervised during the 

early Course of therapy. Prescriptions should be written for the smallest feasible amount. a e 

occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage the job IS 

regimen. 

Adverse Reactions. NOTE: Some of the adverse reactions noted below have not been e 

specifically reported with SINEQUAN use. However, due to the close pharmacological 

EN among the tricyclics, the reactions should be considered when prescribing USIness e 

INEQUAN. 


Should increased symptoms of psychosis or shift to manic symptomatology 
Anticholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have 
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m pico iu. Ve effects including hypotension and tachycardia have been b illions in lost earni ng sea ch 
Allergic: Skin rash, edema, photosensitization, and pruritus have occas:onally occurred. 

Hematologic: Eosinophilia has been reported in a few patients. There have been occa: year. 

vius bob ed eid Mice RUNI died: = agranulocytosis, aaa, Abou t 2095 of your WO rkf orce 
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ment of breasts and gelactorrnos i e female, raising oPlohering of keel Sun EN EE know it. Proper treatment, every 

Omne Dizziness, IOI., weight gain, sweating, Chilis, fatigue, weakness, flushing, jaun- day, Can prevent heart failure, 

Dosage and Administstion: Foros! palos wih hess o ris eerste every a stroke, or kidney disease caused 

decroaoed al appropriate guewals and ancordng (o Indus a Tho total on by high blocd pressure. 

timum dose range is 75 mg/day to 150 mg/day. l 

crease jo 900 igi e A AA DIO DAE High blood pressure can 

keen We mad. ches rr y or emotional symptoms accompanying organic be easily detected and controlled 
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effect may not be evident for two to three weeks. E : á company can start a high blood 

e ont santos pressure control program, write: 


1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 
2, Severe: Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 


and tachycardias. Ms PAR Ms. Judie LaRosa 
iso: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ileus), "Y 
hyperthermia (of d hypertension, dilated pupils, hyperactive reflexes. Worksetting Programs 
B. Management and Treatment 
1. Mild: Observation and supportive therapy is all that is usually necessary. Coordinator 
2. Severe: Medical management of severe SINEQUAN overdosage cons:sts of aggressive National High Blood Pressure 
Supportive therapy. if the patient is conscious, gastric lavage, with appropriate precautions ^ M 
to prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly Education Program 
absorbed. The use of activated charcoal has been recommended, as has been continuous Bethesda. MD 20205 


gastric lavage with saline for 24 hours or more. An adequate airway should be established in 
comatose patients and assisted ventilation used if necessary EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 


rhythmias should be treated with the appropriate antiarrhythmic agent. It has been reported 5 bl od 

that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in High 0 press ure. 
aduits may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- r 

mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be Tre t it d live 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, how- a 1 an * 


ever, barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis 
generaily are not of value in the management of overdosage due to high tissue and protein 
binding of SINEQUAN. E 


More detailed professional information available on request. 


National Fhgh Blood Pressure Education Program. 
ROGRIG > National Heart, Lung. and Blood Institute, 
A division of Pfizer Pharmaceuticals U.S. Department of Health and Human Services 
New York, New York 10017 


A72 





If youre concerned 


about tranquilizer“buzz; 
consider the low lipid 








INDICATIONS — For management otf anuely disorders or 
short-term relief of symptoms of amaety. for symptomatic 
relief of acute alcohol withdrawal for adjunctive therapy in 
partial seizures. 

Anxiety or tension associated with stress of everyday iite 
usually does not require treatment with an amiolytic 
Effectiveness in long-term management of anxiety (over 4 
months! not assessed by systematic clinical studies. The 
physician should periodically reassess usefulness for each 
patient. 


CONTRAINDICATIONS — Known hypersensitivity to the 
drug. Acute narrow angle glaucoma. 


WARNINGS — Not recommended for use in depressive 
neuroses or gsychotic reactions. Caution patient agains! 
hazardous occupations requiring mental alertness. Such as 
operating dangerous machinery including motor vehicies 
Advise against simultaneous use of other ONS depressants. 
and caution patients that effects of alconol may be mcreased. 
Not recommended for patients under 9. Nervousness. 
insomnia. irritability, diarrhea, muscle aches, and memory 
impairment have followed abrupt wihdrawai from iong-term 
high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for severai months Use caution in 


olubility of 


euphoria. 


soluble than diazepam. 


patients having psychological potential tor drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
almost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consult physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
not give to nursing mothers 


PRECAUTIONS — Observe usual precautions in depression 
accompanying anxiety, or in patients with suicidal tendency. 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated. 


ADVERSE REACTIONS — Drowsiness. dizziness. various 
q.i. complaints. nervousness, blurred vision, dry mouth. 
headache, mental confusion, insomnia, transient skin 
rashes. fatigue. ataxia, genitourmary complaints, irritability, 
diplopia, depression, slurred speech. abnormal liver and kid- 
ney function tests. decreased hematocrit, decreased systolic 
blood pressure. 


INTERACTIONS — Potentiation may occur with ethyi alco- 
hol, hypnotics, barbiturates. narcotics. phenothiazines. MAG 
inhibitors, other antidepressants in bioavailability studies 


]ranxenec . 
clorazepate dipotassium 








Expert opinion! holds that the benzodiaze- 
pine “buzz” or “rush” effect is correlated with 
lipid solubility — i.e., a highly lipid soluble 
agent is more likely to produce initial 


Tranxene starts working promptly.?* Yet it is 
not associated with the reports of tranquilizer- 
induced “buzz” inthe medical literature. 


Pharmacokinetic investigators* have demon- 
strated that Tranxene is two-thirds less lipid 





with normal subjects. concurrent adminisirgtion OP ad 
at therapeutic levels did not signilicantiy ixi 
ability of TRANXENE 


OVERDOSAGE — Take general measures as for any ONS 
depressant. 


SUPPLIED — TRANXENE 3 75. 7 5 
scored tablets. TRANXENE-SD Half i 
TRANXENE-SD 22.5 mg single do 


REFERENCES —— 1 Hollister LE P 
Anxiety: The Therapeutic Dilemma, 

2. Tranxene Drug Monograph 37-0185 
et al: Psychopharmacology 66:289-2 
J Med Chem 23 193-201, 1980 










Abbott Pharmaceuticats, inc. 
North Chicago, iL 60064 
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capsules, scored tablets; 11.25, 22.5 mg 
single-dose tablets. For brief summary  . 
please see an adjacent page. 
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Some Things Are Hard 
to Improve Upon. 








\ Jome things are hard to improve upon. Like a 
Stradivarius...and ‘Stelazine’. 


In the 24 years since 'Stelazine' was introduced, 
other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
Stelazine in reducing psychotic target symptoms. 


Dependable, effective ‘Stelazine’ — a classic 
antipsychotic. From SK&F, pioneers in 





trifluoperazine HCI 


d 





Before prescribing, see complete pre- 
scribing information in SK&F Co. litera- 
ture or PDR. The following is a brief 


summary. 


Indications 
Based on a review of this drug by the 
National Academy of Sciences — National 
Research Council and/or other information, 
FDA has classified the indications as follows: 
Effective: For the management of the mani- 
festations of psychotic disorders. 
Possibly effective: To control excessive 


anxiety, tenston and agitation as seen in 
neuroses or associated with somatic 
conditions. 


'Stelazine' has not been shown effective in 
the management of behavioral complica. 
tions in patients with mental retardation. 


Final classification of the less-than effective 
indications requires further investigation. 


Contraindications: Comatose or greatly 
depressed states due to C.N.S. depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 


Warnings: Generally avoid using in patients 


hypersensitive ( e.g., blood dyscrasias, jaundice ) 


to any phenothiazine, Caution patients about 
activities requiring alertness ( e.g., operating 
vehicles or machinery), especially during the 
first few days' therapy. 

Additive effect is possible with other C.N.S. 
depressants, including alcohol. 

Use in pregnancy only when necessary for 
patient's welfare. There is evidence that pheno- 
thiazines are excreted in the breast milk of 
nursing mothers. 

Precautions: Use cautiously in angina. Avoid 
high doses and parenteral administration when 
cardiovascular system is impaired. Andemetic 
effect may mask the signs of overdosage of 
other drugs or obscure diagnosis and treatment 
of certain physical disorders. Prolonged admin- 





psychopharmacology. 


TELAZINE :— 


brand of 


istration of high doses may result in cumulative 
effects with severe C.N.S. or vasomotor symp- 
toms. If retinal changes occur, discontinue drug. 
Agranulocytosis, thrombocytopenia, pancyto- 
penia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 


Patients with a history of long-term therapy with 
‘Stelazine’ and/or other neuroleptics should be 
evaluated periodically for possible adjustment 
or discontinuance of drug therapy. Neuroleptic 
drugs cause elevated prolactin levels that per- 
sist during chronic administration. Since approx- 
imately one-third of human breast cancers are 
prolactin-dependent in vitro, this elevation is 
of potential importance if neuroleptic drug 
administration is contemplated in a patient with 
a previously detected breast cancer. Neither 
clinical nor epidemiologic studies to date, how- 
ever, have shown an association between the 
chronic administration of neuroleptic drugs and 
mammary tumorigenesis. 


Phenothiazines may diminish the effect of oral 
anticoagulants. Phenothiazines can produce 
alpha-adrenergic blockade. Concomitant 
administration of phenothiazines with pro- 
pranolol results in increased plasma levels of 
both drugs. Phenothiazines may lower the con- 
vulsive threshold; dosage adjustments of anti- 
convulsants may be necessary. Patients should 
not receive 'Stelazine' 48 hours before or 24 
hours after myelography with the contrast 
medium metrizamide. 

Adverse Reactions: Drowsiness, dizziness, 
skin reactions, rash, dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, 
anorexia, lactation, blurred vision. Neuro- 
muscular (extrapyramidal) reactions: motor 
restlessness, dystonias, pseudo-parkinsonism, 
persistent tardive dyskinesia. 

Other adverse reactions reported with 
Stelazine (trifluoperazine HCl, SK&F) or 
other phenothiazines: Some adverse effects 
are more frequent or intense in specific dis- 
orders ( e.g., mitral insufficiency or pheo- 
chromocytoma ). 





lassic Antipsychotic 


a—— I —— m 


Grand mal and petit mal convu.sions; dtc x 
cerebrospinal fluid proteins; cerebral eds 1 ı 
prolongation and intensification of the av i 
of C.N.S, depressants, atropine, heat, and 
organophosphorus insecticides; nasalo r ~ 
tion, headache, nausea, constipation, OM ai 
tion, adynamic ileus, priapism, inhibition: « 
ejaculation; reactivation of psychotic pro ¢ as 
catatonic-like states; hypotension (some. 1 t» 
fatal); cardiac arrest; leukopenia, eosinay > ii 
pancytopenia, agranulocytosis, thrombary ` 
penic purpura, hemolytic anemia, aplast: 
anemia, jaundice, biliary stasis; menstru: 
irregularities, galactorrhea, gyn2comasti ' s. 
positive pregnancy tests; photc sensitivipb 
itching, erythema, urticaria, eczema up t 
exfoliative dermatitis. asthma, laryngeale.! a 
angioneurotic edema, anaphylactoid rez t. ors 
peripheral edema; reversed ep nephrine «+t 
hyperpyrexia; mild fever after large LM « oas, 
increased appeute; increased weight, as s % 
lupus erythematosus-like syndrome, pgn. a5 
retinopathy; with prolonged aministrat > 

of substantial doses, skin pigmentation, xp 
thelial keratopathy, and lenticu.arand co :. r 
deposits. EKG changes have been repons tat 
relationship to myocardial damage is e^ c r 
firmed, Discontinue long term, high do > 
therapy gradually. NOTE: Sudden death i 
patients taking phenothiazines (appare: |]. ti: 
to cardiac arrest or asphyxia due to falu. > 1 
cough reflex) has been reported, butro.. sa 
relationship has been establist ed 

Supplied: Tablets, 1 mg., 2 mg, 5 mg a. + 
mg., in bottles of 100; in Single L mit Pack si’ 
100 (intended for institutional use onl. a. .« 
tion, 2 mg/ml: and Concentrate (inti mie. » 
institutional use only), 10 mg. mi 


SI«GF CO. 


a Smithline company 


Manufactured and distributed by 
SK&F Co., Carolina, P.R. 00630 
Stelazine® trademark licensed from 
SmithKline Beckman Corporat on 


© SKS&F Co, 1981 
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New! ALCOHOLISM AND HUMAN SEXUALITY by 
Gary G. Forrest. The clinical relationships between alcohol 
abuse, alcoholism and the human sexual dysfunctions and 
deviations are explored in this comprehensive text. The 
author presents basic sexual counseling and sex therapy 
strategies for treating the various alcohol related and 
facilitated sexual dysfunctions and deviations. Case studies 
illustrate the discussions. 82, about $28.50 


New! THE MORAL JUSTIFICATION OF SUICIDE by 
Jerry Jacohs. Concerned with the conscious, rational, and 
moral nature of suicide, the author combines a sociological 
perspective with a psychological concern. Chapters deal 
with the individual's need for moral justifications; provide a 
phenomenological look at suicide; explain how suicidal 
ideation and manic depression may extend the life of the 
suicidal person; discuss adolescent suicide; and summarize 
these aspects of suicide and how they relate to each other. 
'82, about $12.75 


New! PSYCHIATRIC INTERVENTIONS AND 
MALPRACTICE: A Primer for Liability Prevention by 
Robert I. Simon. By providing basic knowledge of the legal 
principles that govern practice, this primer will reduce the 
psychiatrist’s fear of malpractice and help him to provide op- 
timal care. The text's three segments focus on psychiatric 
hospitalization, psychotherapy, and case reports illustrating 
such psychiatric-legal dilemmas as informed consent, 
physical and emotional entanglements, incompetency, and 
diagnostic errors. '82, $17.50 


New! A HUMAN SCIENCE MODEL FOR PER- 
SONALITY ASSESSMENT WITH PROJECTIVE TECH- 
NIQUES by Richard H. Dana. The author of this text pro- 
vides a framework for teaching, practice, and research with 
projective techniques. He clearly describes the processes of 
administering, scoring, interpreting, and writing reports for 
projective tests and includes detailed information on 
assessor/assessee interaction and on the stimulus properties 
of the Rorschach, TAT, and Bender-Gestalt. 62, $39.75 


THE INTERPRETATION OF PROJECTIVE TEST DATA: 
Theoretical and Practical Guidelines by Edwin E. Wagner 
and Carol F. Wagner. This manual shows how to interpret 
projective test results by employing the authors' structural 
analysis theory of personality. Discussions focus on inter- 
pretation for schizophrenia; the bipolar disorder; personality 
disorders; the neurotic interactions of the conversion 
disorder, multiple personality, and the anxiety reaction; 
organic involvement; and psychosomatic reactions with 
neurotic tendencies. 81, $35.50 


MATCHING PATIENT NEEDS AND TREATMENT 
METHODS IN ALCOHOLISM AND DRUG ABUSE edited 
by Edward Gottheil, A. Thomas McLellan and Keith A. 
Druley. The three sections of this book concentrate on dif- 
ferential diagnosis of alcoholism, matching clients to 
treatments, and effectively pairing patients and appropriate 
psychotherapies; explore social, biological, and psycho- 
logical approaches to therapy; and focus on practical con- 
siderations in matching, on matching sociopathic alcoholics, 
on evaluation of treatment, on policy implications, and on 
research directions. 617, $39.75 


New! CRITICAL ISSUES IN AMERICAN PSYCHIATRY 
AND THE LAW edited by Richard Rosner. Conceived and 
produced for the American Academy of Psychiatry and the 
Law, this book covers a wide range of issues and concerns in 
the field. Twenty-two papers are organized into four sections 
examining legal activism and its impact on psychiatric prac- 
tice and social structures; the expert witness in forensic 
psychiatry; family law, domestic relations, and forensic 
psychiatry; and psychiatric treatment and the law. '82, 
$34.75 


New! PSYCHIATRIC ILLNESS IN PHYSICIANS edited 
by Samuel E. D. Shortt. The editor provides medical 
students and practitioners with the information they need to 
understand psychiatric illness as it relates to themselves, 
their colleagues, and their families. The text includes articles 
on the incidence of psychiatric illness among physicians, 
alcoholism and drug abuse, marital difficulties, suicide, pro- 
fessional stress, treatment, prevention, and identification of 
psychiatric illness among physicians. 82, $34.75 


New! CONSULTATION, EDUCATION AND PRE- 
VENTION IN COMMUNITY MENTAL HEALTH edited by 
David R. Ritter. This definitive volume offers the reader an 
insightful look at the day-to-day operations, pitfalls, and 
potentials of preventive mental health programming. Con- 
tributors discuss the historical synthesis of consultation and 
education, organization and development of services, staff- 
ing and training issues, financing, accountability and eval- 
uation, consultation anc prevention, and prospects for the 
future. 82, about $19.50 


New! PLAY THERAPY: Dynamics of the Process of 
Counseling with Children edited by Garry L. Landreth. The 
contributors to this book discuss, among other topics, how 
play reflects the child's perception of his/her world and the 
significance of play in child development; present major ap- 
proaches to play therapy; recommend play therapy mate- 
rials; outline stages of emotional adjustment in the play 
therapy process; cover assessment of the child's progress; 
and describe how to train parents and teachers to be play 
therapists. 82, about $29.75 


New! . PRACTICAL PROGRAM EVALUATION IN 
YOUTH TREATMENT edited by A. John McSweeney, 
William J. Fremouw and Robert P. Hawkins. A wide variety 
of approaches, models, and instruments for program evalua- 
tion in youth treatment settings are provided in this text. 
Among the highlights of the book are an evaluation of the 
Cambridge-Somerville Youth Study program, a normative- 
descriptive approach to the assessment of youth behavior, 
and an outline of five steps for measuring and improving the 
cost-effectiveness of youth treatment programs. 82, $33.75 


New! PHYSICAL ILLNESS IN THE PSYCHIATRIC PA- 
TIENT edited by Erwin K. Koranyi. An international group 
of esteemed psychiatrists explores morbidity and mortality in 
psychiatric patients, holistic medicine, somatopsychic 
medicine, stress, psychiatric complications of chronic 
physical disease, medical drugs and sexuality, psychiatric 
complications of oral contraceptives, adverse effects of 
psychotherapeutic drugs, and psychiatric disability and 
adaptation in brain-damaged patients. 82, $23.50 
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The NEW Desk Reference to DSM-III contains 


all of the same information as the Quick Reference—the diagnostic criteria, a listing of the most 
important conditions to be considered in the differential diagnosis, and the decision trees—but in 
response to popular demand, new features have been designed into it: 


* It is SPIRALBOUND to lie open and flat 
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fold-out sheet 
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the code number promptly 

e A larger page size permits more convenient 
groupings of the diagnostic criteria. 


Mail Order Form to: 


American 


sychiatric — P9. Box 19343 
| PR ce Washington, D.C. 20036 


Or, for Master Card or VISA orders over $35, call 
1-800-368-5777 (in Washington, D.C. call 797-4996) 


ORDER FORM 

a COPIES Desk Reference to DSM-IH *42-046-7 
iSpiralbound} $15.00. 

(AH orders must be prepaid.) 

Amount of order $.. (Please add shipping/handling 

charge of $1.50) = Total amount of order $ S 

My check (payable to American Psychiatric Press, Inc.) is enclosed. 


ship my book(s) to: 


Name 
Address 


JU Ehren rm rrr rs PT NIAI A ERAN n HAC HAA Mr Pri P Ae Thr m Aga ri PPP HAMLIN Warme rr rmm e P TA NA PPP NEAN PAA E Ne RAT RH TCM HH Arr Hr Nr 


City/State/Zip 





SPP TVA HA Lm eye HH PENIS ENT PHI HI IHE HH Pr m PAP TRE HEARD FAT NC NIA A te i keer att P RAMS Iri d m P hA rane imr ra mtn mde Tute 


COLO 
INC. 


| Nepressants. 
antipsychotics and benzodiazepines. Detection Of tiife levels of 
phencyclidine (PCP). Diagnosis of depression thraigh urinary 
MHPG, Dexamethasone Suppression Testing and TRH FSH testing. 

51-9492. 


Noli n 





psychotic fury 


From crisis through recovery 
without excessive sedation. 


L] Effective, rapid tranquilization 
with NAVANE® (thiothixene HCl) IM. 


L3 @ontinued long-term-improvement 


^ A. 
a J EJ a. 7 ~ ^ T ^ T ^4 
y LA | 4 d . v " P 
iP - " £^ tsa j 'x +. 7 d 
F. ! D aj "AL mU e : » $ ~ 
Y f 1 - 1 : r j e y» 
" ^ ^ > E ; 3 - LEN p p ^ 
j ! a E * | Ir i J < ¥ T ^ 
we a > 
E í " 5 - k M £ 
lu N73 ae uo PA 3 1 
) EUN ise 'E 
! 1 g - 2» um . w = 
J ; «d ; E à 3 , : 
a7 N . > y à i , 
is “WF r 
l $ A ‘ re "N^ Ssa; ` d 
e ; » > E * n >. p 
Â at A ` b 
; i 19 
t He y >> y ^ 
' ` oe 
= ha: s 
Yu ^ 
! -7 E 
- fc 
~~ 
- 
B 
a 


with NAVANE® (thiothixene) 
(thiothixene ACI) Capsules or 
Concentrate. 
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Navane 


(thiothixene) (thiothixene HCI) 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/ml 
Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory col- 
lapse, comatose states, central nervous system depression due to any cause, and blood 
dyscrasias. Navene is contraindicated in individuals who have shown hypersensitivity to the 
drug. it is not known whether there is a cross-sensitivity between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered. 

Warnings: Usage in Pregnancy -- Sate use of Navane during pregnancy has not been estab 
lished. Therefore, this drug should be given to pregnant patients only when, in the judgment of 
the physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus. Animal reproduction studies and clinical experience to date have not demonstrated 
any teratogenic effects. 

In the animal reproduction studies with Navane, there was some decrease in conception rate 
and litter size, and an increase in resorption rate in rats and rabbits, changes which have been 
Similarly reported with other psychotropic agents. After repeated oral administration of Navane 
to rats (5 to 15 mg/kg/day), rabbits (3 to 50 mg/kg/day}. and monkeys (110 3 mgikg/day) befare 
and during gestation, no teratogenic effects were seen. (See Precautions ) 

Usage in Children — The use of Navane in children under 12 years of age snol recommended 
because safety and efficacy in the pediatric age group have not been established 

AS i$ true with many CNS drugs, Navane may impair the mental and/or physical abilities 
required tor the performance of potentially hazardous tasks such as driving 4 car or operating 
machinery, especially during the first few days of therapy Therefore, the patient should be 
cautioned accordingly 

As in the case of other CNS-acting drugs. patients receiving Navane should be cautioned 
about the possible additive eHects (which may include hypotension) with CNS depressants 
and with alcohol 
Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
effect may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

In consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a ^istory of convulsive 
disorders or those in a state of alcohol withdrawal since it may lower the convulsive thresholc 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently. 

Caution as well as carefui adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvuisant drugs 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known or suspected to have glaucoma. or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs 

Use with caution in patients with cardiovascular disease. 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 
tation (tine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia. throrn- 
bocytopenwc purpura). and liver damage (jaundice. biliary stasis) have been reported with 
related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been re- 
ported in patients on Navane 

Neuroleptic drugs elevate prolactin levels: the elevation persists during chronic administra- 
tton. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia. and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted 1o date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumongenesis; the available evidence is considered too limited to be conclusive at 
this time 

intramuscular Administration — As with all intramuscular preparations, Navane Intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper cuter quadrant of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 

The deltoid area should be used only if well developed, such as in certain adults and oider 

children, and then only with caution to avoid radial nerve injury. Intramuscular injections should 
not be made into the lower and mid-thirds of the upper arm. As with all intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessel. 
Adverse Reactions: Note; Not all of the following adverse reactions have been reported with 
Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines, all of the known side effects and toxicity associated with 
phenothiazine therapy should be borne in mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension. lightheadedness. and syncope. In the 
event hypotension occurs, epinephrine should not be used as a pressor agent since & 
paradoxical further lowenng of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible anc 
frequently disappear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance of these changes is not 
known. 

CNS effects: Drowsiness, usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness, 
agitation and insomnia have been noted with Navane {thiothixene}. Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently. 

Hyperretlexia has been reported in infants delivered from mothers having received structur- 
ally related drugs. 

In addition, phenothiazine cerivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity Rapid relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an orat antiparkinson agent. 
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Persistent Tardive Dyskinesia: As with al antipsychotic agents tardive dyskinesia may 
appear in some patients on long term therapy or may occur after drug therapy has been 
discontinued, The risk seems to be creater in elderly patients on high-dose therapy, especially 
females. The symptoms are persistent and in some patients appear to be irreversible. The 
syndrome is characterized by mythmical involuntary movements of the tongue, face, mouth or 
jaw (e g. protrusion of tongue, puffiag of cheeks. puckering of mouth, chewing movements). 
Sometimes these may be accompanied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia: antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear, 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
to a different antipsychotic agent, the syndrome may be masked. 

it has been reported that fine vermicular movements of the tongue may be an early sign ofthe 
syndrome and if the medication is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevatons of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects. As is true with certain other psychotropic drugs. leukopenia and 
leukocytosis. which are usually transient, can occur occasionally with Navane. Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anemia, 
thrombocytopenia and pancytopenia. 

Aliergic reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight shouid be avoided. Although not 
experienced with Navane, exloliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders. Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate a 
reduction in dosage or the discontir uation af therapy. Phenothiazines have been associated 
with false positive pregnancy tesis, gynecomastia, hypoglycemia, hyperglycemia. and 
glycosuria. 

Autonomic effects: Dry mouth, bured vision, nasal congestion. constipation, increased 
sweating, increased salvation, and impotence have occurred infreguently with Navane 
therapy, Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpvrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fafigue. polydipsia and penpheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE. Sudden deaths have occasionally been reported in patients who have received 
certam phenothiazine derivatives. In some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. In others. the cause could not be 
determined nor could it be established that death was due to phenothiaz ne administration 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the condition. In generat, small doses shoulc be used initially and 
gradually increased to the optimal efective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years o^ age is not recommended because safe conditions for its 
use have not been established 

Navane Intramuscular Solution: Nevane For injection — Where more rapid control and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature cf the patient's symptomatology whether acute or chronic, 
fenders oral administration impractical or even impossible 

For treatment of acute symptomatology or in. patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response, Most patients are controlled 
on a total daily dosage of 1610 20 mc. The maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recarn- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concentrate — In milder conditions, an inital dose of 2 mg three 
times daily If indicated, a subsequent increase to 15 mg/day total daily dase is often effective. 

in more severe conditions, an initia! dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. It indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a :otal daily dose of 60 mg rarely increases the beneficial 
response. 

: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may incluce CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia, hypotension, disturbances of gait, or coma. 

Treatment: Essentially is symptomatic and supportive. For Navare oral, early gastric lavage 
is helpful. For Navane oral and Intramuscular, keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phag:a and respiratory difficulty in severe overdosage. If hypotension occurs, the standard 
measures for managing circulatory shock should be used (LV fluids and/or vasoconstrictors ) 

if a vasoconstrictor is needed, leva terenol and phenylephnune are the most suitable drugs. 
Other pressor agents, including epinephrine. are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

it CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or cafieme and sodium benzoate. Stimulants that 
may Cause convulsions (e.g. picrofox n or pentylenetetrazol) should be avoided. Extrapyram:- 
dai symptoms may be treated with an iparkinson drugs. 

There are no data on the use of per toneal or hemodialysis, but they are known to be of litte 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules containing 1 mg, 2 mg. 5 mg, and 
10 mg of thiothixene in bottles of 100, 1.000, and unit-dose pack of 100 (10 x 10's). Navane is also 
available as capsules containing 20 mg of thiothixene in bottles of 100, 500. and unit-dose pack 
of 100 (10 x 10's). 

Navane (thiothixene hydrochloride) Concentrate is available in 120 ml (4 02.) bottles with an 
accompanying dropper calibrated at 2 mg, 3mg. 4 mg. 5 mg. 6mg. 8mg. and 10 mg, and in 30 
mi (1 02.) bottles with an accompanying dropper calibrated at 2 mg. 3 mg. 4 mg, and 5 mag. 
Each ml contains thiothixene hydrochtoride equivalent to 5 mg of thiothixene, Contains alcohol 
U S.P 7.0% viv (small loss unavoidabla). 

Navane (thiothixene hydrochloride) intramuscular solution is available in a 2 ml amber glass 
vial in packages of 10 vials. Each mi contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv, benzyl alcohol 0.9% wv and propyl gallate 0.02% wv, 

Navane (thiothixene hydrochloride) intramuscular For Injection is avaitable in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 ml of Sterile Water for Injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For Injection may be stored for 48 
hours at room temperature before disc arding. 
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For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 Eas: 42nd Street, New York, NY 10017. 


ROeRIG CZ» 


A division of Pfizer Pharmaceuticals 













he Brown Schools offers a continuum of psychi- 

atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 
rate facilities provide programs designed for persons 
with varying degrees of mental illness, emotional 
disturbance, behavior disorders, and development 
disabilities. Special services are available for the 
deaf, for autistic children and adolescents, for pa 
head trauma patients, and for those with muli i 
handicaps. 
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For Information write: Director of Admissions i 
The Brown Schools / P.O. Box 4008 / Austin, Texas 78765 
Toll Call: (512) 478-6662 

Out of State Free: (800) 531-5305 
From Texas Free: (800) 252-5404 


An Equal Opportunity employer. THE | * 
Psychiatrie hospitals accredited BROWN 

by the fomi Commissi 

honin Hopa SCHOOLS 
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The B24 ill...@ new 

| generation of electro- 

convulsive therapy 
instrumentation from 
Medcraft. 


Designed with patient and operator safety in mind, this 
new series of instrumentation meets the rigorous 
requirements for listing by Underwriters Laboratories — UL 
544, Standards for Medical and Dental Equipment. The 
B24 lil provides the physician with the ultimate in precision 
dosage levels. Consistancy of desired output level is 
assured with the following features: 


e Line Voltage Compensation — allows compen- 
sation for fluctuations in incoming line voltages. 

e Pre-programmed Voltage Selection — choice of 
eleven voltage levels from 70 volts to 170 volts. 

@ Automatic Treatment Timing — adjustable from 0.1 
second to 1.0 second with or without Glissando. 

e Current Output Indicators — visual assurance of 
current flow during treatment. 


Exclusive Patient Test Module allows a complete systems 
integrity check of insturmentation prior to treatment. 
Clinical accuracy and dependability are assured by the 
use of 100% solid state circuitry. Double shielded 
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Medcraff. à Division of 
Hitman Medical Systems 


transformer provides an additional margin of treatment 9190 Red Branch Rd. / Columbia. MD 21045 
safety. Write or call for ordering information, specifications 301/730-7800 / Call toll-free 800/638- -2896 
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and prices. Medera is o registered trademark of Hitenoón Com: 
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but better. 


With CENTRAX " (prazepam), 


sirable initial “peak” CNS sensations 
we* Anxiety relief occurs smoo 


generally don't feel anything— except le 


with all CNS-acting agent: 


‘aging in hazardous aeth 
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Centrax® © (prazepam) 

Before prescribing, please see full prescribing intormatian. 

A Briel Summary follows: 

INDICATIONS: Centrax is indicated for the management of anxiety disor 
ders or for the short-term relief of the RA iptoms ol anxiety Anxiety or ten- 
sion associated with the stress of everyday fle usually does not require 
ireatment with an anxiolytic. 

The effectiveness of Centrax in long-term use, that is, more than 4 
manins, has not been assessed by systematic clinical studios: The ohysi- 
cian should periodically reassess the usefulness of the drug for the mdivid- 
aat patient. 

CONTRAINDICATIONS: Centrax ( prazepam) is contramdicated in pa- 
tients with a known hypersensitivity to the drug and in those with acute 
narrow-angie glaucoma 

WARNINGS: Centrax iprazepam) is not recommended in psychotic states 
anaon those psychiatric disorders in which anxiety is not a prominent 
feature 

Patients faking Centrax should be cautioned agains! engaging in haz 
ardous occupations requiring mental aleriness. such as operating dan- 
aerous machinery meuding motor venicies 

Because Contrax ^as a central nervous system depressant effect, pa- 
tients should be advsed against the simultaneous use of other CNS- 
depressant drugs. ieciuding phenotmazines, narcotics, Darbiturates, MAO 
inhibitors, and other antidepressants. The effects of alcohol may also be ine 

creased with prazepam 

Physical and Psychological Dependence. Withdrawal symptoms similar 

5 character to those noted with barbiturates and alcohol nave occurred 
low nng abrupt discontinuance of henzachazepine drugs. These symp- 
toms inciude convulsions, tremor abdominal and muscle cramps. vomiting 
and Sweating. Acidiction- prone individuals, such as drug addicts and aico- 

hohcs, should be under careful surveillance when receiving benzodiaze- 
pines because of the precisposition of such patients to babtuabon and 
dependence 

Withdrawal symptoms have aiso been reported following abrupt discon- 
tinuance of benzodiazepines taken continuously at therapeutic levels for 
several months 
PRECAUTIONS: Usage in Pregnancy and Lactation: An increased nsk of 

congenial mal formations associaled wih the use of minor tranquiizers 
tCchiordiazepoxide, diazepam. and meprobarnaie) dunng the first inmester 
Of pregnancy has been suggested in several studies. Prazeparr. a benzo- 
Guazepine denvatuye nas not been studied adequately to determine 
whether it, t60, may be associated with an increased risk of fetal apnormal- 
iy Because use of these drugs is rarely a matter of urgency, their use dur 
in i) E s penod should almost always be avoided. The possibility that a 

«oman of chidibeanag potential may be pregnant at the time of institution 
o! hera should be considered. Patients should be advised that Pii 
became pregnant during therapy or intend to become pregnant the 
should communicate with ther physicians about the desrata ty of aceon 
preng the drug. Im view of ther molecular size, prazepam and its mats 
ttes are probably excreted in human milk. Therefore. this drug should not 
Pet given to nursing mothers 

in those patients in whom a degree of depression accompanies the anxi- 

ety suicidal tendencies may be present and protective measures may be 
regqured The least amount of drug that is feasible shoud be avadable to 
ihe patient at any one ime i 

Patients iaking Centeax (prazepam) tor pro nee pends should have 
lood counts and hyer funcion tests periodically The usual precautions in 
roau patients wih i nated Yrenalor heoatc functions should aiso be 
Serva Hepatomegal y and cholestasis were observed in chronic taxic- 
ity aiies in rats die: dogs 

ieiderly or debik lated panents, the iritiat dose should be small and in- 

ements should be made gradually in accardance with the response of 
ihe patient, iG ee iad je a agua OF excessive sedahion 

Pediatric Use Safety and eflechveness in patients below the age of 18 
have not been estabished 
ADVERSE REACTIONS: The side effects most Jraquently reported dunng 
double-blind, placebo-controited trials employing a typical 30- mi g divided 
total daily dosage and the percent incidence im the prazepam group were 
fatigue (11.6%), dizziness (8 7%} e 7%}, drOwsiniaess (6 BP), 
iahtheadedness (6 8%) and ataxia (5.095) Less frequently reported were 
headache, confusion, tremor, vivid dreams Po speech, palpitation, 
Stimulation, dry mouth diaphoresis. and vanous gastromtes:inal corm- 
plaints Other side effects inciuded pruntus. transient skin rashes, swelling 
ot feet, joint pains. various genitourinary complaints. blurred vision, and 
syncope Single, mighty dose. controlled trials of vanatve dosages showed 
a dose-related incidence of These same side effects. Transient and revers 

c abernrralions of iver function tests have peen reported as have been 

shabi dec ;reases m mood pressure and increases in Dody weight 

These findings are characteristic of hbenzodiazepine drugs 
OVERDOSAGE: As in the management of overdosage with any drug it 
should be borne in mand that multiple agents may have been taken 
Vorniting should be induced ibit has not occurred spontaneously IAME- 
dale gasing lavage is also recommended General supportive care. ine 
Ciluging frequent montonng of vitai signs and clase observe ation of the 
DONE iS indicated. Hypotension, Though unlikely may be con ied i E 

evophed? tlevarterenol bitartrate), or Aramine* (metaraminol btartrate) 
DOSAGE AND ADMINISTRATION: Centrax tprazepam) is 4 dm APS ed 
orally in divided doses The usual daily dose s 30 mo. The dose should be 
adi sted gradually within the range of 20 mg lo 60 mg daly in accordance 
with [he response of the patient In elderly of  debitated patients iis agys 
able to initiale treatment ata divided daty: dose of 10 mato 15 mg jisee 
Precautions} 
Centrax may also be administered as a single. daly dose at bedhme 
he recommended staring mghtly dose is 20 mg The response of tne pa- 
nent to several days treatment will permit the phys Cian to adjust the dos 38 
upwards or, occasionally, downwards to maximize antianiety effect wih a 
rrurürmium c of daybme drowsiness. The optimum dosage will usually range 
fry om 20: TH 1G io 4c Prey 
ORUG INTERACTIONS: i Cent rax (prazepé miss to be combined with 
;ystem, careful considerabon 
ad Be given! io 5 the phármac ok gy Bi € agents to be employed. The 
nsoithe be liazepines s may be potentiated by barbdurales oar- 
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S, phenothiazines, monoamine oxidase inhibitors, or other anbde pros- 


H Centrax (prazepam) is used to reat anxiety associaied with somatic 
disease states. careful attenhon must be paid fo possible drug interaction 
wih concomitant meditator. 

HOW SUPPLIED: Centrax 5 mg -- Each capsule contains 5 mg prazepam 
^vadabie m battles o? 100 (N 0071-0552-24), and 500 (N 0071-05 52-: 303 
Centrax 10 mge Eacn s caps ie contains 10 mg prazepam Ava abl enm 
ies of 100 {N 0071-0553-24), and 500 (N 0071-0553-30). Centrax 2€ 
Each capsule Contains 20 mg prazepam Available «n bottles of "3 

(iN O071-0554-2 4). 

ALSO SUPPLIED AS: Centas Tablets iprazepam tablets, USP) 10 mg 
HOM Diye. scored tatietsi bottles of 100 CN OD71-O276-2 24) and uri dose 


iN 0071.0276-4Q) . 05526012 


PARKE-DAVIS 


Division of Warner-Lambert Company 
Morris Plains, New Jersey 07950 PD-14-JA-Q784-P-1 (4-82) 
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MAKING 
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Catholic, and 
Jewish relief 
and development 

encies are 
together 
with ds in 90 
countries, Your 
business can hel 
them bring new life 
to a hungry world. 
YOU ARE THE F OF 
OF THE 


Interfaith Hunger Ap al, PO Box 1000 
FDR Stazion, New Bi. NY 10150 


S public-service of Cathotic Relief Services, 
urch World Service, the American Jewish] 
“eine Distribution Committee, lnc, 

this magazine, and the Advertising Council. 
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w Radioreceptor Assay 
PSyC hiatric Research: 








Wellcome Diagnostics is pleased to announce the 
availability of a new radioreceptor assay for assessing 
the in vitro potency of neuroleptic drugs — the 
WELLCOME NEUROLEPTIC ASSAY KIT. 


Intended for research use only, and not for use in 


diagnostic procedures, this in vitro assay measures the 
dopamine receptor blocking activity of neuroleptic drugs 
and their pharmacologically active metabolites. The test 


is based on the competitive binding assay method 

descri bed by Creese and Snyder! Specifically, the test 
drug and H-spiperone (spiroperidol) compete for bind- 
ing to dopamine receptors on calf caudate membranes. 


When the competitive reaction has approached comple- 
tion, receptor-bound neuroleptic drug is separated from 


that remaining unbound by centrifugation. 


a Wellcome Diag 


Wellcome 3030 Cornwallis Rd., Research Triangle Park, N.C. 27708 


To order the WELLCOME NEUROLEPTIC ASSAY KIT. 
call 800-334-9332 (North Carolina, call collect: 919-756- 
3436) or to obtain technical information, please cal! 800- 
334-8570 (in North Carolina, call collect: 919.541.9090 
Ext. 4617). 
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Reference 1. Creese i, Snyder SH: A simple anc sensitive 
radioreceptor assay for antischizophrenic drugs in biood, 
Nature 270: 180, 1977. 
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You re working for the challenge, 


——— € M AMEDEO 


Heart attackor stroke could 
knock you down on your way ur up. 





the satisfaction, the success. The last ME - 


thing you want is a heart attack or 
stroke. Yet, nearly one million 
Americans die of heart disease and 
stroke every year. And 200,000 of 
them die before retirement age. 

The American Heart Association 
is fighting to reduce early death 
and disability from heart disease 
and stroke with research, profes- 
sional and public education, and 
community service programs. 

But more needs to be done. 

You can help us find the answers 
by sending your dollars today to 
your local Heart Association, listed 
| in your telephone directory. 
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Restore sleep. . 





Sleep disturbances are the most c ommo! 
somatic symptoms of depression.’ A: 
Adapin begins its antidepressant action, 
provides rapid, effective relief of slee] 
disturbances. 


Clinical data indicate that Adapin, given once 
daily at bedtime, significantly decreases 
latency to sleep onset, number of awakenmgs 
and amount of wake time during the nig! 
increasing total sleep time and improving 
overall quality of sleep.” 


A good night's rest goes a long way t 
brighten a depressed patient's outlook. Bu 
Adapin goes further. 


Rapid antianxiety/antidepressan 
action 

Anxiety and depressive symptoms may 
demonstrate significant improvement as ear! 
as the first week of therapy,’ with optimal 
response within two to three weeks. 


Convenient dosage 
Once-a-day h.s. dosage enhances patient 
compliance. 


Excellent safety profile 

Side effects are reported infrequently and are 
generally mild; incidence of cardiovascular 
effects (hypotension, tachycardia) 1s 

very low. 


Economical doxepin therapy 
Adapin offers a substantial cost savings ove! 
the other brand of doxepin HCI. 


Please see next | 


summary of prescribing 


Adapin 


doxepin H 
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Brief Summary of Prescribing Information 


Adapin 

(doxepin HCl) Capsules 

Indications Relief of symptoms of anxiety and 
depression. 

Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 


Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies. There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 
Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery. Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 
in mind, 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type reac- 
tions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have aspi- 
rin hypersensitivity. 

Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur. 

Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness, Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25, 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 
For complete prescribing information, please 

see package insert or PDR. 

References 

1, Ayd FJ Jr: Recognizing and treating 
depressed patients. Mod Med 39:80-86, 1971. 

2. Data on file, Medical Department, Pennwalt 

Pharmaceutical Division. 

3. Barranco SF, Thrash ML, Hackett E, et al: 

Early onset of response to doxepin treatment. 
J Clin Psychiatry 40:265-269, 1979.* 
*Sinequan? brand of doxepin HCl was the drug 


used in this study. 
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An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA’s Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association’s patient’s bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
Just complete and mail this form. 
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Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.50 per 
copy for orders of 5 or more). Ali orders of £35 or less must be 
prepaid. 


[1] My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


C] Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 


Name 
Address 


City State “ip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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OFTEN, 

|. WHEN THE PROBLEM 

| BEGINS AT HOME, 

SO DOES THE SOLUTION. 





Sometimes, what a delinquent or predelinquent boy 
really needs is a good home. Like ours. 

St. Francis Boys’ Homes are a valuable resource to add 
to your treatment options ... another way to 
realistically change lives. Here, we provide year 
round, twenty-four-hour supervised treatment for boys 
grades seven through twelve with conduct disorders. 


Five-year follow-up studies of our program show a 
success rate in the upper quartile.* Our program in 
Kansas and New York is based upon the concepts of 
therapeutic community, reality therapy, Christian 
theology and ego and behavioral psychology. We use 
individual, group, family and milieu modalities 
supplemented by occupational, remedial and 
recreational therapies. Our size and staff ratio allow us 
to do all this, and more, on a refreshingly personal 
level. 


——— feted 


Find out how we can help you help him. For 
information and referral, contact: 

Richard W. Burnett, 
MSSW, ACSW, LSCSW 
Clinical Coordinator 

St. Francis Boys’ Homes 
PO. Box 1348 

Salina, Kansas 67401 
Please call collect 913-825-0541. 


* Copies available upon request. 






The Kansas programs are accredited 
as psychiatric facilities for children 
and adolescents by The Joint 
Commission on Accreditation 

of Hospitals. 


ST. FRANCIS BOYS’ HOMES 
(EPISCOPAL) 


An equal opportunity employer. 
Certified by OCHAMPUS 
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FIRST ANNUAL EDITION! 
PSYCHIATRY 1982: 
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THE AMERICAN PSYCHIATRIC 
ASSOCIATION | 
ANNUAL REVIEW, 


Edited by Lester Grinspoon, M.D. 
This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. it sets 
forth the latest thinking, debate, and research in 
five key areas: 


I. The Psychiatric Aspects of Sexuality 

Virginia A. Sadock, M.D., Preceptor 

ll. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor | 

HI. Depression in Childhood and Adolescence | 

Henry H. Work, M.D., Preceptor | 

IV. Law and Psychiatry | 

Alan A. Stone, M.D., Preceptor | 

V. Borderline and Narcissistic Personality | 
Disorders 


Otto F. Kernberg, M.D., Prec 
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Available from 


American | 
sychiatric — —— 


















Press, Inc. 
Department 75 
P.O. Box 19343 
Washington, D.C. 20036 
a Copies Psychiatry 1982: The Amerwan Psyciiat? 
Annual Review, Publication #POU0-4, 32 
(Non-prepaid orders will be invoiced with shipping handing 
charges added.) 
Name 
Address 
City/State/Zip 
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OXITANE sicciatenvorocntorioe 
PROVED EFFECTIVE IN 
PREVIOUSLY REFRACTORY PATIENTS 





WHY NC ART WITH IOXITA NF FOR 


ALLYOUR PATIENTS? 


Proof:67%“very good” Only 7% side effects 

to “fairly good” response dropoutin two-year study” 

in treatment-resistant Of 34 chronic schizophrenic 

pati ents’ patients studied, only two were 
taken off LOXITANE® Loxapine 


in a study group of 27 severely ill Succinate due to drug-related 
Chronic schizophrenic patients side effects.’ 


refractory to previous neuroleptic Rani 
" 7 apid symptom response 
therapy, 18 showed “very good in hours `. antipsychotic 


to “fairly good" response to | 

LOXITANE® IM Loxapine Hydro- action was seen. ..as early as f 

chloride. Results were judged 4 to 8 hours in [some] studies... 

“fair” in8 other cases. Therapy was — Ih a study of acute schizophrenic 
. continued with oral LOXITANE at Patients, hose completing The 


~ thesamedosagewithnoloss _ Midi... were nearly 
of efficacy. asymptomatic 


at Week 3.’ 
Loxitane 


LOXAPINE 
SUCCINATE / 
HYDROCHLORIDE 





© 1982. Lederie Laboratories 
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LOXAPINE S 
SUCCINATE 





Capsules: 5 mg, 10 mg, 
25mg, 50mg 


Brief Summary 

LOXITANE* Loxapine Succinate Capsules 

LOXITANE* C Loxapine Hydrochloride Orai Concentrate 
LOXITANE* IM Loxapine Hydrochloride 

INDICATIONS: Manifestations of schizophren:a. 
CONTRAINDICATIONS: Comatose or severe drug-induced depressed 
states (alcohol, barbiturates, narcotics, etc.); hypersensitivity to the 
drug. 

WARNINGS: Safe use during pregnancy, lactation or in women of child- 
bearing potential has not been established; weigh potential benefits 
against possible hazards. Not recommended for use in children under 
16. May impair menta! and/or physical abilities especially during early 
therapy; warn ambulatory patients about activities requiring alertness, 
about concomitant use of aicohol and other CNS depressants. Not rec- 
ommended for management of behavioral complications in mentally 
retarded patients. 

PRECAUTIONS: Use with extreme caution in patients w:th a history of 
convulsive disorders; seizures have been reported in epileptic patients 
receiving antipsychotic dose levels or even maintenance therapy. Use 
with caution in patients with cardiovascular disease or in those with 
glaucoma or a tendency to urinary retention particularly when on con- 
comitant anticholinergic medication. Loxapine has an antiemetic effect 
in animals which might occur in man masking signs of overdosage of 
toxic drugs and obscuring intestinal obstruction or brain tumor. Since 
possible ocular toxicity cannot be excluded, observe carefully for 
pigmentary retinopathy and lenticular pigmentation. Slightly higher 
incidence of extrapyramidal effects possible following IM administration. 


Neuroieptic drugs elevate prolactin levels; elevation persists during 
chronic administration. Tissue culture experiments indicate that approxi- 
mately one-third of human breast cancers are prolactin dependent in 
vitro, a factor of potential importance if prescription of these drugs is 
contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinical significance 

of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neopiasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date have shown an association 
Detween chronic administration of these drugs and mammary tumori- 
genesis; the available evidence is considered ‘oo limited to be 
conciusive at this time. 


ADVERSE REACTIONS: CNS effects, other than extrapyramidal, infre- 
quent. Mild drowsiness may occur at beginning of therapy or upon 
dosage increase, usually subsides with continued therapy. Sedation, 
dizziness, faintness, staggering gait, muscie twitching. weakness and 
confusional states have been reported. Extrapyramidal reactions often 
occur early in treatment, marifested by Parkinson-like symptoms 
(tremor, rigidity, excessive sélivation, masked facies. akathisia); control- 
lable by dosage reduction or by antiparkinson drugs at usual dosages. 
Dystonic and dyskinetic reactions, while less frequentiy occurring, may 
be more severe, requiring dosage reduction or temporary withdrawal 
plus appropriate counteractive drugs. Persistent Tarcive Dyskinesia may 
appear during prolonged therapy or following disconiinuance, the risk 
greater in the elderly, especially females, on high dosage. Symptoms, 
persistent and in some patients apparently irreversib'e, are charac- 
terized by rhythmical involuntary movement of the tongue, face, mouth 
and jaw sometimes accompanied by involuntary movement of extremi- 
ties. Since there is no known effective treatment, discontinue all 
antipsychotic drugs if symptoms appear. Reinstitution of treatment, 
increased dosage or switching to another agent may mask syndrome. 
The syndrome may not develop if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular Effects: 
Tachycardia, hypotension, hypertension, tightheadedness and syncope. 
ECG changes, not known to De related to loxapine use, have been 
reported. Skin: Dermatitis, edema of face, pruritus, seborrhea. Possible 
photosensitivity and/or phototoxicity; skin rashes of unknown etiology 
seen in a few patients during hot summer months. Anticholinergic: Dry 
mouth, nasal congestion, constipation, blurred vision (more likely to 
occur with concomitant use of antiparkinson agents). Gastrointestinal: 
Nausea and vomiting have been reported in some patients. Hepato- 
cellular injury (i.e. SGOT/SGPT elevation) has been reported in associ- 
ation with loxapine administration. Other: Weight gain or loss. dyspnea, 
ptosis, hyperpyrexia, flushec facies, headache, paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity of unknown etiology. 


References: 1. Deniker P, Loo H, Cottereau MJ: Parenteral loxapine in 
severely disturbed schizophrenic patients. J Clin Psych 41:23-26, 1980. 

2. Simpson GM, Branchey MF, Lee JH. et al: A two year trial of loxapine suc- 
cinate in chronic psychotic patients. Dis Nervous System 37 305-307, 1976. 
3. DePaulo JR, Jr, Ayd FJ, Jr: Loxapine: Fifteen years of clinical experience. 
Psychosomatics, in press. 4, Sharma T: Rapid responseto loxapine in 
acute schizophrenia. Curr Ther Res 25:366-370, 1979. 
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THE NEW LIGHT [ Unlike tricyclics, tetracyclics or MAO inhibitors 
O As effective as imipramine and amitriptylin 
IN EFFECTIVE O Incidence of anticholinergic side effe: 


, M N i A N [ comparable to placebo3 
a O A simple dosage adaptable to patients nee 
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HELPS AVOID MANY SIDE EFFECTS 
THAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY ~ 


AS EFFECTIVE AS IMIPRAMINE AND AMITRIPTYLINE! 2 


Clinical studies have shown new Desyrel” (Trazodone HCI) to be comparable in thera- 
peutic effect to two standards of antidepressant therapy, imipramine and amitriptyline. 
Significant, symptomatic improvement was often noted by de end of the first week of 
therapy and full therapeutic effect manifested itself by the end of the first two weeks in 
the majority of patients. 


ANTICHOLINERGIC SIDE EFFECTS 
COMPARABLE TO PLACEBO 


The clinical incidence of anticholinergic side effects was not significantly different from 
that observed during placebo treatment of the same patient population? 





ANTICHOLINERGIC SIDE EFFECTS IN 237 PATIENTS* 


(Percent of Patients) 





o MS [2200006 n= 142 
20 Yo ENNENNEN Placebo n- 95 
1596 
o 896 
Oo o 
DRY MOUTH BLURRED VISION 
896 
4% 
| — aie 
ANTICHOLINERGIC SIDE EFFECTS BOWEL MOVEMENT DELAYEC URINE 
(COMPOSITE) DISTURBANCE FLOW 


"Adapted from Gershon S and Newton RE: Lack of anticholinergic side effects with a new antidepressant-trazodone. 
J Clin Psychiatry 41:100-104, March 1980. 


EKG CHANGES ARE RARE if 


Although EKG changes are rare in patients free of cardiac disease, patients 
with cardiac disease should be closely monitored especially for possible 


cardiac arrhythmias. 
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FLEXIBLE DOSAGE FOR EASY 
TITRATION, SIMPLE DOSAGE 
FOR PATIENT COMPLIANCE 


[] Recommended initial dose: 150 mg/day in divided doses after meals or light snacks 
[1 50 mg/day additionally every three to four days until optimal effect is obtained 





O Maximum outpatient dosage: 400 mg/day 
O Maximum inpatient dosage: 600 mg/day 


£O Major portion of daily dose may be taken at bedtime if drowsiness becomes 
pronounced 





Mead [irem PHARMACEUTICAL DIVISION 
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Please see last page for prescribing information. 
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TO HELP AVOID MANY SIDE EFFECTS 
IHAT CAN OFTEN OVERSHADOW 
ANTIDEPRESSANT THERAPY... 


DESYREL* 
(Trazodone HCI) 


DESCRIPTION 

DESYREL* (Trazodone Hydrochloride) is an antidepressant Sergi un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. It is a 
triazolopyridine derivative designated as 2-[3-[4- (5-chlorophenyl)-I-piperaz- 
inyl]propyl]-1,2.4-triazolo[4,3-slpyridin.342H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is CisH22CINsO*HCl and 
the structural formula is represented as follows: 
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INDICATIONS AND USAGE 
DESYREI* (Trazodone Hydrochloride) is indicated for the treatment of de- 
pression. The efficacy of DESYREL has been demonstrated in both inpatient 
and outpatient settings and for depressed patients with and without promi- 
nent anxiety. The depressive illness of patients studied corresponds to the 
Major Depressive Episode criteria of the American Psychiatric Association's 
Diagnostic and Statistical Manual, HI. 
CONTRAINDICATIONS 
DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 
Recent clinical studies in pres with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in two 
Vac short episodes (5-4 beats) of ventricular tachycardia. There have also 
en several post-marketing reports of arrhythmias in DESYREL-treated 
patients who had preexisting cardiac disease, Until the results of prospective 
studies are available, patients with preexisting cardiac disease should be 
closely monitored particularly for cardiac arrhythmias. DESYREL is not recom- 
mended for use during the initial recovery phase of myocardial infarction. 
PRECAUTIONS 
General: The possibility of suicide in seriously depressed patients is inherent 
in the illness and may persist until seas remission occurs. Therefore, 
prescriptions should be written for the smallest number of tablets consistent 
with good patient management. 
Information for Patients: Alert patients that (a) their mental or physical ability 
to perform potentially hazardous tasks, such as operating machinery or driv- 
ing, may be impaired; (b) the response to CNS depressants such as alcohol or 
barbiturates may be enhanced; and (c) DESYREL should be taken shortly after 
a meal or bee snack. Laboratory Tests: WBC and differential counts are 
recommended for patients who develop fever, sore throat or other signs of 
infection. Discontinue DESYREL if WBC. or absolute neutrophil count falls 
below normal. Drug Interactions: Because DESYREL can cause hypotension, 
concomitant administration of antihypertensive therapy with DESYREL may 
require a reduction in the dose of the antihypertensive oe Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated cautious y with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discontin- 
ued shortly batons or is to be given concomitantly with DESYREL. Therapeutic 
Interactions: Concurrent administration with electroshock therapy should be 


* HCI 
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avoided because of the absence of experience in this area. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No anig. or dose-related occurrence of 
Shades curi was evident in rats receiving DESYREL in daily oral doses up to 
300 mg/kg for 18 months. Pregnancy: Since there are no adequate and well- 
controlled studies in pregnant women, DESYREL should be used during preg- 
nancy only if the potential benefit justifies the potential risk to the fetus. 
Nursing Mothers: Since DESYREL and/or its metabolites have been found in 
the milk of lactating rats, caution should be exercised when DESYREL is 
administered to a nursing woman. Pediatric Use: Safety and effectiveness in 
children below the age of 18 have not been established. 
ADVERSE REACTIONS 
Side-effects reported by more than 1% of the patients during clinical trials are _, 
the following: Autonomic-blurred vision, constipation, dry mouth; Cardiovas- 
cular-hypertension, hypotension, shortness of breath, syncope, tachycardia/ 
palpitations; CNS -anger/hostility, confusion, decreased concentration, dis- 
orientation, dizziness/ligh:-headedness, drowsiness, excitement, fatigue, 
headache, insomnia, impaired memory, nervousness; Gastrointestinal - 
abdominal/gastric distress, bad taste in mouth, diarrhea, nausea/vomiting; 
Musculoskeletal - musculoskeletal aches/pains; Neurological - incoordi- 
nation, paresthesia, tremors; Sexual Function-decreased libido; Skin-allergic 
condition/edema; and Other - decreased appetite, eyes red/tired/itching, 
head full-heavy, malaise, rasal/sinus congestion, nightmares/vivid dreams, 
sweating/clamminess, tinnitus, weight gain, weight loss. Side-effects reported 
by less than 1% ofthe study patients are the following: akathisia, allergic reaction 
anemia, chest pain, delayed urine flow, early menses, flatulence, hallucina- 
tions/delusions, hematuria, hypersalivation, hypomania, impaired speech, 
impotence, increased appetite, increased libido, increased urinary frequency, 
missed periods, muscle twitches, numbness, and retrograde ejaculation. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, noting - 
the clinical response and any evidence of intolerance. Occurrence of drowsi- 
ness may require the administration of a major portion of the daily dose at 
bedtime or a reduction of dosage. DESYREL should be taken shortly after a 
meal or light snack. 
Usual Adult Dosage: An in tial dose of 150 mg/day in divided doses is sug: 
gested. The dose may be increased by 50 mg/day every three to four days. The 
maximum dose for outpatients usually should not exceed he Spe in 
divided doses. Inpatients may be given up to but notin excess of mg/day 
in divided doses. 
Maintenance: Dosage during prolonged maintenance therapy should be 
Kept at the lowest effective level. Once an adequate response has been 
achieved, dosage may be gradually reduced, with subsequent adjustment 
depending on therapeutic response. 
HOW SUPPLIED 
50 mg and 100 mg scored tablets 
CAUTION: Federal law prohibits dispensing without prescription. 
REFERENCE ; 
1. Williams JBW, Ed: Diagnostic and statistical manual of mental disorders-1ll, 
American Psychiatric Association, May 1980. 
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The Debate of the 1980's: 


Is Psychotherapy Effective? 


This provocative 280-page report 
examines the issues. 
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Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCI/Roche) was effec- 
live in both inpatients and outpatients.'° Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 
alcohol during therapy. 
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Studied in 737 neuropsychiatric 
patients 

Clinical data on Dalmane (flurazepam HCl/Roche) extend 
to 737 insomniac patients with concomitant neurologic or psy- 
chiatric disorders who had difficulties in initiating and maintain- 
ing sleep.* Thus, when specific hypnotic therapy is indicated 
after a careful medical and psychiatric work-up, Dalmane is a 
well-documented choice. More than 200 studies involving 
nearly 10,000 patients attest to the efficacy and relative safety 
of Dalmane in insomnia.° No other hypnotic has this kind of 
thorough documentation. And none has been shown to be more 
effective. Dalmane is contraindicated in pregnancy and in pa- 
tients with known hypersensitivity to the drug. 














Percent improvement in sleep latency from pretherapy baselines 











56%' 


Baseline 


*p<0.05 
tp<0.01 
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DALMANE Temazepam Triazolam Secobarbital Methaqualone  Chloral Hydrate 
(flurazepam HCl/Roche) (experimental hypnotic) 400 mg 
1-3 12-14 l-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 L3 12-14 
nights nights nights nights nights nights nights 


Dalmane (furazepam HCV/Roche) Seldom causes 
morning hangover and avoids rebound 
insomnia 

Of all available hypnotics, only Dalmane has objective 
sleep laboratory evidence proving that insomniacs fall asleep 
significantly sooner (p<0.05), stay asleep significantly longer 
(p<0.01) and awaken less often (p«:0.05) on the firs 
three nights of therapy and after two consecutive weeks of treat- 
ment.5^ Dalmane maintained its ability to reduce sleep latency 
and decrease total wake time for 28 consecutive nights.” Since 
insomnia is usually transient, prolonged use of hypnotics is usu- 
ally not indicated. 

A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related.* And there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued." 

Continued nightlong efficacy 
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Fora restful night 
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flurazepam HCI/ Roche 


15-mg/30-mg capsules 


stands apart 


Please see next page for references and summary of product information. 
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Dalmane' flurazepam HCV/Roche) (V. 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in falling asleep, frequent nocturnal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits; in acute 
of chronic medical situations requiring restul sleep. Objec- 
tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is ofen transient and intermittent, prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: Known hypersensitivity to flurazepam 
HCl; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior fo instituting therapy. 

Warnings: Caution patients about possible combined 
ellects with alcohol and other CNS depressants. An addi- 
live effec may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
lor several days following discontinuation, Caution against 
hazardous occupations requiring complete mental alertness 
(e.g... operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported an recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
lor a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: in elderly and debilitated patients, if is rec- 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation, dizziness, confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness. lightheaded- 
ness, staggering. ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation. 
lethargy, disorientation and coma, probably indicative of 
drug intolerance or overdosage. have been reported. Also 
reported: headache. heartburn. upset stomach, nausea, 
vomiting, diarrhea, constipation, Gl pain, nervousness, 
lalkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains. body and joint pains and G. com- 
plaints. There have also been rare occurrences of leuko- 
penia, granulocvtopenia, sweating, flushes, difficulty iri 
focusing, blurred vision. burning eyes, faintness. hypoten- 
sion, shortness of breath, pruritus. skin rash, dry mouth, 
bitter laste, excessive salivation, anorexia. euphoria, 
depression. slurred speech, contusion. restlessness. halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase; and paradoxical reactions, 
e.g., excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum benelicial effect. 
Adults: 30 mg usual dosage: 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCI. 


Roche Products Inc. 
^. Manati, Puerto Rico 00701 


IMPORTANT UPDATE 


The second edition of 


A MANUAL OF 
PSYCHIATRIC PEER REVIEW 


This publication upholds APA’s position 
that the psychiatric profession itself can 
best oversee standards for mental health 
care. 


The manual outlines the appointment and 
function of the Peer Review Committee, 
model screening criteria, and special prob- 
lems related to peer review: psychiatric, 
psychoanalytic, and peer review as it re- 
lates to child psychiatry. 


Changes in the second edition include an 
update of diagnostic criteria, using DSM-III 
categories; guidelines for the use of elec- 
troconvulsive therapy; psychopharmaco- 
logic screening; long-term inpatient treat- 
ment; and inpatient treatment of adoles- 
cents. 
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ORDER YOUR COPY NOW 


Please send me... copy(s) of A MANUAL 
OF PSYCHIATRIC PEER REVIEW, 2nd Edi- 
tion, spiralbound. Publication #P116-1. 
$11.00 each. 


check or money order enclosed. Al! or- 
ders totalling $35 or less MUST be pre- 
paid. 








bill me (orders over $35 only). All in- 
voices will include shipping and han- 
dling charges. 


NAME 





ADDRESS 





CITY STATE — ... ZIP 








Send this coupon to: American Psychiatric 
Press, Inc., P.O. Box 19343, Washington, D.C. 
20036. 


Clo-e your 
Now have someo 
read this ~~ sgl 


You are blind. A student. Facing four years of college. 
With about thirty-two textbooks to read. Plus fifty supplemental texts. 
iow are you going to t 
With Recording for the Blind. Since 1951, we ve helpec over 53.000 biin 
perceptually and physically handicappec students get through school. 
By sending them recordings of the books they need to read. Free. 
Recording for the Blind is non-profit, and supported by volunteers anc 
contributions from people like you who can imagine what its like to be blind. 
Your tax-deductible donation will help our students meet their 
educational goals. Wed all be grateful. 
If vou wantto know more about us, write: 









AE 
Recording for the Blind, inc., 
an educational lifeline. 
Station E, 215 East 58th Street, New York, New York 10022. 
(2121751-0860. 
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Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety, 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely, self-blame, and difficulty making 
decisions* 


X^NAX RELIEVES CLI ICAL ANXIETY 
WITH DEPRESSIVE SYMPTOMS. 


XANAX. the first triazolobenzodiazepine., is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety 
XANAX Tablets have been found to be significantly 
more effective (p<0.001) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety" 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


Bi Intermediate half-life of 
12 to 15 hours 

E Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies" 

ll No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremor? 

ll No reports of symptomatic postural 
hypotension or cardiovascular toxicity 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week l6t 

E Simple dosage—0.25 to 0.5 mg tid. 











*Cohn JB: | Clin Psychiatry 42(9):347-351. 1981 
tData on file. The Upjohn Company 


Xanax 


U5 mag 
Tablets 


alprazolam € 








Upjohn Ihe Uy hn C mpany Please see next page [or brief summary 
Kalamazoo. Michigan 49001 prescribing information. ©1982 [he Ur 


XANAX? Tablets € 
(alprazolam) 


CONTRAINDICATIONS 
Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 


WARNINGS 

Not of value in psychotic patients. Caution patients against hazardous 

occupations requiring complete mental alertness and about the simul- 

taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 

patients of the potential hazard to the fetus. Avoid during the first 

trimester 


PRECAUTIONS 

General: If XANAX is combined with other psychotropics or anti- 
convulsant drugs, consider drug potentiation. Exercise the usual precau- 
tions regarding size of the prescription for depressed or suicidal patients. 
In elderly and debilitated patients, use the lowest possible dosage. 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function. 


Information for Patients: Alert patients about: (a) consumption of alcohol 
and drugs, (b) possible fetal abnormalities. (c) operating machinery or 
driving (d) not increasing dose of the drug due to risk of dependence, 
(e) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug Interactions; Additive CNS depressant 
effects with other psychotropics, anticonvulsants. antihistamines, ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 
consistent pattem for a specific drug or specific test. Carcinogenesis. 
Mutagenesis, impairment of Fertility. No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Warnings. Nonteratogenic Effects: The child 
born of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity. Labor and Delivery. No estab- 
lished use. Nursing Mothers; Benzodiazepines are excreted in human milk. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 
ness in children below the age of 18 have not been established. 


ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient. the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX, e.g. drowsiness or lightheadedness. 

Central Nervous System: Drowsiness, lightheadedness, depression. 
headache. confusion, insomnia, nervousness, syncope, dizziness, 
akathisia, and tiredness/sleepiness. 

Gastrointestinal: Dry mouth, constipation, diarrhea, nausea/vomiting, and 
increased salivation. 

Cardiovascular. Tachycardia/palpitations, and hypotension. 

Sensory: Blurred vision. 

Musculoskeletal: Rigidity and tremor 

Cutaneous: Dermatitis/allergy. 

Other Side Effects: Nasal congestion, weight gain, and weight loss. 

In addition, the following adverse events have been reported with the 
use of anxiolytic benzodiazepines: dystonia, irritability concentration 
difficulties, anorexia, loss of coordination. fatigue, sedation, slurred 
speech, jaundice. musculoskeletal weakness, pruritus. diplopia, dysarthria, 
changes in libido. menstrual irregularities, incontinence and urinary 
retention. 

Paradoxical reactions such as stimulation. agitation, increased muscle 
spasticity, sleep disturbances, and hallucinations may occur Should 
these occur discontinue the drug. 

During prolonged treatment. periodic blood counts, urinalysis. and 
blood chemistry analyses are advisable. Minor EEG changes, of unknown 
significance, have been observed. 


DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence: Withdrawal symptoms have occurred 
following abrupt discontinuance of benzodiazepines. After prolonged 
therapy dosage should be tapered. Controlled Substance Class: XANAX is 

a controlled substance and has been assigned to schedule IV. 


CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 


PRESCRIPTION. BS- | 
: THE UPJOHN COMPANY 
M 2 Diddi Kalamazoo, Michigan 49001 USA 
J-9946 September 1982 





The 


Young Adult 


Chronic Patient 
Collected Articles 
From H&CP 
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An important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 


Order your copy now! 
Just complete and mail this form. 


Please send me __ copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@CP at $5 per copy ($3.50 per copy for 
orders of 5 or more). All orders of $35 or less must be prepaid 


LJ] My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 


O Please bill me. (For orders over $35 only. AH orders of $35 or 
less must be prepaid.) 


Name 
Address 


City State Zip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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A unique instructional program for psychiat- 
ric educators. The vignettes are useful in 
residency training, grand rounds, and con- 
tinuing medical education. This learning pro- 
gram is designed to stimulate discussion by 
portraying stereotypic attitudes regarding 
treating the chronically mentally ill. The goal 
of the videotape is to foster attitude change 
and improved patient care for the chronically 
mentally disabled. 


CHANGING ATTITUDES TOWARD THE 





Changing Attitudes 
Toward the 
Chronically Mentally I!!! 


Participating Faculty 


Producer Consultant 
Hugh James Lurie, M.D Carolyn B. Robinowit. 
Clinical Professor of Training Project Direct 


Psychiatry and Behavioral EDPE Project 
Sciences Deputy Medica! Director 
University of Washington Director, Office of Educa 
Seattle American Psychiatri 
Association 


Production & Editorial 
Consultants 

Barbara L. Lipkin, MA 
Jayne Kasarda, MA.T 


CHRONICALLY MENTALLY ILL is a videotaped EDPE Staff 
learning program consisting of 12 vignettes and ae LOCUS 
ssociation 


a Discussion Leader's Guide. The learning pro- 
gram will help viewers to: 


e Identify feelings and values 


e Stimulate discussion regarding the chronically 


mentally ill CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL: VIDEOTAPED 
VIGNETTES FOR DISCUSSION consists of 
12 brief vignettes which succinctly focus on 
the feelings of frustration and pessimism often 
found in the care of the chronically mentally 
disabled. The purpose of this learning program is 
to provide structured opportunities for trainees 
and teachers of psychiatry to discuss attitudes 
assumptions and frustrations experienced in 
treating the chronically mentally ill. The objective 
is to help viewers identify their assumptions 
about this population, and surface negative atti 
tudes that interfere with good patient care as 
the first step to developing more constructive 
approaches. 


e Develop problem-solving solutions 


The Discussion Leaders Guide offers sugges- 
tions for using the vignettes in small group 
discussions, and in addition, includes a descrip- 
tion of the individual! vignettes. 


Instructional Strategies Include: 


e Establishing learning objectives 
e Role-playing 
e Problem-solving approaches 


e Group exercises 
Educators will find this program useful as a too! 


The Bibliography includes excellent background to help identify and modify attitudes toward the 


references. chronically mentally ill held by trainees and staff 
ORDER FORM 
Please send me ______ copies of CHANGING ATTITUDES TOWARD THE CHRONICALLY MENTALLY ILL at $100 per 


packet. Publication #P102-V 


ENCLOSED IS THE TOTAL PAYMENT OF $ — |.  . 
(Non-prepaid orders will be invoiced with shipping/handling charges included. ) 


Please be sure to indicate video-cassette format: 


U-Matic Playback 
______ VHS Playback 


If you do not know the type of playback equipment, please state name of manufacturer and model number 


NAME 
ADDRESS 
CITY/STATE/ZIP |. .. 


MAIL TO: Publication Sales, American Psychiatric Association, 1400 K Street, N.W., Washington, D.C. 20005 
Prices effective May 1, 1981 and subject to change without notice. 


Betamax Playback ! Betamax Playback II 

















Th ^ young chronic patient: 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 15 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


2 Minimal sedation may improve compliance 
The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarelv causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 
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(haloperioo ) 
tablets/concentrate/iniection 


* Marked sedation is rare; some instances of drowsiness have been reported. 


Please see following page for brief summary of prescribing information, 
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The only neuroleptic many psychotic 
patients may ever need 





e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


$ 
4 


Prony e Safe and effective at the 


HALDOIL?* concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 







HALDOL® (haloperidol) 
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sterile injection 4- Pre-filled Syringe 
for rapid control (often within hours) ' Kk 


in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease. 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with naloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
Is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
Cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 





HALDOU : 


widest possible dosage range* 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings. 
precautions and adverse reactions. 









HALOPERIDOL 
CONCENTRATE 
HALDOL® tablets 
(haloperidol) 


in 6 different strengths, for 
convenience in individualizing 
dosage. 





| HALDOL 4 


TABLETS 








A 


/; mg Img 2 mg 5 mg 10mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia’’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until turther evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
IS no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication 
Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in chilcren have not been conducted 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7):463-469, 1981.2 Darling HF: Haloperido! in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-caretreatment evaluation in psychiatric outpatients with schizophrenia, Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980 
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Task Force Report 14, ELECTROCONVULSIVE THERAPY, provides a 
rational perspective on a subject surrounded by controversy. It opens 
with the results of a survey of APA members regarding the use of ECT. 
The efficacy of ECT for affective disorders, schizophrenia, and lor 
other mental illnesses is discussed, as are the adverse effects of ECT. 
Chapters on methods of administration and the physiological action 
of ECT follow. The report then examines the social, ethical, and 
legal aspects of ECT as well as the training and education which 
it requires. Possible future research in this area is also dis- 
cussed. A vital concluding section presents the Task Force's 
recommendations regarding the use of ECT. This report is 
essential reading for all psychiatrists concerned abou! 
electroconvulsive therapy. (1978) 




























Task Force Report 18, 
TARDIVE DYSKINESIA, a stucy 
done by an APA Task Force of wel- 
known psycho-pharmacologisis, is a well 
documented and in-depth review oi 
what is presently known about the 
most pervasive side effect of cur- 
rently available antipsychotic 
drugs—tardive dyskinesia. The 
Task Force, after comprehen- 
sively reviewing available 
data, concluded that “the 
currently available anti- 
psychotic agents virtually 
all carry some risk of 
inducing early or late neuro- 
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Task Force Report 19, 

BIOFEEDBACK. reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
cation of biofeedback techniques 
in psychiatry, and a chapter on the 


nature of alpha feedback training. This p logical toxic effects," although most 
report should be read by everyone who is c x: "can be managed with antiparkinsonian 
interested in biofeedback therapy. (1981) agents or by thoughtful and conservative use 


of the available neuroleptics...“ (1980) 
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Please send me... copies TFR 14, ELECTROCONVULOIVE 
THERAPY, Publication 214-1, $10.90 


—— copies TFR 18, TARDIVE DYSEINESIA, 
Publication #218-4, $11.00 


.—. copies TFR 19, BIOFEEDBACK, 
Publication #219-2, $11.00 


| Enclosed is a total payment of $ T 
| (All domestic orders amounting to $35.00 or less must be accompanied 
i by payment. Non-prepaid orders (over $35.00) will be invoiced with 
| shipping/handling charges included.) 
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j Mail order to: American Psychiatric Press, Inc. 
P.O. Box 19343 

Washington, D.C. 20036 


Prices effective July 1, 1981, and subject to change without notea, 
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from depression - 


= Improvement may be evident as early as 
the first week of therapy! Optimal antidepressant 
effect may not be evident for 2-3 weeks. 


m Rapid relief of anxiety, 
sleep disturbances and somatic 
Symptoms occurs as antidepressant 
action begins. 
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"The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. ; 


+The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. 


For a brief summary of Sinequan prescribing information including adverse reactions, 
please see the following page of this advertisement. 


©1982. Pfizer Inc 
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SINEQUAN (doxepin HCD 


Reference: 1. Barranco SF, Thrash ML, Hackett E, Frey J, et al (Pfizer Pharmaceuticals, Pfizer 
VER E ME Early onset of response to doxepin treatment. J Clin Psychiatry 
i . ct : 


BRIEF SUMMARY 

SINEQUAN?® (doxepin HCI) Cepoules Ora! Concentrate 

Contraindicatlons. SINEQUAN is contraindicated in individuals who have shown hypersen- 
peed to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept in 
mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
illness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Geriatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

Usage in Pregnancy: Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is not known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established, There are no data with respectto the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAO Inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: it should be borne in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcoho! excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response to 
aicoho! may be potentiated. 

Since suicide ts an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the 
early course of therapy. Prescriptions should be written for the smallest feasible amount. 

Should increased symptoms of psychosis or shift to manic symptomatology 

occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage 
regimen. 
Adverse Reactions. NOTE: Some of the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. 

Anticholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have 
been reported. If they do not subside with continued therapy, or become severe, it may be 
necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side 
effects are confusion, disorientation, hallucinations, numbness, paresthesias, ataxia, and 
extrapyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally. 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophilia has been reported in a few patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis, leukopenia, 
thrombocytopenia, and purpura. 

Gastrointestinal: Nausea, vomiting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (aee anticholinergic effects.) 

Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- 
ment of breasts and galactorrhea in the female, raising or lowering of blood sugar levels have 
been reported with tricyclic administration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatigue, weakness, flushing. jaun- 
dice, alopecia, and headache have been occasionally observed as adverse effects. | 
Dosage and Administration. For most patients with illness of mild tó moderate severity, a 
starting daily dose of 75 mg is recommended. Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual response. The usual op- 
timum dose range is 75 mg/day to 150 mg/day. 

In more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. 

In patients with very mild symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been controlled on doses as 
low as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be given on a divided or once-a-day dosage 
schedule. If the once-a-day schedule ís employed the maximum recommended dose is 150 
mg/day. This dose may be given at bedtime. The 150 mg capsule strength is intended for 
maintenance therapy only and Is not recommended for initiation of treatment. 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 

Overdosage. 
A. Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 

2. Severe: Hespiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 
and tachycardias. 

Also: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ileus), 
hyperthermia (or hypothermia), hypertension, dilated pupils, hyperactive reflexes. 

B. Management and Treatment 

1. Mild: Observation and supportive therapy is all that is usually necessary. 

2. Severe: Medical management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. If the patient is conscious, gastric lavage, with appropriate precautions 
to prevent pumonary aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway shouid be established in 
comatose patients and assisted ventilation used if necessary. EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 
rhyinmias should be treated with the appropriate antiarrhythmic agent. It has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, how- 
aver, barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis 
generally are not of value in the management of overdosage due to high tissue and protein 
binding of SINEQUAN. 


More detalled professional information avallable on request. 
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Libraries everywhere have found the 
easy wav to fill photocopy requests 
legally and instantly, without the need to 
seek permissions, from this and over 
3000 other key publications in business, 
science, humanities, and social science. 


Participation in the Copyright Clear- 
ance Center (CCC) assures you of legal 
photocopying at the moment of need. 
You can: 


Fill reauests for multiple copies, 
interlibrary loan (beyond the CONTU 
guidelines), and reserve desk without 
fear of copyright infringement. 

Supply copies simply and easily from 
registered publications. The CCC's 
flexible reporting system accepts 
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records, our computer will do it for you. 

The Copyright Clearance Center is 
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Fluphenazine 


STABILIZE MAINTAIN 


continue therapy, = your noncompliant patient 
preferably by the ws With Prolixin Decanoate 
oral route, for smooth 1 (Fluphenazine Decanoate Injection) 


continued control | long-acting therapy for 
with 4| long-term maintenance 
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PMULIAIN® 
ne Hydrochloride 

TABLETS/ELIXIRHNJECTION 

Prolixin Tablets (Fluphenazine Hydrochloride Tablets USP) provide 1, 2.5, 5, or 10 mg fluphena- 

zine hydrochioride per tablet. Prolixin 2.5, 5, and 10 mg tablets contain FD&C Yellow No. 5 

(tartrazine). Prolixin Elixir (Fluphenazine Hydrochloride Elixir USP) provides 0.5 mg fluphenazine 

hydrochloride per mi (2.5 mg per 5 mi teaspoonful} with 14% aicohol by volume. Prolixin injec- 

tion (Fluphenazine Hydrochioride Injection USP) provides 2.5 mg fluphenazine hydrochloride per 

mi; it contains 0.1% methylparaben and 0.01% propyiparaben as preservatives. 


CONTRAINDICATIONS: in presence of suspected or established subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage, or who are receiving large doses of 
hypnotics, or who are comatase or severely depressed. In patients who have shown hyperser:- 
sitivity to fluphenazine, cross-sensitivity to phenothiazine derivatives may occur, 


WARNINGS: Mental and physical abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Potentiation of effects of alcoho! may occur. 
Safety and efficacy in children have not been established because of inadequate experience in 
use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards against potential benefits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of the possibility of cross- 
sensitivity. Prolixin Tablets (Fluphenazine Hydrochioride Tablets USP) 2.5, 5, and 10 mg contain 
FD&C Yellow No. 5 (tartrazine) which may cause allergic-type reactions (including bronchial 
asthma) in certain susceptible individuals. Although the overail incidence of FD&C Yellow No. 5 
(tartrazine) sensitivity in the general population is low, it is frequently seen :n patients who also 
have aspirin hypersensitivity. When psychotic patients on large doses of a phenothiazine drug 
are to undergo surgery, hypotensive phenomena should be watched for: less anesthetics or 
central nervous system depressants may be required. Because of added anticholinergic effects, 
fluphenazine may potentiate the effects of atropine. 

Use fluphenazine cautiously in patients exposed to extreme heat or phosphorus insecticides. 
in patients with a history of convulsive disorders since grand mal convulsions have occurred; 
and in patients with special medical disorders such as mitral insufficiency or other cardio- 
vascular diseases, and pheochromocytoma. Bear in mind that with prolonged therapy there is 
the possibility of liver damage, pigmentary retinopathy, lenticular and corneal deposits, and 
development of irreversible dyskinesia. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion, Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported. 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, how- 
ever, have shown an association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be conclusive at this time. 

Periodic checking of hepatic and renal functions and blood picture should be done. Monitor 
renal function of patients on long-term therapy; if BUN becomes abnormal, discontinue 
ttuphenazine, "Silent pneumonias” are possible. 

Abrupt Withdrawal: in general, phenothiazines do not procuce psychic dependence. 
However, gastritis, nausea and vomiting, dizziness, and tremulousness have been reported 
following abrupt cessation of high dose therapy; reports suggest that these symptoms can be 
reduced if concomitant antiparkinsonian agents are continued for several weeks after the 
phenothiazine is withdrawn, 


ADVERSE REACTIONS: Central Nervous System — Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. They 
include pseudoparkinsonism, dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperretiexia. The incidence and severity of such reactions will depend more on individual 
patient sensitivity, but dosage level and patient age are aiso determinants, As these reactions 
may be alarming, the patient should be forewamed and reassured. These reactions can usually 
be controlled by administration of an anti-parkinsonian drug such as benztropine mesylate and 
by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or may occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, chewing 
movements) and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are nct alieviated by 
antiparkinsonism agents. If the symptoms appear, discontinuation of all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements of the 
tongue may be an early sign of the syndrome which may not develop if medication is stopped at 
that time. 

Phenothiazine derivatives have been known to cause restlessness, excitement, or bizarre 
dreams; reactivation or aggravation of psychotic processes may be encountered, If drowsiness 
or lethargy occur, the dosage may need to be reduced. Dosages, far in excess of the 
recommended amounts, may induce a catatonic-like state. 

Autonomic Nervous System — Hypertension and fluctuations in blood pressure have been 
reported. Although hypotension is rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasopressor drugs should be instituted immediately should 
severe hypotension occur. Levartereno! Bitartrate Injection is the most suitable drug; 
epinephrine should not be used since phenothiazine derivatives have bean found to reverse its 
action. Nausea, loss of appetite, salivation, polyuria, perspiration, dry mouth, headache and 
constipation may occur. Reducing or temporarily discontinuing the dosage will usually control 
these effects. Blurred vision, glaucoma, bladder paralysis, teca! impaction, paralytic ileus, 
tachycardia, or nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormai lactation, 
gynecomastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred in some patients on phenothiazine therapy. 

Allergic Reactions -—Mching, erythema, urticaria, seborrhea, photosensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have been observed with 
phenothiazines. If soreness of the mouth, gums or throat or any symptorns of upper respiratory 
infection occur and confirmatory leukocyte count indicates cellular depression, therapy should 
be discontinued and other appropriate measures instituted immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, particularly during the first 
months of therapy, may occur; treatment should be discontinued. A cephalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence of liver damage. 

Others — Sudden deaths have been reported in hospitalized patients on phenothiazines. 
Previous brain damage or seizures may be predisposing factors. High doses should be avoided 
in known seizure patients. Shortly before death, several patients showed flare-ups of psychotíc 
behavior patterns. Autopsy findings have usually revealed acute fulminating pneumonia or 
pneumonitis, aspiration of gastric contents, or intramyocardial lesions. Although not a general 
feature of fluphenazine, potentiation of central nervous system depressants such as opiates, 
anaigesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe enough to cause fatal 
cardiac arrest, altered electrocardiographic and electroencenhalographic tracings. altered 
cerebrospinal fluid proteins, cerebral edema, asthma, laryngeal edema, and angioneurotic 
edema; with iong-term use, skin pigmentation and lenticular and corneal opacities have 
occurred with phenothiazines. 

For full prescribing information, consult package inserts. 

HOW SUPPLIED: Tablets — 1 mg in bottles of 50 and 500; 2.5 mg and 5 mg in bottles of 50 and 
500 and in Unimatic® cartons of 100; 10 mg in bottles of 50 and 500. Elixir-—in bottles of 473 mi 
(1 pint) and in 60 mi dropper-assembiy bottles with dropper calibrated at 0.5 ml (0.25 mg), 1 mi 
(0.5 mg), 1.5 ml (0.75 mg), and 2 ml (1 mg). Injection —in multipie-dose vials af 10 ml, 
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PROLIXIN DECANOATE* 
Fluphenazine Decanoate Injection 


Prolixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg fiuphenazine decanoate 
per mi in a sesame oil vehicle with 1.2% (wiv) benzyl alcohol as a preservative. 


CONTRAINDICATIONS: in presence of suspected or establishec subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage, or who are *eceiving large doses of 
hypnotics, or who are comatose or severely depressed. In patients who have shown hypersensi- 
tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may occur. 

Not intended for use in children under 12. 


WARNINGS: Menta! and physical abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Physicians shouic be alert to the passibility that 
Severe adverse reactions may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not been established because 
of inadequate experience in use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards against potential benefits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of the possibility of cross- 
sensitivity. When psychotic patients on large doses of a phenothiazine drug are to undergo 
Surgery, hypotensive phenomena sould be watched for; less anesthetics or central nervous 
System depressants may be required. Because of added anticholinergic etfects, fluphenazine 
may potentiate the effects of atropine. — 

Use fluphenazine decanoate caLtiously in patients exposed to extreme heat or phosphorus 
insecticides; in patients with a history of convulsive disorders since grand mal convulsions have 
occurred; and in patients with spec:al medical disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with prolonged therapy 
there is the possibility of liver damage. pigmentary retinopathy, terticular and corneal deposits, 
and development of irreversible dyskinesia. 

Fluphenazine decanoate should be administered under the direction of a physician experi- 
enced in the clinical use of psychotropic drugs. Periodic checking of hepatic and renal functions 
and blood picture should be done. Renal function of patients on long-term therapy should be 
monitored. if BUN becomes abnormal, treatment should be discontinued. “Silent pneumonias 
are possible. 

Neuroleptic drugs elevate prolac'in levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer, Although distur- 
bances such as galactorrhea, amerorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An in- 
crease in mammary neoplasms has been found in rodents after chronic administration of neuro- 
ieptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, however, have 
shown an association between chronic administration of these drugs and mammary 
tumorigenesis, the available evidence is considered too limited to be conclusive at this time. 


ADVERSE REACTIONS: Central Nervous System — Extrapyramidal symptoms are most tre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. Thay 
include pseudoparkinsonism, dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperreflexia. Muscie rigidity sometimes accompanied by hyperthermia has been reported 
loliowing use of fluphenazine decanoate. One can expect a higher incidence of such reactions 
with fluphenazine decanoate than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individual patient sensitivity, but 
dosage level and patient age are also determinants, As these reactions may be alarming, the 
patient should be forewarned and reassured. These reactions can usually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate and by subsequent 
reduction in dosage. 

Persistent Tardive Dyskinesia: As with ail antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may eppear in some patients on lonc-term therapy or may occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, packering of mouth, chewing 
movements) and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia, usually the symptores are not alleviated by 
antiparkinsonism agents. If the symptoms appear, discontinuation cf all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements of the 
tongue may be an early sign of the syndrome which may not develop if medication is stopped at 
that time. 

Phenothiazine derivatives have been known to cause restlessness, excitement, or bizarre 
dreams; reactivation or aggravation of psychotic processes may be encountered. If drowsiness 
or iethargy occur, the dosage may need to be reduced. Dosages, far in excess of the recom- 
mended amounts, may induce a catatonic-like state. 

Autonomic Nervous System — Hypertension and fluctuations in biood pressure have been 
reported. Although hypotension is rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularity prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasopressor drugs should be instituted immediately should 
Severe hypotension occur; Levarterenol Bitartrate Injection is the most suitable drug; epineph- 
rine should not be used since phenothiazine derivatives have been ‘ound to reverse its action. 
Nausea, loss of appetite, salivation, polyuria, perspiration, dry moutn, headache and constipation 
may occur. Reducing or temporarily discontinuing the dosage will usually control these effects 
Blurred vision, glaucoma, bladder paralysis, fecal impaction, paralytic ileus, tachycardia, or 
nasai congestion have occurred in some patients an phenothiazine derivatives. 

Metabolic and Endocrine — Weigh: change, peripheral edema, abnormal lactation, gyneco- 
mastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred in some patients on phenethiazine therapy. 

Allergic Reactions — Hching, erythema, urticaria, seborrhea, photosensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have been observed with pheno- 
thiazines. 1! soreness of the mouth, gums or throat or any symptoms of upper respiratory infec- 
tion occur and confirmatory leukocyte count indicates cellular depression, therapy should be 
discontinued and other appropriate measures instituted immediately. 

Hepatic — Liver damage manifested by cholestatic jaundice, particularly during the first 
months of therapy, may occur; treatment shouid be discontinued. A zephaiin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence of liver damage. 

Others — Sudden deaths have been reported in hospitalized patieats on phenothiazines. Pre- 
vious brain damage or seizures may be predisposing factors. High doses should be avoided in 
known seizure patients. Shortiy before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulminating pneumonia or 
pneumonitis, aspiration of gastric cortents, or intramyocardial lesiors. Although not a general 
feature of fluphenazine, potentiation of central nervous system depressants such as opiates, 
anaigesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe enough to cause fatal 
cardiac arrest, altered electrocardiographic and electroencephalographic tracings, altered cere- 
brospinal fluid proteins, cerebral ederta, asthma, laryngeal edema, and angioneurotic edema; 
with long-term use, Skin pigmentation and lenticular and corneal opacities have occurred with 
phenothiazines. Local tissue reactions occur only rarely with injections of fluphenazine 
decanoate. 

For full prescribing information, consult package insert. 

HOW SUPPLIED: ! mi Unimatic® single-dose preassembled syringes and cartridge-needie 
units and 5 ml vials. 


S U IB e ‘The Priceless Ingredient of every product 
is the nonor and integrity of its maker.’ ™ 
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Compliance comes of age. 


Now Surmontil® (trimipramine maleate) has a big brother. 


A new high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 


For few problems. 


And greater compliance. 
Because your patients don t need 


any more trouble. 





trimipramine maleate 
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Before prescribing, please see complete product information, a 
summary of which follows: 

CONTRAINDICATIONS: Contraindicated in cases of known hyper- 
sensitivity to the drug, and during the acute recovery period after 
myocardial infarction. The possibility of cross-sensitivity to other 


dibenzazepine compounds should be kept in mind. Surmontil (trimi- 


pramine maleate) should not be given in conjunction with drugs of 
the monoamine oxidase inhibitor (MAOI!) class. At least two weeks 
should elapse between cessation of therapy with an MAOI and insti- 
tution of therapy with Surmontil (trimipramine maleate) 


WARNINGS: Children: This drug is not recommended for use in chil- 


dren, since safety and effectiveness in the pediatric age group have 
not been established. Adults: Use extreme caution in giving the drug 
to patients with evidence of cardiovascular disease. Caution is 
advised in patients with: increased intraocular pressure, history of 
urinary retention, narrow-angle glaucoma, seizure disorder, hyper- 
thyroidism, a need for thyroid medication. In patients receiving 
guanethidine or similar agents, Surmontil may block the pharmaco- 
logic effects of these drugs. Warn patients that the drug may impair 
the mental or physical abilities required for driving or performing 
other potentially hazardous tasks 


PRECAUTIONS: Because of an inherently serious suicide potential, 
the nonhospitalized severly depressed patient should be given the 
smallest drug amount feasible. In schizophrenic patients, activation 
of the psychosis may occur and require reduction of dosage or the 
addition of a major tranquilizer to the medication schedule. Manic or 
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hypomanic episodes may occur, especially in patients with cyclic- 
type disorders; Surmontil may have to be discontinued until the epi- 
sode is relieved and reinstituted, if required, at lower dosage. Limit 
concurrent administration of Surmontil and electroconvulsive ther- 
apy to those patients for whom it is essential. When possible, dis- 
continue the drug for several days prior to elective surgery. The use 
of alcoholic drinks during therapy may provoke exaggerated 
response. Potentiation of effects has been reported when tricyclic 
antidepressants were administered with sympathomimetic amines 
local decongestants, local anesthetics containing epinephrine, atro- 
pine, or drugs with an anticholinergic effect. Drugs having a para- 
sympathetic effect, including tricyclic antidepressants, may alter 
ejaculatory response. 

Usage in pregnancy: Pregnancy Category C. Surmontil has shown 
evidence of embryotoxicity and/or increased incidence of major 
anomalies in rats or rabbits at doses 20 times the human dose. There 
are no adequate and well-controlled studies in pregnant women. Sur- 
montil should be used during pregnancy only if the potential benefit 
justifies the potential risk to the fetus 

Cardiovascular—Hypotension, hypertension, tachycardia, palpita- 
tion, myocardial infarction, arrhythmias, heart block, stroke. 
Psychiatric—Confusional states (especially in the elderly) with hallu- 
cinations, disorientation, delusions; anxiety, restlessness, agitation; 
insomnia and nightmares; hypomania; exacerbation of psychosis. 
Neurologic—Numbness, tingling, paresthesias of extremities; 
incoordination, ataxia, tremors; peripheral neuropathy; extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns; tinnitus. 
Anticholinergic—Dry mouth and, rarely, associated sublingual 
adenitis; blurred vision, disturbances of accommodation, mydriasis, 
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constipation, paralytic ileus; urinary retent 
dilation of the urinary tract. 
Allergic—Skin rash, petechiae, urticar hing, photosensit 
tion, edema of face and tongue 
Hematologic—Bone-marrow depress 
eosinophilia; purpura; thrombocytopen eukocyte and differenti 
counts should be performed in any patie jevelops fever a 
sore throat during therapy; the drug should be discontinued 
evidence of pathologic neutrophil depress 
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tress, diarrhea, peculiar taste, stomatitis, abdominal crams ick 
tongue 

Endocrine —Gynecomastia in the male; breast enlargement a 
actorrhea in the female; increased or decreased libido; impote 
testicular swelling; elevation or depression of blood-sugar leve 
Other—Jaundice (simulating obstructive), altered liver tuncti 
weight gain or loss; perspiration, flushing 
siness, dizziness, weakness, and fatique: headache; parotid swell 
alopecia 

Withdrawal Symptoms—T hough not indicative of addictior 
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a road. 


Many cancer patients need trans- 
portation to and from treatments. 

: That's why the American Cancer 
Society has formed groups of 

— volunteers across the United States 
_ who give a few hours of their time 
. each month to drive them. The 

_ road to recovery can be a long and 
difficult one, but it can be that 
much easier when there are 
friends who can help along 
. the way 
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TABLETS: 50 mg, 100 mg, 150 mg, and 200 mg 
thioridazine HCI, USP 

MELLARIL-S® (thioridazine) SUSPENSION 

100 mg/5 ml: Each 5 ml contains thioridazine, USP 
equivalent to 100 mg thioridazine HCI, USP 


Active in the 
limbic system” 
where psychotic 
symptoms arise... 


less active where 
neurotoxic 
effects occur’ 











Striatal system— minimal 
extrapyramidal stimulation 


hypothalamus—little effect on 
temperature-control mechanisms 


hippocampus— minimal effect on 
seizure threshold 


emetic center— minimal antiemetic 
activity 


Although extrapyramidal effects are 
characteristic of antipsychotic agents in 
general, with Mellaril (thioridazine) 
extrapyramidal stimulation is minimal. 
Adding an antiparkinsonism agent— 
which can cause its own side effects — 
can usually be avoided. Neuroleptic 
drugs elevate prolactin levels; the 
elevation persists during chronic 
administration. 
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Overview: Cerebrovascular Accident and the Hospitalized 
Elderly—A Multidimensional Clinical Problem 


Richard K. Goodstein, M.D. 


A cerebrovascular accident is unwelcome at any age, 
but for the elderly it involves special concerns. The 
abrupt onset of a cerebrovascular accident signals 
anew the already present fears of loss of control, 
death, insanity, disfigurement, loss of physical 
function, and sexual impairment. The accident can 
also result in worry about the possibility of explosive 
recurrence, disruption of thoughts and emotions, 
lengthy treatment away from home, and exhaustion 
of retirement funds. Therapeutic endeavors must be 
eclectic and individually tailored to address the 
special needs of the elderly patient, the highly 
technical and diverse health care team, the worried 
family, and the depression, delirium, and subtle 
clinical syndromes manifesting as poor patient 
motivation that often accompany a cerebrovascular 
accident. (Am J Psychiatry 140:141—147, 1983) 


erebrovascular accidents, variously referred to as 

CVAs, strokes, or shocks, kill 275,000 people a 
year in the United States and disable another 300,000. 
Almost half of those admitted to a hospital for such an 
accident die within the first 3 weeks. Although the 
incidence has decreased in the past 25 years (with the 
exception of subarachnoid hemorrhage), the disorder 
still affects 6 elderly to every 1 younger individual. 
Whether the basic etiology of cerebrovascular acci- 
dents be hemorrhage or ischemia, disability secondary 
to stroke is a tremendous problem. Approximately 
70% of stroke victims are vocationally impaired. One- 
third find themselves completely dependent on various 
support systems, such as their family and health insti- 
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tutions, due to decreased physical function and emo- 
tional incapacitation (unpublished material of Walshe 
and Missel). In one follow-up study (1) further cere- 
brovascular accidents occurred in a third of the pa- 
tients, and nearly one-half died within 3 years. 

As Howell (2) has pointed out, cerebrovascular 
accidents hardly ever occur as a single illness in a 
healthy individual. In 100 patients who had cerebral 
infarct, 621 disorders in addition to the original cere- 
brovascular accident were identified, for an average of 
6.21 disorders per patient. In a second study (2), 
autopsies on 47 elderly patients with diagnosed cere- 
brovascular accidents detected 506 pathologic lesions, 
for an average of 10.7 per patient. In other words, 
cerebrovascular accidents are often accompanied by 
several medical lesions that complicate the clinical 
picture. 

Lishman (1) stated that the majority of strokes 
appear merely as incidents in the progress of general- 
ized vascular disorders. Clinical disease risk factors for 
stroke include systolic hypertension (3), rheumatic 
heart disease, diabetes, cigarette smoking, overweight, 
high-cholesterol illnesses, and hyperthyroidism. Carot- 
id bruits may help identify those at risk from athero- 
sclerotic cardiovascular disease (4). Winter is the sea- 
son in which most strokes occur, and strokes that 
occur in the hospital tend to happen early in the week 
or midweek. This may have something to do with a 
hospital's relatively inactive weekend routine and the 
subsequent excessive patlent energy demands and 
stress beginning anew on Mondays (5). 

In Carrier Foundation's psychiatric consultation- 
liaison work at an affiliated rehabilitation hospita! 
near Princeton, N.J., we are continually impressed by 
these demographic aspects as well as by the agonizing 
clinical and emotional effects of cerebrovascular acci- 
dents on all concerned. This highly prevalent and 
neurologically incapacitating disorder inflicts specia! 
hardship on the elderly, a patient population already 
suffering the vicissitudes of physiologic aging and the 
cumulative medical diseases usually associated with 
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advanced age. Furthermore, we are struck by the 
diversity of cerebrovascular accident lesions and the 
fact that, except for good results from treatment in a 
prevention model, the otherwise poor prognosis can be 
frustrating at best for elderly stroke patients and all 
those who care for them. 

It is our impression that the interaction of these 
factors simultaneously produces psychologic disability 
of substantial proportions in patients, families, and 
staff; concerns and distress in all three groups may be 
misdiagnosed, unrecognized, or unappreciated; and 
the full range of treatment options is often underused. 
Only a small literature in psychiatry exists on the 
subject of stroke, and almost nothing is written from 
the perspective of the elderly, which is the group that is 
most affected. 


PSYCHOLOGIC CONCERNS 


I would like to draw attention to particular psychiat- 
ric problems for the elderly patient inherent in cerebro- 
vascular accident by attempting to help the reader 
understand some of the variables influencing the 
course of the illness and the subsequent responses of 
the patients, families, and staff. I will then suggest 
some underused chemical, behavioral, and psychoso- 
cial treatment strategies, with references to enable 
closer study. 


Patient Reactions 


The heterogeneity of elderly individuals, as well as 
their accumulated lengthy experience with life, pro- 
vides a varied and individualized response pattern 
following a stroke. As clinicians we are first trained to 
think and visualize anatomically: however, to be clini- 
cally effective with stroke patients we must broaden 
our awareness beyond the focal anatomic sequelae, 
because many personal factors affect the reactions of 
patients once the extent of direct effect on tissue and 
location of the lesion have determined the neurologic 
deficit. 

Key factors contributing to patients’ response to 
stroke include 1) the general meaning of the disease to 
the patient, 2) self-perception of the specific loss of 
function and the practical consequences, 3) the reac- 
tion of others who are close to the patient (6, 7), 4) the 
response of the social network, such as church and 
employer, 5) the effect on physical appearance and 
sexuality, 6) the extent of loss of status and finances, 
and 7) concomitant medical ailments and medicinal 
regimens as they interact clinically. Some of the most 
common and disabling responses are worth specific 
attention. 

Loss of control. The most distressing psychologic 
condition reported by our elderly stroke victims is that 
the onset of illness in most cases was unpredictable and 
unexpected and many weeks later still represented the 
unknown in terms of recovery. In other words, the 
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patients feel they have little or no control over their 
well-being and what will happen. Horenstein (8) stated 
this issue well: “Since the occurrence and magnitude of 
the stroke cannot be predicted accurately, patients 
with cerebral disease can rarely be prepared for their 
major losses and hence differ from many patients 
about to undergo surgical procedures. Consequently, 
adaptation begins most often at a time when grief and 
anxiety are maximal and judgement most impaired.” 
Elderly stroke victims experience further loss of con- 
trol in the hospital environment: they are suddenly 
placed in unfamiliar surroundings with unfamiliar 
people doing unfamiliar things to them. 

Fears. Patients who feel they have lost control over 
their lives to this degree report experiencing over- 
whelming fears of death, insanity, disfigurement, loss 
of physical function, and sexual impairment. For many 
elderly this reinforces and accelerates fears already 
present related to aging itself. Many patients make 
convenants with God, feeling, for example, that previ- 
ous sexual thoughts and actions represent sins for 
which the stroke is punishment; these patients now 
promise to avoid sex and all “sinful”? experiences 
forever. Other patients fear that sexual activity 
brought about the stroke in some physiologic way and 
express caution to the point of abstinence following 
discharge from the hospital. 

Many patients anticipate suffering more strokes on 
the not unrealistic basis that having one makes them 
more vulnerable to a second. They may become chron- 
ically anxious and dysfunctional due to their avoid- 
ance of all activities they fear may precipitate a cere- 
brovascular accident—what I call “recurrence cau- 
tions.” One patient for whom we consulted would 
have a panic attack each time he sensed the slightest 
tension in his frontalis muscle. He perceived his mild 
headache as the premonitory sign of an impending 
stroke. Another patient whose brother had died after 
three strokes was continually panicked that his own 
dreaded second and third strokes would soon be 
forthcoming and that he would die at the same age as 
his brother—an age he would reach in a month. The 
ominous overtones of what seem to be only two 
options—sudden death or survival as an invalid— 
loom heavily for most elderly patients who have had a 
cerebrovascular accident. 

Loss of dignity. Patients ponder “why me?" follow- 
ing a sudden stroke. Their dignity and self-esteem have 
been injured, and in their helplessness they often deny 
the extent of the illness. They tend to mourn their loss 
of self, and many, in our experience, develop a second- 
ary depressive illness. As Griffith (9) succinctly put it, 
“The higher the patient's I.Q. and responsibilities prior 
to the stroke, the harder the fall.” 

Personalized meaning. The specific personal mean- 
ing of the illness may be a particular problem in the 
individual’s response to treatment and subsequent 
development of psychiatric symptoms. As noted be- 
fore, patients may view the illness as punishment and 
may strike bargains to avoid further harm. Patients 
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may give symbolic significance to the location of the 
disability and its relation to past experiences. The 
illness or a manifestation of it may be a linking object 
to a grieved lost loved one who suffered the same 
illness. It may provide a socially acceptable reason to 
become dependent on others. Finally, medications may 
cause such effects as hypotension, extrapyramidal re- 
actions, lethargy, and delirium, which can be mis- 
judged by patients and staff to be either part of the 
stroke or part of the emotional sequelae of the stroke. 

Other losses. Potential losses for elderly patients are 
numerous and may impinge on already fragile coping 
mechanisms and marginal reservoirs of support (10). 
Aside from control and dignity, already mentioned, 
these patients often suffer losses in the areas of appear- 
ance, finances, cognition, family status, and the ability 
to pursue specific retirement interests such as mechani- 
cal work, reading, writing, knitting, and so forth, 
depending on the site of the lesion. 

Separation. Patients are often aware that role rever- 
sals in the family may occur now that they must 
become dependent on others, and they fear losing an 
accustomed relationship with their spouse or loved one 
because of this change in status. Patients must reluc- 
tantly leave the security of their home to be in the new, 
strange environment of a hospital for a relatively long 
period of time, and many initially become disoriented 
due to this change rather than due to the stroke itself. 
Paradoxically, many elderly come to fear leaving the 
hospital at the end of their inpatient treatment be- 
cause, like burned patients (11), they must now con- 
front their appearance, function, role, and responsibil- 
ities at home. Our elderly patients often find that once 
removed from home they are no longer enthusiastically 
accepted back. 

Lack of patient improvement. This is a common 
complaint and is often voiced by all three groups— 
patient, family, and staff—-at some point in the course 
of hospitalization. It 1s too quickly assumed that this 
lack of improvement is due to either subterfuge by the 
patient (e.g., malingering thought to be precipitated by 
the patient's desire for permanently dependent rela- 
tionships), denial judged by staff to be out of propor- 
tion to the nature of the illness, depressive illness, or 
obvious tissue damage impeding improvement. 

It is just as likely that, instead, lack of motivation or 
lack of improvement is due to aging itself, with the 
attendant decrease in reflexes, memory, attention, and 
abstracting ability; the personality style of the patient 
as he or she attempts to adapt to the shock of the 
cerebrovascular accident; or concurrent medical prob- 
lems, such as cardiovascular, hypertensive, arthritic, 
endocrine, peripheral vascular, pulmonary, and other 
CNS diseases (12). In fact, it would be helpful to 
remember the caveat that concomitant medical prob- 
lems may be as responsible for the patient’s observed 
lack of improvement or apparent poor motivation as 
the anatomic stroke itself. One so-called poorly moti- 
vated, unimproved female patient comes quickly to 
mind, Only belatedly was she noted, as in another 
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- reported case (13), to have atrial myxoma masquerade 


manifested by palpitations, anxiety, aphasia, and alter- 
nating weakness in her left and right extremities. 

Misinterpreted tissue damage. Subtle tissue effects of 
the cerebrovascular accident itself may produce neuro- 
logic damage manifesting as emotional or behavioral 
symptoms. These are often misdiagnosed as “bad 
patient" behaviors and poor motivation. Some exam- 
ples might be incontinence; pain; spasticity: deficits in 
vision, speech, memory, and intellect; vight-brain 
changes reflected in aberrant mood and mispercep- 
tions; and frontal-lobe personality changes. The latter- 
most may overshadow intellectual deficits and cause 
patients to avoid new experiences and resirict them- 
selves to rigid routines. Rehabilitation tasks or social 
demands may evoke severe emotional reactions, yet 
patients may be affable and obliging when left in 
peace. Hypochondriacal concerns may develop, and 
the clinical picture may mimic a neurotic pzesentation 
until the true etiology is detected (1). These effects are 
often misinterpreted in the elderly as age-related phe- 
nomena, supporting the perceived notion of a “bad” 
or "poor" patient. The barriers and frustration this 
undeserved label can pose to patient, staff, and family 
are obvious. 

Norman (14) has nicely categorized diagnostic 
schemes for patients with right-hemispheric lesions; 
many of these syndromes may be easily misdiagnosed 
as a lack of improvement and motivation. lor exam- 
ple, patients with a right-brain lesion may demonstrate 
distinct syndrome clusters of misidentifications, explic- 
it and implicit denial, impaired cognition with impul- 
sivity and decreased learning skills, and a'tered emo- 
tional states—including inappropriate concern, de- 
creased social graces, abruptness, inability to em- 
pathize, and lability. 

These “poorly motivated" patients may then fail to 
shave, dress, and bathe (15) and experience increased 
sensitivity to noise, inability to estimate time passing, 
decreased innovativeness, and changes in the pattern 
of their dreams (9). The loss of sensation and coordi- 
nation may hinder learning ability, comprehension, 
and awareness of self with consequent neglect of the 
left half of the body (1, 16). Of major importance is 
that depression is a specific neurologic complication in 
70% of right-hemisphere cerebrovascular accidents 
(17). 

Personal accounts. Some eloquent examples in the 
literature detail patients’ own experiences with the 
ravages of stroke (18). Dahlberg and Jafte (19) have 
authored a book entitled Stroke: A Doctor's Personal 
Story of His Recovery. Howard Rome has written of 
his experiences with aphasia (20) and about the psy- 
chosocial aspects of cerebrovascular accidents (21). 
Smithells (22) gave a poignant account of his travail, 
some of which is quoted here: 

I do not know who coined the word "stroke," but it is 

such a one-fell-swoop experience that ] think stroke is a 


singularly appropriate term for the sudden cutting-off of 
competence. I had always been in previous illnesses a 
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quick healer, so living with the slow recovery of a stroke 
has been a salutary lesson in accepting the inevitability of 
age and the inevitable decrepitude of old-age. ... It is a 
blow to the ego not being able to move a limb when you 
want to. It is also a very strange experience and as such 
disorienting. This led to a lot of sartorial confusion 
buttoning shirts and cardigans wrongly and putting on ties 
inaccurately. One has the feeling of shabbiness. Eating is a 
messy performance at first but then one learns to use a 
combined fork and knife with the one hand and not to eat 
soups that require full control of mouth and throat. 
Cutaneous sensations being diminished, one is unaware 
about what is on the face on the affected side where the 
menu is there for all to see. 


Family Reactions 


Denial. Families may be more reluctant to accept 
patients’ disability than the patients themselves. The 
family often either demands a rapid magical cure or 
denies the illness, holding onto unrealistic expecta- 
tions. Then, feeling thwarted in both extremes, the 
family may reject the unimproving patient. 

Information gap. Families appropriately criticize the 
impersonal hospital routines and the lack of informa- 
tion they receive about the patient's condition and the 
patient's future needs. The families are often not 
incorporated into the treatment process at all, or at 
much too late a point in the process. They lack 
important guidance once the patient is established in a 
rehabilitation program (23). 

Discord and dissolution. Follow-up 6—9 months 
after hospital discharge often reveals that the patient's 
and family's energies are equally low and both have an 
increased realization that the illness has inflicted a 
heavy toll, with a decrease in the rate of improvement 
of functional outcome (9). One year after discharge the 
patients and families most often report a decrease in 
sociality, leisure enjoyment, and sexual relationship as 
well as a general deterioration in the marital partner- 
ship (24). Oftentimes the spouse who did not have a 
stroke has become ill. Overprotection by the family 
spawns many of these problems, coupled with the lack 
of responsibility taken by the patient. We agree with 
the notion of Garraway and associates (25) that these 
developments are often initiated by discharging the 
patient before his or her full rehabilitation potential 
has been realized and by improper or incomplete 
orientation for the family as the primary health-care 
providers. 


Staff Responses 


Re-creation of family. In the general hospital the 
staff quickly take on, usually without their full aware- 
ness, the roles of the family of the individual patient. 
Like the families already described, staff have high 
expectations for recovery of their “family member." 
Staff find it difficult to acknowledge chronicity, and 
once they encounter the frustrations of enduring stroke 
management with each patient they often project their 
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hopelessness, perceived badness, and incompetency on 
the patient. Any denial of illness by the patient, 
whether that denial be psychologic in origin or part of 
a neurologic right-hemisphere syndrome, is often erro- 
neously used as proof by staff that the patient does not 
wish to get well and, at a minimum, does not wish to 
cooperate. 

Anger and guilt. The “uncooperative patient" an- 
gers a staff who already feel guilty about their inability 
to reverse the illness process (26). À vicious cycle is 
often set up between staff and patient: humanistic 
feelings for each other can be lost, and the cycle can be 
perpetuated because the “denying and uncooperative” 
patient becomes relatively more successful at attempts 
to avoid staff. 

Nursing staff. They are at the hub of the wheel, by 
necessity mothering, touching, and attempting to deal 
with the emotions of the patient. Many nurses feel a 
sense of estrangement from patients who are honest 
about their anger at the reluctantly needed nurse- 
mother. Older male patients, especially, may despise 
their dependent status and envy the health and inde- 
pendence of the younger staff, including the younger, 
usually male, physicians (27). 

Overoptimism. Another staff reaction appears in the 
rush to know all, cure all, and love all, a disastrous 
treatment triad. Staff offer too much optimism to the 
patient. This represents a projection of the staff’s wish 
to succeed and have the patient magically cured. In our 
experience, staff often do not include family in the 
early treatment planning due to an optimistically ori- 
ented competition for territorial “curing rights” to the 
elderly patient. 


TREATMENT 


The basic and most successful approach for treating 
a cerebrovascular accident is prevention; therefore, the 
“red alert" must be heeded in potential stroke victims. 
This alert for the elderly usually comes in the form of 
transient ischemic attacks, represented by mild and 
brief episodes of parasthesias, vertigo, premonitory 
falls (28), and other, more subtle neurologic problems 
(29). 

In the treatment of acute stages of evolving cerebro- 
vascular accidents, new techniques being investigated 
include hemodilution, the seemingly paradoxic in- 
crease of blood pressure, and the use of hyperbaric 
oxygen. One hopes that research with radioactive 
neon, xeon, and positron emission tomography for 
studying cerebral blood flow will enable treatment of 
acute stroke victims to bear some fruit. 

This, however, leaves the already disabled and 
chronic stroke patients—the elderly, representing the 
majority of such patients—needing treatment. They 
constitute the largest group who, if improperly cared 
for, will have the poorest prognosis. Some general 
rules for improving their treatment using Engel's inte- 
grated biopsychosocial model (30) can be established. 
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General Rules 


Perhaps due to their basic simplicity, the following 
beneficial gnidelines are unfortunately often over- 
looked or inadequately applied. 

Anticipate the common patient-family-staff concerns 
covered here, many of which remain unspoken taboos 
unless we inquire and give clarity and assistance. 

Talk and listen well to the family and patient (31). 
Teaching them that the whole range of patients’ feel- 
ings about the stroke and their future are normal, 
natural reactions rather than “personality changes" (9) 
may help patients feel that they will not lose further 
control. “In this age of high technology, the ability or 
willingness of many professionals to talk with and 
understand people who are old, infirm, or difficult 
because they cannot speak well, is sadly lacking in 
many cases" (27). 

Titrate denial so that all involved may realistically 
protect themselves from the shock of realizing the 
extent of the problem without either being too vulner- 
able or deterring treatment (32). 

Correct cognitive distortions (those not due to neu- 
rologic damage) about the lesions with the use of 
simple clinical drawings and pictures for patients and 
families (32). 

Assist the patients! repair of narcissistic injury by 
understanding that stroke victims must mourn the loss 
of a physical part of self—a part which may have 
special meaning in reality or fantasy (32). 

Establish goals together (staff-patient-family) for 
short- and long-term treatment, discharge, and follow- 
up (33). 

Use the "customer approach” of acknowledging and 
negotiating patient-family requests as described by 
Lazare and associates (34). This allows for patient- 
family priorities (which are usually different from the 
staff’s agenda) to become quickly apparent and for 
staff to establish credibility in a more trusting relation- 
ship on the common ground of response to specific 
relevant requests. 

Review for other medical problems, depression, and 
delirium, and treat them specifically and early in the 
course of rehabilitation (8). 


Social and Education Therapies 


Specialized cerebrovascular accident units, like hos- 
pital burn units (11), have been suggested as the ideal 
model for educating the family as home caregivers, 
offering peer support for patients, and providing the 
best opportunity for specifically trained and invested 
staff (26, 35). 

Start social services and rehabilitation therapy as 
soon as the patient enters the hospital. 

Train the patient and the family member who will be 
in charge of treatment at home in a home-oriented 
training well before discharge (36). 

Feed back even the smallest gains to family and 
patient, and share even the bad news (9). 
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Use peer therapy groups to help diffuse anger and 
dependency as the treatment priority. They may also 
provide support and education (37). 

Use family groups and patient-family groups estab- 
lished early during hospitalization to educate about the 
psychology of disability, such as patient defenses, fear 
of dying, anger, grief, and the depression following 
stroke (38). 

Use outpatient family groups after discharge for 
follow-up to change inappropriate behaviors in the 
handling of patients! problems at home (39); to share 
feelings about grief, adjustment, and handling of the 
patient-family role changes made necessary by the 
cerebrovascular accident; and to educate families 
about available community resources (40). 


Behavioral Therapies 


Hypnosis may be helpful for controlling pain, in- 
creasing motivation, and decreasing anxiety (41). 
Some adjustment of techniques with elderly stroke 
patients that must be made are speaking slowly, using 
simple vocabulary, and using more repetition. The 
therapist should persevere, because results may not be 
evident as early in treatment with elderly stroke pa- 
tients as they are in younger patients with less brain 
injury. 

EMG/biofeedback may be useful for such ailments 
as foot drop; it is better used for lower-extremity than 
for higher-extremity motor problems (42, 43). 

Also use a full range of behavioral therapy modal- 
ities such as desensitization, relaxation, modeling, and 
role playing to decrease anxiety (44). The elderly 
should never be excluded from potentially beneficial 
treatment approaches due to age alone. 


Special Needs 


Early planning of outpatient follow-up increases 
patients’ motivation by providing an opportunity to 
talk about something that exists in the future. Outpa- 
tient visits will potentially decrease isolation and over- 
protection. See the patient at times with and at times 
without the family in follow-up meetings. 

Make home visits to the elderly stroke patient 
whenever possible to learn more accurately about 
function, adaptation, role responsibilities, and envi- 
ronment (45). 

Sexual counseling and treatment emphasizes that the 
deficits created by a cerebrovascular accident, like 
those of spinal cord injury, can be overcome with the 
application of specific techniques (46). The sooner 
patients resume any sexual activity the better. They 
should be taught to use the preserved sensory portions 
of the body for touching, to employ the intact visual 
fields, to develop proficiency in sensing nonverbal cues 
of sexual stimulation, and to enhance general commu- 
nication between partners. Such is the recent state of 
the art of sex therapy that comments from unenlight- 
ened staff like “Watch it with sex” or “You are lucky to 
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be alive—don’t press your luck” have no relevance in 
today’s treatment of the elderly patient who has had a 
cerebrovascular accident. Worse still is to omit a sexual 
history and not anticipate patients’ concerns and ques- 
tions in this area. 


Medication 


Medication use requires that we be especially alert 
for hypotensive, deliriogenic, and other interactive 
drug phenomena in these elderly patients, in whom 
neurologic damage is already present and multiple 
diseases with concomitant medication are usually the 
rule. 

Psychotropic medications are either unnecessarily 
avoided in elderly patients who have had a cerebrovas- 
cular accident, due to fear of toxicity, or they are often 
injudiciously prescribed, Because the elderly often have 
different reactions to medication than younger patients 
do, the clinician might benefit from the following 
guidelines when prescribing specific psychotropic med- 
ications. 

Tricyclic, tetracyclic, and similar antidepressants. It 
is possible, but infrequent, that elderly patients may, in 
the course of a depressive illness, require total doses 
that are similar to those for younger age groups. In all 
nonemergencies, however, medication should be start- 
ed in smaller doses than usual, such as 25 mg per day, 
and increased gradually (1.e., 25 mg every 48 hours). 
Daily doses should usually be in divided form rather 
than in once-a-day doses to avoid such effects as 
orthostatic hypotension. Desipramine and nortripty- 
line are the least anticholinergic tricyclic compounds. 
Doxepin may be useful for its relative sedating effect 
and reported low incidence of cardiotoxicity. Maproti- 
line, a tetracyclic, and trazodone, another newer drug, 
currently offer other reasonable low anticholinergic 
options. 

The clinician must be aware that therapeutic win- 
dows apparently exist for plasma levels of some anti- 
depressants, both for the primary medication and the 
ratio of the primary drug to its metabolite, and that 
plasma levels may be affected by such things as differ- 
ences in bioequivalence of preparations, dieting, alco- 
hol intake, smoking, and concurrent medication use. It 
would be ideal in the elderly to initially obtain weekly 
plasma levels to assist in determining compliance and 
the need for adjustment of dose to minimize toxicity. 

Neuroleptics. The clinician should avoid if possible 
the heavily sedating and highly anticholinergic medica- 
tions such as chlorpromazine, thioridazine, and chlor- 
prothixene. General guidelines noted for antidepres- 
sant use apply in the use of neuroleptics also. The long- 
acting fluphenazines should be started at one-tenth the 
usual dose. 

Lithium. Since the half-life of lithium in the elderly is 
twice that for younger patients, the clinician should 
start with no more than 300 mg once daily and should 
wait several days before increasing the dose. Usually a 
maximum dose of 300 mg t.i.d. is sufficient. Delirium 
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and neuromuscular irritability are the most likely 
initial signs of toxicity in the elderly. The clinical 
picture is the best indicator of response, not the serum 
levels alone. 

Minor tranquilizers. Oxazepam and lorazepam are 
very useful for anxiety and sleeplessness. Their half-life 
is much shorter than that of diazepam and flurazepam, 
and they do not cause delirium, daytime sedation, or 
paradoxical rage reactions as often (47). 


Other Suggestions 


Referral to a psychiatrist or a psychologist is a 
sensitive issue for elderly patients who have had a 
cerebrovascular accident, their families, and clinical 
staff, because one of the ingrained fears in a stroke 
patient is that insanity may occur. This is especially 
true in someone who has experienced delirium, delu- 
sions, and/or depression. The patients’ and families’ 
interpretation of the clinician’s tactful message is the 
key to successful referral. The psychiatrist should so 
educate his or her medical colleagues. The clinician’s 
attitude with the patient and family should emphasize 
the positive; for example, although not intended to be 
presented verbatim: “‘No further serious organic dis- 
ease has been found, but I clearly understand that you 
are suffering and that real stress is present. There are 
no signs of ‘insanity.’ In the same way that a specialist 
would be appropriate to treat tension headaches and 
stomach pains caused by stress, I think we should call a 
psychiatric colleague of mine, whom I trust, to assist in 
decreasing your suffering" (48). 

Psychotherapy, despite Freud's admonition about 
the elderly (49), can be useful in selected elderly 
patients during recovery from a cerebrovascular acci- 
dent as an integral part of the total treatment regimen 
and should never be denied on the basis of age and/or 
physical lesion alone (50). 

Restructuring a hospital’s usual 5-day work week to 
a 7-day work week with no differentiation of patient 
activities day-to-day might be a way to avoid sudden 
energy overloads after the weekend and possibly re- 
duce the number of cerebrovascular accidents occur- 
ring in a hospital (5). 


CONCLUSIONS 


Cerebrovascular accidents represent an illness com- 
plex that causes unique deficits in communication, 
sensory, motor, and thinking centers of the brain while 
also disfiguring and restricting its victims. 

The elderly, by sheer longevity and medical status, 
are the population most vulnerable to the ravages of 
strokes and least able to tolerate further assaults on 
their already strained physiologic, psychologic, and 
social systems. 

In general, treatment must be quick at the start. The 
family must be brought in early to assist in the 
treatment and, along with the staff, should be educated 
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about stroke and its sequelae. Further depersonaliza- 
tion from the patient’s standpoint must be avoided so 
that he or she is not perceived as merely a “CVA” or a 
“left-hemi” by staff and family. 

Elderly stroke patients who seem uncooperative, 
poorly motivated, or psychologically impaired must be 
evaluated for the presence of other neurologic lesions, 
drug side effects, infection, drug and alcohol with- 
drawal, right-hemisphere stroke, pseudobulbar palsy, 
and delirium. Concurrent “hidden” medical illnesses 
must be identified and treated. 

The ideal hospital treatment setting, in my opinion, 
is the specialized cerebrovascular accident unit. There 
patient, family, and staff would all have maximum 
opportunity to understand the illness and benefit from 
planned education and a full range of treatment mo- 
dalities. 
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Homicidally Aggressive Young Children: Neuropsychiatric 
and Experiential Correlates 


Dorothy Otnow Lewis, M.D., Shelley S. Shanok, M.P.H., 
Madeleine Grant, and Eva Ritvo 


Of 55 children admitted to a children’s psychiatric 


service, 21 were bomicidally aggressive. Psychiatric 
symptoms and diagnoses did not distinguisb these 
children from the nonhomicidal children, but the 
homicidally aggressive children were significantly 
more likely to 1) have a father who behaved 
violently, often homicidally, 2) bave had a seizure, 3) 
have attempted suicide, and 4) have a mother who 
had been hospitalized for a psychiatric disorder. The 
authors explore explanations for the contribution of 
these factors to juvenile violence. (Am J Psychiatry 
140:148—153, 1983) 


he purpose of this paper is twofold. First, we shall 

report a high prevalence of homicidal behaviors in 
a 1-year sample of young children hospitalized on a 
child psychiatry inpatient unit. Second, we shall at- 
tempt to identify neuropsychiatric symptoms and ex- 
periential factors associated with these homicidal be- 
haviors. 

In a previous study on violent adolescents (1), we 
found that adolescents sent to a hospital psychiatric 
unit were as violent as adolescents who were sent to a 
correctional school. We also found (2) that extremely 
violent behaviors in adolescents were associated with 
psychotic symptoms and neurological impairment. Es- 
pecially violent adolescents also had both witnessed 
and been the victims of severe physical abuse. Little, to 
date, has been reported regarding the neuropsychiatric 
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status of extremely violent young children. We won- 
dered whether young children hospitalized for psychi- 
atric disorders were as aggressive as their adolescent 
counterparts and whether aggression in young children 
was associated with neuropsychiatric or experiential 
factors similar to those for adolescents. 


LITERATURE REVIEW 


Murder by young children is a rare event. Hence, 
there is a paucity of literature on the subject. In 1961 
Easson and Steinhilber (3) described 8 cases of murder- 
ous aggression by male children and adolescents, only 
1 of which resulted in death. They focused on the 
apparent psychodynamics of the acts and concluded 
that one or both parents had fostered or condoned 
murderous assault. Michaels (4), reviewing Easson and 
Steinhilber’s clinical data, reported enuresis in 6 of the 
8 boys, epilepsy in 3, and a history of abuse by a parent 
in 3 cases. More recently Walshe-Brennan (5) de- 
scribed 11 children convicted of homicide and noted 
that many of the boys had overly dominant mothers. 
According to Walshe-Brennan, these youngsters had 
normal intelligence and personality and were healthy 
and free from epilepsy. Sargent (6) described 5 murder- 
ous children and hypothesized a family conspiracy in 
which the child who killed acted out an unconscious 
parental wish. Tooley (7) described 2 children who, he 
believed, killed their siblings while acting out maternal 
wishes. Probably the best study of homicide by young 
children is Bender's report (8) of 33 young murderers 
evaluated over 24 years. Of the 33, 12 were eventually 
diagnosed as schizophrenic, 7 as having chronic brain 
syndrome without epilepsy, 3 as epileptic, and 3 as 
intellectually defective. Noteworthy is the fact that, of 
the first 16 children, none were considered schizo- 
phrenic at the time of their initial evaluation although 
S were subsequently so diagnosed. Bender also called 
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attention to environmental factors, such as extreme 
violence in the family. 

Most studies have focused on the small number of 
children who have actually killed others and have 
made inferences regarding psychodynamic influences. 
Instances of homicidal aggression that have not result- 
ed in death have been ignored. Given the sparseness of 
the literature, we welcomed the opportunity to review 
the hospital records of an entire 1-year sample of 
young children hospitalized for psychiatric disorders 
both to assess the prevalence of homicidally aggressive 
behavior in them and to learn which clinical and ex- 
periential factors were associated with such behavior. 


METHOD 


Our setting was the child psychiatry inpatient ser- 
vice at a midtown hospital in a major city, a ward of 
18 beds for children aged 3 to 12 years. It is primarily a 
diagnostic service, on which patients remain an aver- 
age of 90 days. Our sample consisted of all children 
(N=55) admitted to the service in a single year in the 
late 1970s. Data on socioeconomic status were incom- 
plete; however, the facility serves primarily children 
and families from classes IV and V (9) and a few from 
classes J~IJI. There were 24 (44%) black, 23 (42%) 
Hispanic, and 8 (14%) white children in the sample. 
There were 42 boys and 13 girls. 

Data were obtained from hospital records, which, 
because of long stays and the teaching functions of the 
service, included detailed developmental, family, and 
medical histories; psychiatric evaluations; physical ex- 
aminations, including neurological assessments; psy- 
chological testing (Gesell Developmental Schedule, 
WISC-R); educational assessments (Gray Oral Read- 
ing Test, Wide Range Achievement Test); and, in most 
cases, EEGs. The use of hospital records has advan- 
tages and disadvantages. Data are not uniform or 
complete because they are not collected primarily for 
research purposes. On the other hand, data obtained 
from retrospective chart reviews of symptoms and 
behaviors are unbiased by the possible prejudices of 
the investigators. 

All symptoms and signs, past and present, that were 
mentioned in the charts were recorded. Specifically, 
the following signs and symptoms were noted: visual 
or auditory hallucinations; loose, rambling, illogical 
thought processes; paranoid ideation; isolation or 
withdrawal; sadness or crying; enuresis; sleep prob- 
lems (e.g., inability to fall asleep, wandering at night); 
minor neurological signs (e.g., coordination problems, 
choreiform movements, synkinesis); ever having had a 
seizure of any kind; and a diagnosis of reading or 
mathematical disability. A symptom or sign was con- 
sidered present if a clinician so stated and documented 
it with an example. Similarly, any reference in the 
chart to the following behaviors ever having occurred 
was recorded: suicidal behaviors (e.g., jumping from 
windows, trying to hang or stab self, mention of 
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suicidal ideation), serious assaultiveness other than 
occasional fist fights with peers (e.g., attacking a child 
or adult with an object, attempting to choke someone, 
stabbing or threatening with a knife, setting fire to 
another person), cruelty to animals, fire setung with- 
out obvious homicidal interest, and deviant sexual 
behaviors (e.g., frequently exposing genitalia, molest- 
ing younger relatives). 

Diagnoses were made throughout hospitalization by 
several different clinicians from different disciplines 
who had varying levels of expertise. Mest children 
received several diagnoses. Admission and discharge 
diagnoses and all others mentioned in the chart were 
recorded. Considering the many diagnoses given each 
child, the validity of any diagnosis remains in question. 
(We are currently studying the validity of taese diag- 
noses and their relationship to symptoms, behaviors, 
treatment, socioeconomic status, and race.) Diagnoses 
were categorized as follows: psychosis other than 
autism (e.g., childhood schizophrenia, pervasive devel- 
opmental disorder, psychotic episode), attention defi- 
cit disorder (including hyperactivity or min:mal brain 
dysfunction), retardation, conduct disorder (including 
sociopathy or unsocialized aggressive reaction), neuro- 
sis or adjustment reaction, organic brain svndrome, 
epilepsy (including grand mal and peti mal), and 
autism. 

We also reviewed the doctors’ order sheets and 
nursing notes to determine the kinds of medication: 
that had been prescribed. Medications were catego- 
rized as follows: antipsychotic (e.g., phenothiazines. 
butyrophenones), stimulants (e.g., amphetamine. 
methylphenidate), and antiepileptics (e.g., phenytoin. 
phenobarbital, carbamazepine). Other categories o: 
medication were so rarely mentioned that they wer 
not reported for this study. 


Assessment of Homicidally Aggressive Behaviors 


Any mention in the chart of a child's current or pas 
aggressive, withdrawn, peculiar, or otherwise mal 
adaptive behaviors was recorded verbatim. Four inde 
pendent raters were then required to rate whether o: 
not the child had ever been homicidally aggressive, 
using as the criterion whether or not the child's act wa, 
so violent that, had it been performed bv an adult, i. 
would have resulted in death or serious injury. Threat- 
ening with a potentially lethal object or weapon was 
also rated as homicidally aggressive. Acciden:al injur 
to another was not rated as homicidally aggressivt. 
Fire setting alone was not considered homicidal unles: 
it involved deliberately setting fire to another person. ': 
a child had set fire to a person, he was counted z. 
positive for both homicidal aggression ard fire setting.. 
For a child to be categorized homicidally aggressive, ? 
of 4 raters had to agree on the rating. In all cases 
aggression was longstanding, as well as a currer: 
problem leading to admission, and no child rate. 
homicidally aggressive had committed only a sing c 
seriously aggressive act. 


HOMICIDALLY AGGRESSIVE YOUNG CHILDREN 


RESULTS 
Clinical and Behavioral Differences 


Of the 55 children, 21 were judged to have been 
homicidally aggressive, and 30 were considered not 
homicidally aggressive. Agreement could not be 
reached about 4 children, 3 boys and 1 girl (all of 
whom had threatened homicide or carried weapons 
but had not threatened with weapons), so they were 
excluded from the study, which left 51 children. Of the 
39 boys, 44% (N=17) were rated homicidally aggres- 
sive; of the 12 girls, 3396 (N=4) were rated homicidal- 
ly aggressive. These proportions did not differ signifi- 
cantly. 

Of the 21 homicidally aggressive children, 9 had 
attacked siblings, 5 had attacked mothers, 5 had 
attacked peers, 3 had attacked teachers, and 4 had 
attacked other relatives or acquaintances. Of note, 
none had attacked his or her father and only 2 had 
threatened or expressed a wish to do so. The homicid- 
ally aggressive acts and other violent behaviors of each 
child are presented in table 1. 

The homicidally aggressive children did not differ 
significantly from the nonhomicidal children in terms 
of the diagnoses they had received. Similar proportions 
of homicidally aggressive and nonhomicidal children, 
during or before hospitalization, had received diag- 
noses of psychosis (38% and 40%), attention deficit 
disorder (48% and 52%), conduct disorder (5296 and 
37%), neurosis or adjustment reaction (29% and 
23%), and retardation (26% and 29%). The propor- 
tion of homicidally aggressive children who had been 
diagnosed epileptic was higher than that for nonhomi- 
cidal children (29% versus 7%), and autism was 
somewhat less prevalent in the homicidally aggressive 
group (5% versus 30%), but these differences did not 
reach statistical significance. There was also no signifi- 
cant difference between the two groups when we 
considered discharge diagnoses only. 

Pharmacologic treatment also did not distinguish 
the two groups; 70% of the homicidally aggressive and 
66% of the nonhomicidal children had been treated 
with antipsychotic medications, 29% and 18% with 
stimulants, and 26% and 10% with antiepileptic medi- 
cations. 

The homicidally aggressive and nonhomicidal chil- 
dren had surprisingly similar symptoms. Similar pro- 
portions had experienced visual hallucinations (30% 
and 32%), auditory hallucinations (5596 and 41%), 
looseness of associations (30% and 31%), paranoid 
ideation (40% and 32%), isolation or withdrawal 
(29% and 40%), sadness or crying (14% and 20%), 
neurological soft signs (80% and 83%), learning dis- 
abilities (48% and 60%), and enuresis (35% and 
21%). 

The proportions of homicidally aggressive and non- 
homicidal children with histories of cruelty to animals 
(14% and 3%), fire setting (33% and 19%), and 
deviant sexual behaviors (16% and 17%) were not 
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significantly different. The most significant behavior 
distinguishing the homicidally aggressive from the 
nonhomicidal children was suicidal behavior (57% 
versus 23%; x,^—4.681, p=.031). For example, 1 
child allegedly threw himself down a flight of stairs at 
age 11⁄2 years and subsequently attempted to jump out 
of a window; another deliberately stood in front of a 
moving bus; another expressed the wish to kill himself, 
ran into traffic, and put his hand in a box of broken 
glass; another tried to set herself on fire; another tried 
to stab herself with a knife and also tried to jump off a 
roof; another, aged 334 years, was found with an 
extension cord around his neck; and another twice 
tried to take a drug overdose and once jumped from a 
second story window. The most common form of 
suicide attempt in this group was jumping from a 
window or roof; 8 of the 21 homicidal children had 
tried this method. Suicidal ideation was also signifi- 
cantly more prevalent in the homicidally aggressive 
group of children (80% versus 30%; x,^—10.083, 
p.002). 


Seizures 


One of the major factors distinguishing the homicid- 
ally aggressive from the nonhomicidal children was a 
history of seizures. Of the 21 homicidal children, 48% 
(N=10) definitely had a history of seizures, compared 
with 7% (N=2) of the 30 nonhomicidal children 
(xy°= 10.092, p=.002), and an additional 10% (N=2) 
of the homicidal children probably had seizures. Of the 
10 homicidal children with definite seizures, 1 had had 
grand mal and petit mal seizures and a seizure follow- 
ing concussion, 1 had had meningitis with coma and 
seizures, 1 had had seizures secondary to lead poison- 
ing, another had had posttraumatic epilepsy and sub- 
sequently had coma and seizures associated with mea- 
sles, 1 had had grand mal only, 1 was retarded and had 
had "seizures in early childhood,” and 1 had had both 
febrile seizures and seizures following a concussion. 
Three children had had febrile seizures only. Of the 2 
children with equivocal histories, 1 had had “episodes 
of leg stiffening in infancy" and “was followed in 
pediatric neurology clinic,” where a brain scan was 
performed. The other had episodes of falling to the 
ground, losing consciousness, twitching, and having 
no memory for the event. 

Of note, although having had seizures significantly 
distinguished the groups, EEG abnormalities did not. 
Of the 16 homicidally aggressive children on whom 
EEGs were performed, 38% (N=6) had EEGs that 
were reported to be abnormal, compared with 48% 
(N=10) of the 21 nonhomicidal children for whom 
EEG data were available. The data were insufficient to 
compare types of EEG abnormalities. 

A high proportion of children in both groups had 
histories of perinatal problems, 79% of the homicidal 
group and 66% of the nonhomicidal. There was a 
tendency (n.s.) for more of the homicidally aggressive 
children to have a history of head injury (57% versus 
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TABLE 1. Homicidal Acts and Other Violent or Deviant Behaviors of 21 Homicidal Children 


tt e e 


Age 
Patient Sex {years) Homicidal Behaviors 
1 F 12.5 Strangled sister until she turned red; tried to 
choke cousin, says witch's voice told her to do 
this 
2 M 8.4 Set fire to couch where mother was sleeping, 
singed mother’s hair 
3 M 8.9 Attempted to stab homemaker with knife, says 
he “wanted to see her dead”; wants to kill 
mother, father, and grandmother and to "cut off 
my sister’s tit" 
4 M 10.4 Tried to stab brother 3 or 4 times with knife and 
fork 
3 M zn Tried to choke boy on hospital ward; hit brother 
on head with bunk bed ladder 
6 M 10.2 'Iried twice to kill mother, stood over her with 
hammer and turned on gas jets in house; wanted 
to kill boy with kitchen knife 
7 F 6.6 Taunts older brother with knife, threatening to 
cut off his head 
8 M 11.4 Threatened to kill mother; tried to strangle 
brother and sister with hands 
9 M 3.9 Threw scissors at mother and visitor, held knife 
to mother's throat while she slept 
10 M 9.9 Threatened to kill mother; threatened brother 
with butcher's knife twice; threatened to poke 
out teacher's eyes; hit teacher with rubber bat 
11 M 11.3 Drew kitchen knife on mother 
12 M 8.3 Choked children at school, had to be pulled 
away 
13 M 9.9 Threatens to kill people with knives; threatened 
foster mother while playing with knives 
14 M 9:3 Attempted to awaken mother by hitting her on 
head with hammer 
15 M 12.0 Threatened sister with knife; slept with it under 
pillow 
16 M 9.2 Tried to “immolate” a classmate; tried to hit an- 
other boy over head with heavy equipment 
17 F 7.9 Attempted to choke classmate 
18 M 9.1 Tried to stab brother with butcher knife 
19 F 12.6 Gave pills to $-year-old brother, resulting in 
hospitalization 
20 M 5.0 Hit teacher with rubber bat, stating he wanted 
to kill her 
21 M 11.3 Unprovoked attack on teacher with rubber hose, 


requiring several men to restrain him; pulled 
knife on peers who had beaten him up 


Other Violent or Deviant Behaviors 


Bites children in school 


Fights with peers; set fires in home 3 weeks be- 
fore admission 

Carries pocket knife “for protection”; fights 
with teachers; knocked out peer’s teeth in fight 
over cookies 


Put penis in mouth of 2-year-old cousin; drew 
picture of boy having head cut off by Devil; set 
fires in trash can, igniting entire apartment 

In kindergarten fought with teachers and peers, 
needed to be restrained at ankles and wrists; bit 
and punched staff members on ward 

Threw brick from roof of treatment center, an- 
gry that someone messed up art work 


Uncontrollable at home and school; fights with 
siblings and friends; plays with matches 
Scratched mother on face and chest when she 
tried to separate him in fight with another boy 


Throws furniture; fights with peers 


Hits and throws objects at mother; fights with 
friends; lit fire after voices told him to do so; 
cruel to family dog 

Fought and threw chairs on ward 


Provoked children on ward 


Hit children on wards; performed fellatio with 
another child; punched boy in nose; put cat un- 
der hot water; fire setting since age 3 

Fights in school with peers and teachers; exposes 
genitalia; touches other people's penises; uri- 
nates in school staircase; set fire to papers, near- 
ly burned house down 

Threatens brothers with screw drivers; hides 
knives under bed; tried to break teacher's glasses 
and pulled hair from her head; wanted to hurt 
father with knives; set fire to house 

Fights with peers; provoked peers on ward 
Collects knives; fights with peers; set fire to 
kitchen carpet 

Tried to attack boy and staff on ward; throws 
chairs 

Hits and bites people; scratched face of hospital 
staff member; throws and breaks furniture 
Several attacks on teachers 


30%) and to have averaged a greater number of head biological father living at home (5% versus 27%; 


injuries as well. Xy =2.710, p=.100). Nevertheless, records indicated 
that when the fathers of the homicidal children did 
Family Violence and Psychopathology appear, their presence was often literally “felt”; in 


62% of the households of homicidal children, the 

Almost all of the children in both groups had a fathers had been physically violent to the mothers, 
biological mother in the home, 9596 of the homicidal ^ compared with only 13% of the households of nonho- 
group and 87% of the nonhomicidal group. On the — micidal children (x,^— 11.020, p=.001). In fact, 37% 
other hand, few households in either group had a of the fathers of homicidal children had themselves 
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been homicidal, as had 13% of the fathers of nonho- 
micidal children. For example, 2 fathers were in jail for 
manslaughter, 1 was wanted for murder, 1 had been 
deported from the United States for stabbing a man, 1 
father had attempted to drown his son, 1 father threw 
his infant daughter against a crib, and 1 father was 
charged with assault after beating his wife so severely 
that she was hospitalized for 2 weeks. 

Alcoholism was also significantly more common in 
the fathers of homicidally aggressive children (52% 
versus 10%; x,*—9.115, p=.003). Moreover, al- 
though similar proportions of children in each group 
had been physically abused by someone (55% and 
45%), abuse by fathers specifically was more common 
in the homicidal group (29% versus 7%). In spite of 
the greater prevalence of violence among the fathers of 
the homicidal children, similar proportions of fathers 
in each group were said to be known to the courts or 
police (33% and 30%). 

In contrast to the fathers, only 10% of the mothers 
in each group were known to have been in trouble with 
the law. Of the mothers of the homicidally aggressive 
children, 25% had physically abused their children, as 
had 26% of the mothers of nonhomicidal children; 
33% and 26% of the respective groups were alcoholic; 
and 19% and 3% had been violent toward their 
husbands. None of these differences was significant. 
However, when these women were violent, they were 
very violent; 2 of the mothers of homicidal children 
had stabbed their mates in the chest. The most signifi- 
cant factor distinguishing the mothers of homicidally 
aggressive children from the mothers of nonhomicidal 
children was a history of psychiatric hospitalization; 
4396 and 795, respectively, had been hospitalized for 
psychiatric disorders (x,^—7.544, p.007). 


Multiple Regression Analysis 


We wondered which combination of the many 
symptomatic, behavioral, family, and experiential var- 
iables most clearly distinguished the homicidally ag- 
gressive from the nonhomicidal children. We therefore 
conducted a stepwise multiple regression analysis, 
using homicidal aggression and its absence as the 
dependent variables. We used as the independent varia- 
bles those factors that seemed to distinguish the groups 
from each other on chi-square tests and analyses of 
variance—namely, suicidal behavior, seizures, num- 
bers of head injuries, abuse by one's father, father's 
violence toward the mother, father's alcoholism, and 
mother's admission to a psychiatric hospital. We found 
that the following combination of factors significantly 
distinguished the groups: father's violence toward the 
mother, seizures, suicidal behavior, and mother's ad- 
mission to a psychiatric hospital. These factors togeth- 
er accounted for 57.5% of the variance. The father’s 
violence toward the mother accounted for 27.596 of 
the variance, seizures for 15.795, suicidal behavior for 
9.2%, and the mother's admission to a psychiatric 
hospital for 6.9%. 
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DISCUSSION 


A constellation of physiological, behavioral, and 
experiential factors seems to have contributed to ex- 
treme violence in these psychiatrically impaired chil- 
dren. Whether or not this constellation is characteristic 
of most extremely aggressive young children is uncer- 
tain and awaits replication studies. 

How might these factors operate to engender vio- 
lence? Having a seriously psychiatrically impaired 
mother is likely to contribute to a child’s violent 
behaviors in several ways. Obviously, the fact that a 
mother has been hospitalized for a psychiatric disorder 
from time to time suggests that a child has experienced 
loss and inconsistent, erratic mothering. Moreover, a 
seriously disturbed mother is likely to have been 
emotionally unavailable even when physically present. 
In addition to their own psychopathology, over 60% 
of the mothers of the homicidally aggressive children 
had married violent, physically assaultive men. Thus 
the households in which these children were raised 
were filled with violence. Many of the chart descrip- 
tions of the fathers indicated that they were as psychi- 
atrically impaired as their wives, but their violent, 
often psychotic behaviors were perceived by society as 
merely antisocial. Hence they were rarely hospitalized 
for psychiatric disorders. 

Having one or two psychotic parents also suggests 
that many of the homicidally aggressive children may, 
themselves, have been vulnerable to periodic psychotic 
disorganization (10, 11). This predisposition to perva- 
sive psychiatric disturbance may explain in part their 
bizarre patterns of homicidal and suicidal behavior. 
Both completed suicidal acts and completed homicidal 
acts are extremely rare for young children (8, 12). 
Suicide attempts are somewhat more common (13). 
When seen separately or together, they often indicate 
severe psychopathology (8, 14). 

The finding of a history of seizures in almost 50% of 
the homicidal children came as a surprise, especially 
because many had experienced only febrile seizures. 
The literature (15) suggests that early febrile seizures 
do not have significant sequelae. The relationship of 
violence to seizure disorders remains an area of active 
debate (16—19). It was impossible in these cases to 
determine whether any of the violent behaviors report- 
ed were temporally related to a seizure. However, 
given the prevalence of head trauma and/or perinatal 
problems in this sample, it seems that the significance 
of seizures is primarily an indicator of CNS dysfunc- 
tion. This kind of CNS vulnerability is often associated 
with lability of moods and impulsivity (20, 21). We 
speculate that CNS dysfunction combined with a 
vulnerability to psychotic disorganization contributed 
to the children’s impulsive self-destructive and homi- 
cidally aggressive behaviors. 

Whatever the importance of CNS vulnerabilities 
and/or a predisposition to psychosis, the most signifi- 
cant factor contributing to violence seems to have been 
experiential, namely, having a violent father. In what 
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ways might paternal violence encourage violent ag- 
gression in children? First, a violent father furnishes a 
model for behavior. Second, when directed toward the 
child his violence often causes the very CNS vulnera- 
bility to impulsiveness about which we have spoken. 
Finally, witnessing and being the victim of irrational 
violence engenders a kind of rage and frustration that, 
when directed inward, expresses itself as suicidal be- 
havior. When directed outward and displaced from the 
father, it manifests itself as homicidal aggression. 
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SUICIDAL AND ASSAULTIVE BEHAVIOR IN CHILDREN 


Suicidal and Assaultive Behavior in Children: Classification, 
Measurement, and Interrelations 


Cynthia R. Pfeffer, M.D., Robert Plutchik, Ph.D., and Mark S. Mizruchi, Ph.D. 


In 102 children aged 6 to 12 years who were in a 
municipal psychiatric inpatient or outpatient clinic, 
the authors identified four groups of suicidal and/or 
assaultive behaviors. Logistic regression analyses 
showed that neurosis, intellectualization, and low 
levels of aggression predicted membership in the 
nonassaultive-nonsuicidal group; intense aggression, 
parental suicidal behavior, parental assaultive 
behavior, and compensation predicted it in the 
assaultive-suicidal group; depression, a minimum of 
aggression, and adjustment disorder predicted it in 
the suicidal-only group; and intense aggression and 
absence of depression predicted it in the assaultive- 
only group. Two clearly distinct types of suicidal 
children were delineated. (Am J Psychiatry 140:154— 
157, 1983) 


n a previous investigation of more than 100 chil- 

dren aged 6 to 12 years in psychiatric inpatient or 
outpatient care (1, 2) we found that depression, hope- 
lessness, feeling worthless, preoccupation with death, 
believing the concept that death is temporary and 
pleasant, and parental depression and suicidal behav- 
ior were specific high-risk factors for childhood suicid- 
al behavior. Furthermore, we observed that severe 
ageression, lack of anxiety and depression, and severe 
assaultive behavior of the parents were significant 
factors for high risk of assaultive behavior in this 
sample of children (3). Consistent with the observa- 
tions of other investigators (4—6) was our finding that 
the severity of suicidal behavior significantly correlat- 
ed with the severity of assaultive behavior among these 
children. These findings suggest the possibility that 
suicidal and assaultive behaviors among children are 
not only multidetermined but interrelated. Further- 
more, these facts highlight the importance of defining 
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more specifically the interactions of variables that 
contribute to the expression of suicidal and assaultive 
behavior among latency-age children. 

An important issue requiring clarification is why 
some children express only assaultive behavior or only 
suicidal behavior while other children are both suicidal 
and assaultive or neither suicidal nor assaultive. The 
purpose of this paper is to examine the relations 
between a number of environmental and intrapsychic 
variables and the child's expression of suicidal tenden- 
cies alone, assaultive tendencies alone, both suicidal 
and assaultive tendencies, and neither suicidal nor 
assaultive tendencies. 


METHOD 


One hundred two children aged 6 to 12 years were 
evaluated in either the child psychiatry inpatient unit 
or the child psychiatry outpatient clinic of a large 
municipal hospital. All children admitted to the psy- 
chiatric hospital ward from December 1976 to Febru- 
ary 1979 were included in the study. All children in 
this age range evaluated in the outpatient clinic from 
January 1978 to February 1979 were included in the 
study. The children had a therapist who was either a 
child psychiatry fellow or a child psychology intern. 
Each therapist was supervised and trained in inter- 
viewing techniques and the use of the research instru- 
ments. The research instruments, their construction, 
and their internal reliabilities have been described in 
previous papers (1—3). The instruments included a 
Spectrum of Suicidal Behavior Scale, a Spectrum of 
Assaultive Behavior Scale, a Recent Environmental 
Events Scale, Recent and Past Affects and Behavior 
scales, a Family Background Scale, a Child's Concept 
of Death Scale, an Ego Functioning Scale, and a 
Defense Mechanism Scale. 

A mean or total score could be obtained for each 
scale. Preliminary interrater agreements for the scales 
were determined by two experienced interviewers 
simultaneously observing interviews of the children 
and their parents and subsequently independently en- 
tering the information on the scales. The interrater 
agreements of all the scales ranged from 9276 to 
10096; the internal reliabilities of the scales, described 
previously (1), were all significant. 

The research instruments were completed during the 
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routine clinical process of interviewing the hospitalized 
and outpatient children and their parents. Data collec- 
tion was completed within 1 month after the child was 
admitted to either the inpatient or outpatient unit. 

For statistical analysis, the children were grouped 
into four categories. The first group, called nonassaul- 
tive-nonsuicidal, were children with no assaultive 
ideas, threats, or attempts and no suicidal ideas, 
threats, or attempts. The second group, called sui- 
cidal-only, consisted of children with no assaultive 
ideas, threats, or attempts and with either suicidal 
ideas, threats, or attempts. The third group, called as- 
saultive-only, included children with assaultive 1deas, 
threats, or attempts but no suicidal ideas, threats, or 
attempts. The fourth group, called assaultive-suicidal, 
included children with suicidal ideas, threats, or at- 
tempts who also had assaultive ideas, threats, or 
attempts. 

The statistical analyses included several analyses of 
variance to assess the differences among the four 
groups of children on such variables as precipitating 
events, anxiety, depression, aggression, antisocial be- 
havior, family factors, parental separation, parental 
suicidal and assaultive behaviors, the child's preoccu- 
pation with death, ego functioning, defense mecha- 
nisms, and diagnoses. When the analyses demonstrat- 
ed a significant difference among the four groups of 
children, the Scheffé technique was used to identify 
which specific groups of children were significantly 
different. Finally, logistic regression analyses were used 
to identify the variables that best predicted member- 
ship in each of the four different groups. 


RESULTS 


Table 1 shows the sex and mean ages of the 102 
children according to group membership. All the chil- 
dren were from lower-class to lower-middle-class so- 
cioeconomic backgrounds. The race/ethnic distribu- 
tion was equally represented by Hispanics, blacks, and 
whites: 32% (N33) were Hispanic, 36% (N=37) 
were black, and 3196 (N=32) were white. 

DSM-III diagnostic criteria were used. There were 
more than 102 diagnoses because multiple diagnoses 
were used. The most common diagnoses for the entire 
study group were borderline personality disorder 
(39.2%, N=40), specific developmental disorder 
(34.3%, N=35), conduct disorder (32.4%, N=33), 
and affective disorder (24.5%, N=25). Among the 17 
nonassaultive-nonsuicidal children, neurosis was the 
most common diagnosis (47.1%, N=68); organic 
brain syndrome was the least common in this group 
(none of the children). Among the suicidal-only chil- 
dren, affective disorder was the most common diagno- 
sis (45.5%, N=5) and mental retardation was the least 
common (none of the children). Among the 26 assaul- 
tive-only children, specific developmental disorder was 
the most common (46.6%, N=12) and neurosis was 
the least common (3.8%, N=1). Among the 48 assaul- 
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TABLE 1. Sex Distribution and Mean Age of Four Groups of 
Children in Psychiatric Treatment 





Sex Distribution 


Boys Girls — 


Age 
Group N % N “o (years) 
Nonassaultive-nonsuicidal 
(N=17) 10 58.8 7 41.2 9.2 
Suicidal-only (N=11) 6 54.5 $ 45,5 10.2 
Assaultive-only (N26) 22 84.6 4 15.4 8.8 


Assaultive-suicidal 
(N=48) 45 938 3 63 8.8 
Total (N 102) 83 81.4 19 18.6 9.0 


tive-suicidal children, borderline personality disorder 
was the most common (54.296, N=26) and mental 
retardation (6.3%, N=3) and neurosis (6.3%, N=3) 
the least common. 

Table 2 shows the mean scores on the research 
instrument variables for the four groups of children. 
These variables may be divided into categories of 
symptoms, ego functioning, and environmental factors. 

Aggression was significantly greater for both the 
assaultive-only children and the assaultive-suicidal 
children than for either the nonassaultive-nonsuicidal 
children or the suicidal-only children. Depression was 
significantly greater among the suicidal-only children 
than among the assaultive-only children. Antisocial 
behavior, shown by symptoms of lying, stealing, and 
truancy, was significantly more common among the 
assaultive-only children than among the nonassaultive- 
nonsuicidal children. 

Only two of the ego defenses were significantly 
different among the groups. The nonassaultive-nonsui- 
cidal group scored higher on intellectualization, while 
the assaultive-suicidal group scored highest on com- 
pensation. Suicidal-only children scored significantly 
higher on reality testing than did assaultive-suicidal 
children. 

The assaultive-only children and the assaultive-sui- 
cidal children experienced significantly more parental 
violence than the other children. The parents of the 
assaultive-suicidal children and the suicidal-only chil- 
dren had significantly more suicidal behavior than the 
parents of the other children. 

Table 3 shows the logistic regression analyses that 
identified the variables which best predicied member- 
ship in each group of children. One of the most 
significant findings is that the regression analyses 
showed that the degree of expression of aggressive 
tendencies was a predictor of group membership for 
each of the four groups of children. 


DISCUSSION 


One way of interpreting the findings of this study is 
to suggest that there are two basic groups of childrer 
who come to psychiatric attention. One is a group 
characterized by minimal degrees of aggression, good 
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TABLE 2. Mean Scores on Research Instrument Variables of Four Groups of Children in Psychiatric Treatment 








*For a discussion of this technique, see reference 7. 


*Coefficient greater than twice its standard error indicates statistical significance. 


Nonassaultive- Assaultive- 
Nonsuicidai Suicidal-Only Assaultive-Only Suicidal 
Variable (N=17) (N=11) (N=26) (N=48) F (df=3, 101) 
Symptoms 
Aggression LS 323 6.5 6.8 25.9 «.001 
Depression 24.2 41.6 19.8 34.1 4.0 <.01 
Antisocial behavior M 5 1 8 3.5 «.01 
Ego functioning 
Compensation yi 6 1.0 1.3 4.3 «.01 
Reality testing 14.5 15: 13.1 13.0 2.5 «.05 
Intellectualization .8 5 2 3 3.1 <.05 
Environmental factors 
Parental assaultive behavior 1.8 2.0 3.0 3.8 5.7 <.001 
Parental suicidal behavior 0 3 1 9 4.3 «.01 
TABLE 3. Results of Logistic Regression Analyses for Four Groups of Children 
Group Variables That Best Distinguished Group Logit Coefficients (se)? Coef/se* 
Nonassaultive-nonsuicidal (N=17)¢ Aggression —.60 (.16) —3.67 
Neurosis .85 (.40) 2.12 
Intellectualization 1.02 (.48) 2.10 
Assaultive-suicidal (N -48)* Aggression .26 (.08) 3.1 
Parental suicidal behavior .73 (.32) 2.28 
Compensation -73 1.33) 2.23 
Suicidal-only (N=11)¢> Depression .05 (.02) 2.74 
Aggression —.04 (.15) —2.68 
Adjustment disorder 1.01 (.43) 2.34 
Assaultive-only (N=26)¢ Depression —.04 (.01) —2.90 
Aggression .23 (.09) 2.53 


*Hosmer and Brown chi-squares are not significant, indicating the absence of significant error in the model. 


reality testing, intellectualization as an ego defense, 
neurosis, and depression. The second group is charac- 
terized by intense expression of aggression, deficits in 
reality testing, compensation as a frequent ego defense, 
and multiple acting-out behaviors. 

Another important contribution of this study is the 
delineation of two types of suicidal children. One type, 
suicidal-only, is composed of children with relatively 
stable ego functioning, including good reality testing, 
who decompensate and become overtly depressed only 
under the influence of extreme environmental stress- 
ors. The other group of suicidal children, the assaul- 
tive-suicidal, have distinct ego deficits and are prone to 
identify with parental acting-out of suicidal tendencies. 
These suicidal children are subject to a variety of 
symptomatic behaviors, predominantly including rage 
episodes and serious assaultive tendencies. These two 
subgroups of suicidal children conform to those 
Shaffer (8) described as the isolated, withdrawn type 
and the impetuous, violent type. 

In contrast to the comparison between the subtypes 
of suicidal children, there were less specific distinctions 
between the two subtypes of assaultive children. Both 
groups of assaultive children were beset with multiple 
deficits in ego functioning and extremely stressful 
environmental conditions. The assaultive-suicidal chil- 
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dren were uniquely characterized by the presence of 
assaultive and suicidal behavior among the parents. It 
was only in this group that the variable of parental 
behavior acted as a significant predictor of group 
membership. 

The greatest contrast in characteristics was noted 
between two of the subtypes of children, that is, the 
suicidal-only children and the assaultive-only children. 
The suicidal-only children clearly represented children 
beset mostly by extreme environmental pressures, in 
contrast to the assaultive-only children, who represent- 
ed those children with temperamental, constitutional, 
and life experience difficulties. Most important, among 
these two subtypes of children there was an exact 
inverse relationship in the degree of expression of 
depression and aggression. 

From a theoretical point of view, the evidence 
presented in this paper does not deal directly with the 
question of whether suicidal behavior is an expression 
of inhibited aggression or aggression turned inward, as 
some writers (4, 5, 9—12) have suggested. The data are 
compatible with the view that assaultiveness and sui- 
cidal behavior are two independent patterns of behav- 
iors that are produced by different sets of variables. 
When these different sets of variables occur in isola- 
tion, the result is a group of children who are assaul- 
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tive-only or another group of children who are suicid- 
al-only. 

These findings have a number of clinical implica- 
tions. First, suicidal and assaultive behaviors are multi- 
determined. In order for clinicians to determine the 
suicidal or assaultive potential of any particular child, 
they must assess environmental stresses, types of 
expression of affects, and ego functioning. Clinicians 
should particularly look for evidence of assaultive or 
suicidal behavior of the parents as major contributors 
to risk, 

Second, although some suicidal children show in- 
tense depression, other suicidal children exhibit rela- 
tively less depression but show highly intense aggres- 
sion. Therefore, this study has shown that not all 
suicidal children are predominantly depressed. 

Finally, it seems evident that a proper assessment of 
these variables may focus treatment in a more efficient 
manner. When parental suicidal or assaultive behav- 
iors are predominant, family therapy should be insti- 
tuted rapidly. For other children, the choice of adjunct 
medication should depend on the nature of the af- 
fects expressed and the nature of the ego deficits identi- 


fied. 


Am J Psychiatry 140:2, February 1983 


11. 


12. 


PFEFFER, PLUTCHIK, AND MIZRUCHI 


REFERENCES 


. Pfeffer CR, Conte HR, Plutchik R, et al: Suicidal behavior in 


latency-age children: an empirical study. J Am Acad Child 
Psychiatry 18:679—692, 1979 


. Pfeffer CR, Conte HR, Plutchik R, et al: Suicidal behavior in 


latency age children: an outpatient population. J Am Acad 
Child Psychiatry 19:703—710, 1980 


. Pfeffer CR, Plutchik R, Mizruchi M: Predictors of assaultiveness 


in latency age children. Am J Psychiatry 140:31—35, 1983 


. Ackerly WC: Latency age children who threaten or attempt to 


kill themselves. ] Am Acad Child Psychiatry 6:242-261, 1967 


. Bender L, Schilder P: Suicidal preoccupations and attempts in 


childhood. Am J Orthopsychiatry 7:225—-234, 1937 


. Mattsson A, Hawkins JW, Seese LR: Suicidal behavior as a child 


psychiatric emergency. Arch Gen Psychiatry 20:100—109, 1969 


. Feinberg SE: The Analysis of Cross-Classified Categorical Data. 


Cambridge, Mass, MIT Press, 1980 


. Shaffer D: Suicide in childhood and early adolescence. J Child 


Psychol Psychiatry 15:275—291, 1974 


. Freud S: Mourning and melancholia (1917), in Complete 


Psychological Works, standard ed, vol 14. London, Hogarth 
Press, 1955 


. Menninger KA: Man Against Himself. New York, Harcourt, 


Brace, 1938 

Sandler J, Joffee WG: Notes on childhood depression. Int ] 
Psychoanal 46:88—96, 1965 

Kendell RE: Relationship between aggression and depression. 
Arch Gen Psychiatry 22:308—318, 1970 


157 


UNDERRECOGNITION OF PATIENTS’ PSYCHOSOCIAL DISTRESS 


Underrecognition of Patients’ Psychosocial Distress 
in a University Hospital Medical Clinic 


Troy L. Thompson II, M.D., Alan Stoudemire, M.D., Wayne D. Mitchell, Ph.D., 
and Richard L. Grant, M.D. 


Seventeen areas of psychosocial distress were 
evaluated in 87 university hospital internal medicine 
clinic patients by a self-administered questionnaire 
and a psychiatric interview. These patients’ internists 
then predicted the patients’ distress level in each 
area. Their predictions correlated significantly with 
their patients’ self-reports of distress-level problems 
in only 3 of the 17 areas. Even when the internists 
felt that they had sufficient information to make an 
accurate prediction, their perceptions were often 
erroneous, including evaluations of such areas as 
suicidal ideation and drug use. These data suggest 
the need for active psychiatric education components 
in internal medicine training programs. (Am ] 
Psychiatry 140:158—161, 1983) 


- he estimated prevalence of clinically significant 
psychosocial and psychiatric disorders seen in 
general medical practice has varied from 1.7% to 88%, 
with most studies finding rates between 4% and 20% 
(1, 2). Most previous attempts to measure general 
medical physicians’ awareness of psychiatric disorders 
in their patients have focused on one or two specific 
areas and often revealed underrecognition primarily of 
depression and cognitive disorders (3—5). The present 
study used two psychosocial questionnaires that mea- 
sure prevalence of psychosocial distress in 17 areas and 
physicians’ awareness of such distress in each area. 


METHOD 


We selected 87 patients for the study from the 
individual outpatient clinic practices of 21 internal 
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medicine interns, residents, and faculty members. The 
sample was drawn from a pool of patients each of 
whom had been seen at least three times by his or her 
internist (who was the primary physician), including 
once within the previous month. The sample was 
drawn from a card file of all the clinic patients’ names. 
The procedure was neither strictly random nor system- 
atic in a statistical sense, but we made an effort to draw 
a proportionate number of names beginning with each 
letter of the alphabet, providing patients met the 
criteria we have just described. 

Despite the procedural shortcomings, the demo- 
graphic characteristics of the sample did not differ 
significantly from known demographic characteristics 
of the total clinic population, and the results of our 
selection procedure were not significantly different 
from those obtained for more systematically chosen 
samples used in other studies at this clinic. Approxi- 
mately 3,000 predominantly Caucasian outpatients 
are seen in the clinic in about 13,000 annual visits. The 
female-to-male ratio 1s 2:1, and about two-thirds of 
the patients are over 50 years of age. Most are of lower 
socioeconomic status and live in metropolitan Denver, 
and about 90% have a high school education or less. 
We regard the sample as representative of the outpa- 
tient medical clinic population at the University Hospi- 
tal, Denver; whether it is representative of all outpa- 
tient clinics at that or other teaching hospitals is not 
known. 

We used two psychosocial screening instruments 
developed by one of us (R.L.G.). (Questions regarding 
these questionnaires should be directed to Dr. Grant, 
P.O. Box 1649, Peoria, IL 61656.) The Psychosocial 
History Screening Questionnaire (PHSQ) was self- 
administered by the patients. It is designed to deter- 
mine patients’ dissatisfaction in a variety of psychoso- 
cial areas. Its 36 questions allow for responses on a 6- 
point scale, with 1 corresponding to extreme 
dissatisfaction and 6 representing no dissatisfaction in 
that psychosocial area. The Clinician Appraisal of 
Psychosocial Problems (CAPP) contains 22 items that 
correspond to those on the PHSQ. This form is 
completed by the patient's physician and measures the 
physician's judgment as to whether a significant prob- 
lem exists. It uses the same 6-point rating scale for each 
item, and it also has a separate category that is to be 
checked if the physician feels that he or she lacks 
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sufficient information to accurately rate the patient’s 
dissatisfaction in each area. 

There is a difference in the number of items on the 
questionnaires (36 on the PHSQ and 22 on the CAPP) 
because some areas are measured by more than one 
item. In such cases the items are summed to produce a 
single numerical rating in that area. For example, the 
CAPP “symptoms of distress" category is a combined 
score for questions on the PHSQ about crying, depres- 
sion, chronic fatigue, sleep disturbance, appetite and 
weight changes, panic, and fear or anxiousness. Both 
questionnaires measure 17 areas of potential psycho- 
social dissatisfaction. 

Extensive reliability and validity data are not yet 
available on these two instruments. However, concur- 
rent psychiatric assessments in the areas measured 
have yielded correlations ranging from .54 to .94. The 
instruments were chosen because 1) they appeared to 
be adequate for screening purposes, 2) they are at an 
appropriate reading level for most of the clinic popula- 
tion, and 3) they were developed at the study institu- 
tion and focus on the kinds of psychosocial problems 
that are often encountered in outpatient populations. 

[n the first phase of the study, the internists filled out 
CAPPs based on their recollection of each patient's 
psychosocial problems (i.e., the CAPP was not filled 
out during a patient visit, and medical records were 
not used). In the second phase, 1 of 6 research 
psychiatrists conducted a 15-min interview with each 
patient after the PHSQ had been completed by the 
patient. The patients’ PHSQs were available for review 
by the psychiatrists during the interviews. The psychia- 
trists also subsequently completed a CAPP for each 
patient. The research psychiatrists were blind to the 
results of the internists’ CAPPs, and the internists were 
not aware that their CAPPs would be compared with 
the patients’ self-assessments. The internists did not see 
the patients between the two phases of data collection, 
which spanned less than 2 weeks. Thus, three sets of 
data were collected for each patient: the PHSQ com- 
pleted by the patient, the CAPP completed by the 
patient’s internist, and the CAPP completed by a 
research psychiatrist whose interview was guided by 
the patient’s questionnaire. 

We define distress-level psychosocial problems as 
those with responses of 1 or 2 on the 6-point rating 
scale used for each item. This definition was obtained 
by asking 100 mental health clinicians to indicate the 
responses on each PHSQ item that they felt would 
necessitate further investigation and possible clinical 
intervention. Distress-level responses include only 
those categories in which at least 80% of the clinicians 
thought further evaluation was indicated. Responses 
of 1 or 2 met this criterion on all of the 6-point PHSQ 
items. The individual items on the PHSQ and CAPP 
were not further validated by comparison with other 
psychosocial questionnaires. However, the research 
psychiatrists’ assessments clinically validated the 
PHSQs’ results in one sense, since the psychiatrists’ 
interviews reassessed the data from the PHSQs. 
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TABLE 1. Percentages of 87 Internal Medicine Clinic Patients With 
Distress-Level Psychosocial Problems 


rene 


Patients With Problems 
at Distress Level 





Psychosocial Problem N o 
Finances FAS 29 
Leisure 17 19 
Occupation 16 19 
Sexual difficulties 13 15 
Education 12 14 
Living situation 10 12 
Suicidal tendency 9 10 
Expressing feelings 8 9 
Legal difficulties 8 9 
Concerns about significant others 7 8 
Drug use 4 5 
Religion 4 5 
Assertiveness 3 3 
Symptoms of distress 3 3 
Alcohol use 3 3 
Temper 2 2 

2 2 


Marital/primary partner 


RESULTS 


The percentages of patients whose responses were a: 
the distress level for each of the problem areas on th: 
PHSQ are shown in table 1. A majority (IN = 48) of th: 
87 patients in the sample had at least one distress-levc: 
problem, and about one-third (N=28) had two o: 
more. The most frequently cited distesss-level prok- 
lems were finances, time or motivation to pursu. 
leisure activities, and problems with work. The per- 
centages of patients who had distress-ieve! suicide 
tendencies, sexual difficulties, or concerns about ex- 
pressing or controlling the expression of their feelings 
are noteworthy. 

We calculated Pearson r correlations io see how 
closely each physician group came to recognizing the 
patient's own assessment of his or her psychosocii! 
distress levels in the 17 areas measured. This statist.c 
can range from —1.0 to +1.0. Correlations betwee) 
.00 and .40 were considered low, between .41 and .60) 
were considered moderate, and above .60 were consid- 
ered high. Gammas were also computed, and tke 
pattern of significant correlations was essentially the 
same as that obtained with the Pearson r. 

There were no significant (p<.05) differences amorg 
the internal medicine interns, residents, and faculty 
members in correlations of their assessments with their 
patients’ PHSQs, so their data were poored. Similar], 
there were no significant differences among the corr.- 
lations of the 6 research psychiatrists’ assessments with 
the patients’ PHSQs, so the psychiatrists’ data we: 
also pooled. There were marked differences in correla- 
tions with patients’ ratings between the 'nternists' ard 
psychiatrists’ assessments, however. The correlations 
between psychiatrists’ ratings and patient self-ratinss 
were much higher than the correlations »ctween inter- 
nists’ and patients’ ratings, as would be expected, since 
the psychiatrists reviewed the PHSQs; the psychia- 
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trists’ correlations ranged from .36 to .86. The psychi- 
atrists’ evaluations achieved statistically significant 
correlations with patients’ self-ratings in all 17 areas of 
psychosocial distress. The mean correlation was .62. 

For the internists, who did not have access to 
patients’ questionnaires and who in general had not 
conducted a specific psychosocial assessment of their 
patients, significant correlations were obtained in only 
3 of the 17 areas (use of alcohol, .32; symptoms of 
distress, .17; and difficulties with temper, .19; 
mean=.23). Thus, this sample of internists consistently 
underestimated distress-level psychosocial concerns in 
their patients in 14 of the 17 areas. While it would 
have been interesting to know in more detail how the 
internists rated patients identified as distressed by the 
psychiatrists, the numbers of patients so rated were too 
small to yield any interpretable patterns in the inter- 
nists’ ratings. 

There were also fairly large differences between 
internists and psychiatrists in the percentage of pa- 
tients for whom they thought they had insufficient 
information to make an accurate assessment in each 
problem area. For the internists, this percentage 
ranged from 3% to 54% (mean=19%). For the psy- 
chiatrist group, these percentages ranged from 0% to 
9% (mean=2%), 


DISCUSSION 


Despite the fact that psychosocial and psychiatric 
problems occur frequently in medical practice, physi- 
cians vary widely in their willingness to deal with these 
aspects of medical care (6). While many physicians 
have the necessary clinical skills to diagnose and 
manage these disorders in their patients, some do not 
feel that this aspect of medical care is their responsibil- 
ity (7). A study of internal medicine house-staff officers 
(8) revealed the following reasons for avoiding the 
psychosocial and psychiatric problems of their pa- 
tients: 1) their job as physicians is to care for “‘medi- 
cal," not psychosocial, problems, 2) they do not have 
enough time to deal with the psychosocial aspects of 
their patients’ problems, 3) talking with patients about 
emotional distress is too painful and upsetting for the 
patient and is best not done, and 4) it is a waste of time 
to address the patients’ psychosocial problems because 
they are beyond the internists’ capacity to solve. 

Since one of the purposes of the present study was to 
determine internists’ levels of awareness of patients’ 
psychosocial problems, the correlations reported for 
internists are baseline awareness data for internists 
making their assessments without benefit of specific 
psychosocial patient interviews or access to the pa- 
tients’ self-assessments. It is evident that the internists 
in this study did not recognize several potentially very 
important psychiatric diagnoses (e.g., suicidal ide- 
ation) in this sample of their patients, although the 
patients were willing to reveal at least some of the 
problems if they were asked. 


160 


The research psychiatrists’ correlations represent the 
optimal level of awareness of psychosocial problems 
that could be expected short of a lengthy and more 
formal psychiatric evaluation. The psychiatrists’ corre- 
lations thus yield a rough measure of an awareness 
level that might be expected of internists under optimal 
conditions, i.e., conducting a brief psychosocial inter- 
view after reviewing a screening questionnaire filled 
out by the patient. The contrast between the correla- 
tions for the two groups indicates how poorly the 
internists did relative to a fairly high but not impossi- 
ble standard. 

In one sense the study design made things difficult 
for the internists. They were asked to recall psychoso- 
cial information about their patients without the ad- 
vantage of using the PHSQ. Having them rate their 
patients immediately after clinic visits might have 
resulted in better performance, but it probably would 
also have changed their usual practice. What we were 
really interested in was determining a baseline level of 
internists’ psychosocial awareness and comparing that 
with a reasonable standard. Chart reviews were not 
considered as a data source because of difficulties in 
quantifying the data and in obtaining comparable, 
specific information across providers and patients. 
However, it is interesting to note that a chart audit 
done as part of another study in the same clinic 
revealed that psychosocial problems were mentioned 
only about 5% of the time, and the notes were not 
specific enough to permit an adequate evaluation of 
assessment or treatment plans. 

Any study that collects data in conjunction with 
patient visits will affect internists’ sensitivities to psy- 
chosocial problems. The present study design can be 
regarded as minimally obtrusive. As such, it provides a 
kind of baseline set of data against which other studies 
with conditions more favorable to the recall of psycho- 
social problems can be compared. The baseline data 
presented here represent the minimal level of perform- 
ance we could expect from internists, and the results 
need to be interpreted with that in mind. 

By including a response category “insufficient infor- 
mation” for each area measured, the present study 
attempted to compensate for the difficulties in recall 
imposed by the design. The correlations we have 
reported were obtained only from those physicians 
who thought that they had sufficient information 
about their patients in each area to make accurate 
assessments. Physicians who responded in the not- 
enough-information category for a given item on the 
CAPP were excluded from the correlations for that 
item, since by selecting that response they abstained 
from making an assessment in that area. This suggests 
that factors other than a simple lack of information 
may account for the internists’ underrecognition of 
their patients’ psychosocial problems. 

Even among internists who thought that they had 
sufficient information to make valid psychosocial as- 
sessments of their patients, there were only three 
significant but low correlations with the distress-level 
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concerns of these patients. One inference is that the 
internists did not know when they had insufficient 
information to make accurate assessments of their 
patients’ psychosocial problems. For example, about 
10% of the patients in the sample gave distress-level 
responses to items measuring suicidal tendency. The 
internists thought that they had adequate information 
regarding this problem about 9596 of the time, and yet 
there was not a significant correlation between the 
internists’ assessments and their patients’ responses in 
this area. 

Physicians’ attitudes toward psychosocial problems 
appear to be a central factor in determining whether or 
not such problems are initially recognized. Physicians 
who are "interested and concerned, empathic” and 
routinely have open discussions with their patients on 
psychosocial topics have shown higher recognition of 
these problems (9). The years of internal medicine 
training and experience had neither a positive nor a 
negative effect on recognition of these problems in our 
study. The interns and residents did as well as their 
faculty teachers in recognizing distress-level psychoso- 
cial problems in their patients. 

The prevalence of distress-level problems shown in 
table 1 also suggests that the patients were not reluc- 
tant to report pertinent information in these areas on a 
questionnaire. As a profile of the psychosocial prob- 
lems experienced by this sample of clinic patients, the 
percentages in table 1 take on added significance 
because the data did not come from 1n-depth inter- 
viewing but were spontaneous responses to a self- 
administered questionnaire. These percentages can 
probably be regarded as conservative estimates of the 
prevalence of psychosocial problems in these patients 
because in some areas (e.g., sexual problems, alcohol 
and drug abuse) patients may minimize or underreport 
the severity of these problems to their physicians. The 
prevalence of dissatisfaction with finances, leisure 
time, occupation, educational level attained, and prob- 
lems with living situation of the patients in this study 
may be partially accounted for by the largely indigent 
population served by the clinic. 

Given the time constrictions on many physicians, 
some method should be utilized to rapidly screen for 
psychiatric disorders in their patients (10—12). Physi- 
cians’ awareness of serious psychiatric problems has 
been found to decrease the length and severity of 
symptoms (13), and appropriate psychiatric interven- 
tions decrease overall medical utilization and poten- 
tially maximize cost effectiveness (14—17). Moreover, 
the fact that as many as 81% of patients who commit 
suicide have visited a physician in the 6 months before 
death and some have used prescribed medications in 
carrying out the act raises the question as to how many 
of these deaths could have been prevented by proper 
detection and treatment (18). 

The data of this study suggest that periodic adminis- 
tration of a psychosocial screening questionnaire such 
as the PHSQ might improve physician recognition of 
psychiatric disorders. Such screening devices may fa- 
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cilitate the exchange of psychosocial information be- 
tween patient and physician and provide a structured 
vehicle for increasing the physician's awareness of and 
sensitivity to psychosocial issues that might otherwise 
be overlooked or avoided. Reviewing the completed 
questionnaire would take only a few minutes with 
patients who do not have major problems. For those 
patients who do, such a review would ensure that fev 
significant areas of psychosocial distress are being 
overlooked and provide useful data for further evalua- 
tion and decisions regarding consultation or referral, 
Psychosocial problems are often the reason for patieni 
visits, they contribute significantly to the patient's 
physical symptoms or ability to tolerate them, and the: 
may influence compliance with medical advice. 
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IMPACT OF LATE-LIFE DEPRESSION 


Impact of Late-Life Depression on the Social Network 


Dan G. Blazer, M.D., Ph.D. 


The author tested the hypothesis that a major 
depressive disorder contributes to a decline in social 
support by studying data from 331 subjects 65 years 
of age and older who had been selected at random 
from a larger community group and screened for a 
major depressive disorder and the availability of 
social supports. Impaired social support was 
associated with the presence of a major depressive 
disorder. Thirty months later, however, the surviving 
subjects whose social supports had improved were 
2.62 times more likely to have been depressed earlier 
than those whose social supports did not improve. 
Major depressive disorder was a significant predictor 
of improvement in social supports at follow-up. (Am 
J Psychiatry 140:162—166, 1983) 


Ithough depression has an important biological 
component, the disorder 1s also known to have 
social-interactional components as well (1, 2). A num- 
ber of recent studies have considered the importance of 
a decline in the social support network as a precipitant 
of depression (1, 3). Few studies, however, have con- 
sidered the impact of depression on the social support 
network. Depressed individuals may weaken their ties 
to their social network over time because of the stress 
their symptoms place on the network. This “reversed” 
relationship may be of more importance to the clini- 
cian during the course of therapy than the social 
origins of depression. Pattison and associates (4) noted 
that "personal psychosocial networks have important 
anxiety-mediating properties in the management of 
stress when they are ‘normal,’ and on the other hand 
create and/or intensify anxiety states when they are 
pathologic." 
The study of the social environment of the depressed 
older adult is especially critical to the undersianding 
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and management of depression in later life. First, the 
network of the older adult is often more fragmented 
and less supportive than it is at other stages of the life 
cycle (5). Second, the elderly may be more susceptible 
to the deleterious effects of an impaired social network 
(6, 7). Decline of perceptual abilities and other adap- 
tive capacities can render the older person particularly 
susceptible to social insults. In addition, some have 
suggested that the elderly are less likely to develop 
genetically influenced diseases, such as manic-depres- 
sive illness (8), but this assumption is offset by the 
increased propensity for the older organism to experi- 
ence the adverse effects of mutations and coding errors 
(9). 

Clinicians who have written about the clinical man- 
agement of the elderly psychiatric patient have empha- 
sized the importance of social intervention (10—12). 
Butler and Lewis (11) encouraged the family to be 
"involved in any work with an older person unless 
circumstances dictate otherwise." The symptoms of 
the mentally ill, however, may undermine the ability of 
the family to provide a positive milieu for improve- 
ment over time. Grad and Sainsbury (13) found that 
nearly 7096 of the families referring patients to a 
mental health facility were suffering a significant bur- 
den in work, leisure, income, and health. Such burdens 
can produce strained relationships in the family (14, 
15). Therefore, although families can be of substantial 
benefit to the psychiatrically ill older adult, they 
themselves are in need of assistance if they are to 
function effectively. 

If social intervention by a therapist 1s to be instru- 
mental in preventing a serious strain in family relations 
over time, some understanding of the natural history 
of the effect of psychiatric symptoms on the social and 
family network would be valuable. In an attempt to 
further the understanding of the impact of depressive 
symptoms on the social network of older adults, I 
performed a secondary analysis of data collected in a 
community epidemiologic study. I hypothesized that 
depressive symptoms would be associated with a de- 
cline in social support over time. 

My sample was composed of 331 persons 65 years 
of age and over who were assessed for the presence of 
symptoms of a major depressive disorder and the 
availability of adequate social support. Thirty months 
after this initial assessment, 275 survivors whose social 
support network had been determined in the initial 
assessment were contacted by telephone follow-up. 
Social support was determined again at that time. Age, 
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sex, race, physical health status, and the adequacy of 
social support in the initial interview were controlled 
in an analysis of variance. 


METHOD 


In the fall of 1972 a stratified, random, self-weight- 
ed area probability sample was drawn for the purpose 
of determining functional status and perceived need of 
services among community-based elderly persons (65 
years of age and older) in Durham County, N.C. (16). 
Three criteria, determined by census tract data, were 
used to stratify the sample—urban versus rural, lower 
25% of socioeconomic status versus higher 25% of 
socioeconomic status, and 91% black versus less than 
91% black—and the sample was weighted to reflect 
the demographic characteristics of the entire county. 
Housing units were selected and all persons over the 
age of 65 residing in the chosen dwellings were asked 
by an interviewer to participate in the study. The 
principal investigative instrument used was the Duke 
Older Americans Resources and Services Community 
Survey Questionnaire (16). There was an 85% re- 
sponse rate (N=997). The subjects participating in the 
survey did not differ significantly from nonparticipants 
in age, sex, and race distribution. The health status of 
nonparticipants could not be determined. Individuals 
residing in any type of institution were not included in 
this sample. 

A follow-up study was performed 30 months after 
the initial survey. A subsample of 331 subjects was 
drawn by taking every third name in the original 
subject list. Subjects or an informant were contacted 
by telephone. Fifty of the subjects had died during the 
30-month interval, and 6 subjects could not be located, 
leaving 275 completed interviews at follow-up. Social 
support was assessed in both the initial and the follow- 
up survey, as described below. The subjects were not 
contacted during the interval between the initial and 
follow-up interviews. 

Data from a secondary analysis permitted testing of 
the hypothesis that the symptoms of a major depres- 
sive disorder significantly predict a decline in social 
support over time. Sixteen items from the Duke ques- 
tionnaire (16) were used to assess support (or social 
resources). The content of these items included 1)mari- 
tal status, 2) resident companions, 3) extent and type 
of contact with others, 4) availability of a confidant, 5) 
perception of loneliness, and 6) availability, duration, 
and source of help. The social resources scale was one 
of five scales (the others being economic resources, 
mental health status, physical health status, and activi- 
ties of daily living) used to measure individual func- 
tion. Summary ratings of functional status on each of 
the five dimensions were made on a 6-point scale that 
was uniform across dimensions and ranged from excel- 
lent functioning (a score of 1) to totally impaired (a 
score of 6). For some analyses, the 6-point scale was 
compacted into a dichotomous scale, with scores of 1 
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to 3 considered not impaired and scores of 4 to 6 
considered impaired. 

Symptoms of a major depressive episode were as- 
sessed by the use of the Duke Older Americans Re- 
sources and Services Depression Scale, which was 
derived from the Mental Health Status Scale (17). This 
18-item questionnaire has been shown to be both 
reliable and valid in identifying individuals suffering 
from a major depressive episode, using criteria derived 
from DSM-III. Depression was not assessed in the 
follow-up analyses. 

Functional status, economic resources, physical 
health status, and self-care capacity (activities of daily 
living) were assessed by the standard scoring of the 
Duke questionnaire (16). Economic resources reflected 
the adequacy of income and other financial resources; 
physical health resources reflected the presence or 
absence of physical disorders and participation in 
physical activities; and capacity for activities of daily 
living reflected performance of various Instrumental 
and physical (or bodily care) tasks that permit individ- 
uals to live independently. The reliability and validity 
of the Duke questionnaire have been established in 
previous studies (16). Other items within the question- 
naire assessed particular health-related behaviors, such 
as cigarette smoking and alcohol use. The use of 
mental health services was rare (.1%) in the sample 
and followed no particular pattern. 

To determine the impact of the symptoms of a major 
depressive disorder on the social network, an analysis 
of variance was performed. The dependent variable 
was the rating for social resources at 30-month follow- 
up. Covariates were age, physical health status, and 
social support at the time of the initial survey, with the 
factors (or main effects) including sex, race, and symp- 
toms of a major depressive disorder. The Statistical 
Package for Social Sciences was used for all analyses 


(18). 


RESULTS 


Thirty of the 331 subjects (9%) were suffering from 
symptoms of a major depressive disorder at the time of 
the initial survey. The demographic characteristics of 
the depressed and nondepressed subjects at that time 
are presented in table 1. As has been found in other 
studies of the elderly (19), there were no significant sex 
or race differences in the depressed and nondepressed 
subjects. However, the depressed were more likely to 
be older and to be unmarried. 

Before testing the main hypothesis, it will be helpful 
to consider the similarities and differences between the 
depressed and nondepressed subjects according to a 
series of selected characteristics. Depressed subjects 
were more likely to be older and to have alcohol 
problems, an increase in economic impairment, physi- 
cal health impairment, and impairment of activities of 
daily living. The increased age of the depressed sub- 
jects may partially explain each of these findings 


163 


IMPACT OF LATE-LIFE DEPRESSION 


TABLE 1. Demographic Characteristics of the Original Sample of 331 Elderly Patients 


Depressed Subjects 


(N=30) 

Characteristic N Jo 
Age 

Younger than 75 years 17 57 

75 years old or older 13 43 
Sex 

Male 11 37 

Female 19 63 
Race 

White 21 70 

Nonwhite 9 30 
Marital status 

Married 14 47 

Separated, widowed, divorced, or single 16 53 
Died 30 months later 6 20 
Impaired social resources 9 30 


Nondepressed Subjects 


(N—301) Comparison 
N % x? df Significance 
4.153 1 p<.05 
223 74 
78 26 
284 1 n.s. 
96 32 
205 68 
.228 1 n.s. 
196 65 
105 35 
523 1 p«.05 
120 40 
181 60 
44 15 .616 1 n.s. 
21 7 17.545 1 p<.01 


TABLE 2. Analysis of Covariance Demonstrating Relative Importance of Major Depressive Symptoms at Time of Initial Assessment as 
Predictor of Social Support at 30-Month Follow-Up for 275 Elderly Patients 





Source of Variation 


Covariates 40,34 
Age 1.00 
Physical health 1.15 
Social support at time of initial assessment 28.78 

Factors (main effects) 14.04 
Sex 10 
Race 45 
Symptoms of a major depressive disorder 13.18 


except the increase in alcohol problems. In addition, 
physical health impairment or economic impairment 
could precipitate the onset of a major depressive 
episode. For the entire group of subjects (N=331), the 
intercorrelation of the physical health and activities of 
daily living scale was .72 (Pearson r). Social support, 
however, was significantly but not highly correlated 
with economic resources, physical health, and activi- 
ties of daily living (20) and therefore appeared to be a 
distinct entity. 

Impairment in social support was significantly more 
frequent in the depressed, both at the initial analysis 
(table 1) and 30 months later (20) and appeared to 
increase at a faster rate than in the nondepressed. 
However, 50 subjects died during the interval between 
the initial and follow-up interviews. If these subjects 
are removed from the analysis, the percentage of 
depressed subjects experiencing an impairment in so- 
cial support (38%) remained unchanged from the 
initial analysis to the follow-up, but the percentage of 
the nondepressed subjects experiencing an impairment 
in social support increased from 8% to 11%. 

A more striking finding, however, is that subjects 
who experienced an improvement in social support 
between the initial and follow-up surveys were 2.62 
times more likely than those with no improvement in 
social support to have had symptoms of a major 
depressive disorder at the initial survey. Fourteen 
(14.7%) of the 95 surviving subjects whose social 
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Sum of Squares 


df Mean Square F Significance 
3 13.55 9.60 p«.001 

1 1.00 .71 n.s. 

1 1.15 81 n.$. 

1 28.78 20.40 p<.001 

3 4.68 3.32 p<.05 

1 .10 .07 n.s. 

1 ls .10 n.s. 

1 13.18 9.34 p<.005 


support system improved had been depressed at the 
time of the initial survey, compared with 10 (5.6%) of 
the 180 subjects whose social support network did not 
improve. The difference between these subjects was 
significant (x^—5.47, df=1, p=.02, chi-square with 
Yates’ correction; 14.7%/5.6% —2.62). Regression to 
the means cannot explain this unexpected finding, 
because relatively few subjects had scores at the ex- 
tremes of the distribution (i.e., a score of 1 or 6). 

An analysis of the content of the social support scale 
reveals that those items measuring social interaction 
were more likely to exhibit relative improvement from 
the initial assessment to follow-up in the depressed 
group. Items measuring the perception of loneliness 
and the availability of help remained relatively stable 
over time for both depressed and nondepressed sub- 
jects. Marital status and resident companions did not 
distinguish the two groups over time. 

Confounding variables, such as age and physical 
health, as well as the initial social support score, may 
explain the relative improvement in social support. For 
example, as persons age, their increased impairment in 
physical health may rally the social support network. 
The analysis of covariance reported in table 2 controls 
for these competing explanations. As can be seen, the 
symptoms of a major depressive disorder continue to 
predict improved social support at follow-up, even 
when age, physical health, social support at the initial 
survey, sex, and race are controlled. The finding that 
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the presence of depressive symptoms in late life may 
affect the social network of the older adult to improve 
social support is therefore substantiated. 

Individuals in this study group, and others, have 
been demonstrated to be at greater risk for mortality if 
their social support is impaired (21, 22). When age and 
physical health impairment are controlled, however, 
the depressed subjects were less likely to die during the 
30-month follow-up, although not significantly less 
likely. The relative improvement in the social support 
of the depressed subjects may possibly be protective 
against an increased mortality rate. 


DISCUSSION 


The findings reported here validate previous studies 
suggesting that older adults with symptoms of a psy- 
chiatric disorder, such as depression, are more likely to 
be in a nonsupportive social network at a given point 
in time. The longitudinal data presented, however, 
suggest that these individuals do not suffer a relative 
decrease in social support over time when compared 
with the nondepressed. In fact, the likelihood of dem- 
onstrating improvement in social support was 2.62 
times greater for the depressed than for the nonde- 
pressed, although both groups exhibited improvement 
over the 30-month follow-up period. 

Despite the longitudinal design of this survey, it is 
not without methodological problems. For example, 
the study measured social support primarily from the 
perspective of the subject, with greater emphasis 
placed on the quantitative aspects of support. Little is 
known about the actual nature of the interaction 
between the subject and the support network. Al- 
though the frequency of social contact increased, the 
network members may have developed a negative view 
of the subject or experienced increased disruption of 
their other social relations. This is partially reflected in 
the stability of the perception of the network over time 
compared with the more quantitative measures of 
social interaction. Nevertheless, the characteristics of 
the network that were of benefit to the depressed elder 
may have been the actual interaction time and percep- 
tions of the elder, as opposed to the perceptions of the 
network member. 

Do these results imply that intervention by the 
mental health worker in the social network is unneces- 
sary? The relationship between the depressed elder and 
the social network is more complex than might have 
been expected; yet there is no reason to assume that 
increased social interaction derives from a strength- 
ened social network. In contrast, the network could 
gradually be drained to the point that a major disrup- 
tion between the depressed elder and the network 
occurs, to the detriment of both. The most effective 
means of testing the importance of these findings, 
especially from the standpoint of family therapeutic 
techniques as intervention, would be through an inter- 
vention design. A number of specialized outpatient 
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clinics for the elderly have developed intervention 
techniques emphasizing a combined patient-family ap- 
proach (23, 24). The "family" in these clinics usually 
includes all the important social relations. Because 
time spent with the family is often not a reimbursable 
item in health care financing, the cost effectiveness of 
such intervention could be determined through control 
studies. Results from the current study, however, 
emphasize our lack of understanding of the social 
dynamics affecting the depressed elder over time. Until 
this complex relationship is better delineated, appro- 
priate therapeutic goals and accompanying outcome 
measures will be difficult to establish. 
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The Relationship Between Socioeconomic Class and Prevalence 
of Schizophrenia, Alcoholism, and Affective Disorders Treated 
by Inpatient Care in a Suburban Area 


Ann B. Goodman, M.S., Carole Siegel, Ph.D., Thomas J. Craig, M.D., 
and Shang P. Lin, Ph.D. 


This study relates inpatient-treated prevalence of the 
three mental illnesses most often requiring inpatient 
treatment—schizophrenia, alcoholism, and affective 
disorders—to social class in a suburban area. Rates 
were developed for tbe total population, including 
those living in domiciliary care, for those living in 
households only, and for first-admission patients 
living in bousebolds. Log-linear models supported 
the finding that low socioeconomic status was related 
to a high prevalence of alcoholism and affective 
disorders. In contrast, socioeconomic status was not 
related to the prevalence of schizophrenia among 
those living in households or among first-admission 
patients living in households. (Am J Psychiatry 
140:166—170, 1983) 


Ithough low socioeconomic status has been re- 
peatedly shown to be related to a high prevalence 

of both treated and untreated mental disorders (1), 
especially schizophrenia (2), alcoholism (3), and affec- 
tive disorders (4), this finding is not ubiquitous (5, 6). 
In a comprehensive review Dohrenwend (1) ob- 
served that the highest overall rates of psychiatric 
disorders were found in the lowest socioeconomic 
class, with the relationship strongest in the studies 


Received Dec. 1, 1980; revised July 16 and Oct. 22, 1981; 
accepted Nov. 9, 1981. From the Information Sciences Division, 
Rockland Research Institute. Address reprint requests to Ms. Good- 
man, Rockland Research Institute, Orangeburg, NY 10962. 

Supported in part by National Institute on Alcoholism and 
Alcohol Abuse research grant AA-03772. 

Copyright 9? 1983 American Psychiatric Association 0002-953X/ 
83/02/0166/05/$00.50. 


166 


conducted in urban settings or mixed urban and rural 
settings. These areas often include distinct skid-row 
populations living in single-room-occupancy housing 
or other nonfamily settings. Very few studies (7, 8) 
have controlled for the fact that patients might have 
been admitted from these nonfamily residential set- 
tings, which often predominate in lower socioeconom- 
ic class areas. In these studies it was found that, 
although the overall prevalence of schizophrenia was 
higher in slum than nonslum areas, the difference did 
not hold when persons admitted from family settings 
were studied separately. 

The study presented here investigated the relation- 
ship between socioeconomic class and the prevalence 
of the three mental illnesses most frequently requiring 
inpatient care (schizophrenia, alcoholism, and affective 
disorders) in a year's cohort of inpatients in mental 
hospitals in Rockland County, New York. Although 
predominantly middle class, the county contains pock- 
ets of small-town poverty. The public sector mental 
health services of the county consist of a comprehen- 
sive network of inpatient services. Ninety-two percent 
of all psychiatric beds are within the public network, 
which includes a large state psychiatric facility and a 
large community mental health center. The state hospi- 
tal provides both short-term and long-term hospital- 
ization; the community mental health center, short- 
term only. The 8% of inpatient beds within the private 
sector serve residents not only of the county but of two 
adjacent counties, so that the actual percentage of 
private beds available to residents of the county is even 
less than 8%. In addition, fewer than 1% of county 
residents receiving inpatient services, including private 
and public, seek psychiatric care in inpatient facilities 
outside the county (references 9 and 10 and an unpub- 
lished study on hospital patient origins by the Hudson 
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Valley Health System Agency, Tuxedo, N.Y., 1979), 
The study population appears to use the public inpa- 
tient facilities free of the often seen selective bias 
toward disproportionate use by patients from the 
lower socioeconomic classes (41% of the cohort were 
from the middle-class area). 

The area is similar to many of the newly developed 
middle-class suburbias of the United States. To our 
knowledge such areas have not been previously studied 
in detail (1) because either utilization data were not 
readily available or the data were aggregated with data 
from larger, more metropolitan areas or older ring 
suburbias. The population base (approximately 
250,000 in 1975) was large enough so that sufficient 
numbers were available to ensure the reliability of 
specific variations in rates. 

By examining both total prevalence, including per- 
sons living in domiciles, and ‘“‘in-household” preva- 
lence, excluding those in domiciles, this study provides 
both 1) a description of the care-seeking patterns of a 
fully serviced suburban area, a pattern that is rarely 
discussed in the literature (5), and 2) an investigation 
of such prevalence patterns for those living in house- 
holds in the area, Thus, the confounding effects of 
those living in domiciles on socioeconomic class infer- 
ences are controlled. In addition, etiologic inferences 
are strengthened by studying rates of first-admission 
patients in households, which can serve as a substitute 
for true incidence rates. (Domiciles included family 
care, private proprietary homes for adults, intermedi- 
ate care facilities, nursing homes, health-related facili- 
ties, halfway houses, community residences, and 
boarding homes. When gross total prevalence rates 
were calculated, the denominators that were used 
included three institutional census tracts. All other 
rates that involved socioeconomic class comparisons 
were calculated excluding these three census tracts.) 


METHOD 


The study cohort consisted of all county residents 
who were inpatients at either of the two public mental 
health facilities on August 1, 1975, plus all inpatients 
subsequently admitted (unduplicated) through July 31, 
1976 (excluding those with a diagnosis of mental 
retardation or drug abuse). Patient data on the cohort 
were obtained from the Multi-State Information Sys- 
tem (11), a computerized data system used by both 
facilities. Separately distinguished within the cohort 
were those with primary recorded diagnoses of alco- 
holism (DSM-II codes 291, 303, and 309.13), schizo- 
phrenia/paranoid (DSM-II codes 295, 297), and affec- 
tive disorders (DSM-II codes 296, 298.0, and 300.4). 
A 10% sample of medical records, randomly selected, 
was examined to determine the validity of the recorded 
diagnosis. Two experienced raters examined the clini- 
cal charts after identifying and diagnostic data were 
removed and assigned a diagnosis to the chart using 
DSM-III criteria. Agreement between this diagnosis 
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and the recorded diagnosis was measured using thc 
kappa statistic (12). 

The cohort consisted of 1,033 persons over the agr 
of 14 years. Of these, most were schizophrenic 
(33.6%) or alcoholic (33.4%) or had affective disor 
ders (13.6%). The agreement of the recorded diagnosi» 
with the DSM-III chart review diagnosis for a 10% 
sample of patients as measured by kappz was .67 fo: 
schizophrenia, .97 for alcoholism, and .71 for affective 
disorders (all significant at p<.01) (13). 

The three diagnostic groups differed along expected 
lines. Of the alcoholics, males predomina:ed 3 to 1; o- 
those with affective disorders, females predominated :. 
to 1; but of those with schizophrenia, there was ar. 
equal sex distribution. The young and the elderly were 
underrepresented among the alcoholic pa-ients. Black, 
and Hispanics were overrepresented among the schizo- 
phrenic patients. Fifty-six percent of those with schizo- 
phrenia had never been married, compared with 39%: 
of the alcoholics and those with affective disorders. 
Those with affective disorders were more likely to be 
first-admission patients (87%) than were those with 
alcoholism or schizophrenia (68%). (All difference: 
reported were significant at the .001 level using th: 
chi-square statistic.) 

Population figures that served as the denominators 
for rate calculations were obtained frem the 197) 
national census and updated using available 1975 
estimates. Total disease-specific rates and sex/age dis- 
ease-specific rates for inpatient treatment per 100,00: 
population were calculated for the county and for two 
social areas designated as lower and middie socioecc- 
nomic class, dichotomized by the county 1970 media- 
income of $12,181. Socioeconomic class for eaci 
person was based on the client's census tract cf 
residence. These rates were calculated both for clients 
who on admission lived in households, called ‘‘in- 
household" rate, and for the entire cohort, including 
those who on admission lived in domiciles, calle! 
“total rate." Rates for first-admission patients living i: 
households were also calculated. In the comparisons o: 
socioeconomic class rates, gross disease rates weie 
adjusted for sex and age using a direct adjustmer: 
formula. Ethnic-specific rates were calcu'ated only fc r 
the total cohort due to the unreliability of the 197* 
estimates of age- , sex- , and ethnic-specific populo- 
tions. 

Sociodemographic characteristics of diagnostic 
groups were compared using the chi-square statistic to 
test for equality of distributions. 

For each of the three diagnoses, and for cach of the 
three populations—total, those living in households, 
and first-admission patients living in households—a 
log-linear model was used to examine the relationship 
among the variables of admission status (admissiors 
compared to general population), sex, age, and socic- 
economic class. This resulted in an examination of 
nine separate models. The data set to be analyzed in 
each model forms in essence a four-dimensional con- 
tingency table. A linear model of best fit containiry 
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parameters representing the effect and interactions of 
the variables under study is found for the log of the 
probability of falling into a cell of the contingency 
table. (For a specific diagnosis, the probability, for 
example, Pi, is equal to the probability of having 
admission status i [admitted, not admitted], age cate- 
gory j [15—24, 25—34, 35—44, 45+ years], sex category 
k [male, female], and socioeconomic class s (lower, 
middle]). 

In each model, a backward elimination procedure 
(14) was used to select a model of best fit, i.e., a 
simplest model consistent with the data. This most 
parsimonious model has the property that the chi- 
square statistic used to test goodness of fit of the model 
has a p value greater than .10. The removal of any 
single term from the model of best fit would result 
either in this p value being less than .10 or in a 
significant increase in the chi-square statistics at the 
.05 level of significance. Parameters of each model of 
best fit were estimated from the data using the Biomed- 
ical Computer Program P3F (15). Each of these models 
was then transformed into a logit model in which the 
log odds ratio of a diagnosis of alcoholism, schizophre- 
nia, or affective disorder served as the dependent 
variable in a particular model. (For a specific diagno- 
sis, for fixed age category j, fixed sex category k, fixed 
social class s, the odds ratio is defined as Piks/1— Pig...) 
Since the population denominators are large and the 
number of admissions relatively small, the odds ratio 
of an individual's being admitted with a given diagno- 
sis serves as a good approximation of the diagnostic- 
specific prevalence rate. These models allow for an 
examination of both the main effects and the interac- 
tions of the three independent variables—sex, age, and 
socioeconomic class—on the odds in a manner analo- 
gous to the more traditional analysis of variance. 

In this paper the primary focus is to discuss the 
relationship between socioeconomic class and preva- 
lence rates. Therefore, the discussion of results from 
these models will concentrate on the socioeconomic 
class and socioeconomic class interaction factors. 


RESULTS 


Table 1 presents the age- and diagnostic-specific 
prevalence, by disease group, for the total group, 
patients in households, and first-admission patients in 
households. The table also presents the ratio of preva- 
lence among the lower and middle class, by age group. 
Table 2 displays the goodness-of-fit chi squares, the 
degrees of freedom and associated p values of the log- 
linear models offering the most parsimonious fit to 
each data set. The entries in the table indicate which 
main effects and interactions are significantly related 
to the odds ratio (approximate prevalence rate) in that 
they were included in the most parsimonious model. 
Sex X socioeconomic class and age X sex X socioeco- 
nomic class interactions did not enter any model of 
best fit and hence are not shown in table 2. The high p 
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values (as high as .98) for models pertaining to schizo- 
phrenia strongly indicate that the effects not included 
in these best-fit models were really quite insignificant. 

The in-household prevalence of schizophrenia was 
130, alcoholism 171, and affective disorder 70. The 
log-linear models for in-household rates indicated a 
significant effect of socioeconomic status for alcohol- 
ism and affective disorders but not for schizophrenia. 
As shown in table 1, the age-specific and total rates of 
the lower socioeconomic class were higher than those 
of the middle class for alcoholism (ratio of total lower 
to middle class rate=1.7:1) and for affective disorders 
(ratio=2.1:1). For schizophrenia the ratio was 1.2:1, 
and, in fact, the rate of the middle class was higher 
than that of the lower socioeconomic class for the age 
group 15—24 years. Socioeconomic class X age interac- 
tons entered the log-linear model of best fit for 
affective disorders but not for schizophrenia and alco- 
holism. In the case of affective disorders, the socioeco- 
nomic class X age interaction related to a marked 
prevalence among the 2 youngest age groups in the 
lower socioeconomic class, a prevalence that was 
sharply reduced for successively older age groups, 
while in the middle class, rates gradually increased to 
age 64. 

The log-linear model of best fit for prevalence 
among first-admission patients living in households 
introduced the same main effects and interactions as 
that of the analysis of patients living in households. 
The lack of a socioeconomic class effect for schizo- 
phrenia is even more prominently highlighted in table 
1 in that among first-admission patients, rates for the 
middle class were greater than those for the lower class 
for the age groups 15—24 and 35—44 years. 

The total rate (including those receiving domiciliary 
care) of prevalence of schizophrenia treated by inpa- 
tient care was 192 per 100,000 (150 for white subjects 
and 674 for nonwhite subjects (including blacks and 
Hispanics]; alcoholism, 191 (155 for white subjects 
and 440 for nonwhite subjects); and affective disor- 
ders, 79 (72 for white subjects and 104 for nonwhite 
subjects). All three disease-specific log-linear models 
indicated significant effects of socioeconomic class, 
which is in contrast to the findings about patients 
living in households. Also in contrast to data about 
patients living in households, for schizophrenia, age- 
specific rates for the lower socioeconomic class were 
always higher than those for the middle class. There 
were social class X age interactions in the log-linear 
models only for affective disorders. 

Twenty-nine percent of the total cohort lived in 
domiciles providing care; this group included those 
former patients from area psychiatric institutions who 
had been deinstitutionalized and were living in the 
surrounding neighborhood. Among schizophrenic in- 
patients, 4096 (3196 of middle-class patients and 5096 
of patients from lower socioeconomic class) lived in 
domiciles providing care. These figures compare with 
21% of the alcoholics (18% and 23%, respectively) 
and 21% of the patients with affective disorders (23% 
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TABLE 1. Prevalence Data for Inpatients With Major Mental Iliness in Rockland County, New York, During 1975-1976 


Patients Coming From First-Admission Patients Coming 


Total Group of Patients? Households? From Households? 
Lower-Class Lower-Class Lower-Class 
Prevalence Prevalence/ Prevalence Prevalence/ Prevalence — Prevalence/ 
Diagnosis and (per Percent in Middle-Class (per Middle-Class (per Middle-Class 
Age Group Ne 100,000) Domiciles Prevalence N 100,000) Prevalence N 100,000) Prevalence 
Schizophrenia 
15—24 years 78 193 21 1.1 62 184 0.9 40 119 0.9 
25—34 years 75 216 20 1.2 60 190 142 36 114 1.3 
35—44 years 49 136 37 2.0 31 83 12 20 54 0.8 
45-- years 138 202 61 2.4 54 94 1.7 30 52 1.5 
15—45- years 347° 192 40 1.6 208° 130 1.24 126 79 1. 
Alcoholism 
15—24 years 24 54 5 3.1 21 62 2.9 16 48 2.4 
25—34 years Ps 244 18 254 63 199 244 45 142 Le 
35—44 years 91 253 23 2.4 70 188 1.6 42 113 1.8 
45+ years 153 224 22 1.3 120 209 1.3 Jd 134 0.9 
15—45+ years 345° 191 21 1.7 274 171 1.74 180 113 1.5 
Affective disorders 
15—24 years 24 59 8 4.3 22 65 4.6 20 59 5.8 
25—34 years 29 84 10 3.0 26 82 4.5 25 79 4.2 
35—44 years 29 81 17 Ded 24 64 1.8 19 51 2.6 
45+ years $7 84 32 1.0 39 68 0.9 31 54 1.0 
15—45-t years 141* 79 21 1.9 112* 70 2.14 95 59 2.4 


Includes persons living in domiciles. 
*Excludes persons living in domiciles. 


‘Column Ns do not add up, since age data were missing on about 1% of the cohort. Social class data are missing for approximately 3% of the cohort. 


dRatios computed for sex- and age-adjusted rates. 
TABLE 2. Goodness-of-Fit Statistics of the Best-Fitted Log-Linear 
Models for Inpatients With Major Mental IlIness 


Group and Diagnosis X df p 


Total inpatients? 


lower socioeconomic status and schizophrenia seen for 
the total rates was not demonstrated when one exam- 
ined rates for patients living in households and for 
first-admission patients in households; the first-admis- 
sion rates most closely approximated incidence. This 


m rer - F finding raises the point that implications about social 
Affective disorders 4.10 4 .39 class and mental disorder based only on total rates 
Patients coming from households® might be confounded because the chronic patients and 
M eu ue pr r p the deinstitutionalized, many living in domiciles, may 
Affsctive disorders 3.99 4 Al be included in class-specific counts, when in fact these 
First-admission patients coming from clients should be considered *"classless." For these 
households* clients, the usual factors that influence individual class 
edes Doc E: p status, such as income, occupation, and education, 
Aire discrders 4.05 4 49 may have been severely distorted by long, slowly 


"The effects that entered the model of best fit were as follows: alcoholism— 
age, sex, and social class; schizophrenia—age, sex, social class, and age and 
sex; affective disorders—age, sex, social class, age and social class, and age 
and sex. 

"The effects that entered the model of best fit were as follows: alcoholism— 
age, sex, and social class; schizophrenia—age, sex, and age and sex; affective 
disorders—age, sex, social class, age and social class, and age and sex. 

"The effects that entered the model of best fit were as follows: alcoholism— 
age, sex, and social class; schizophrenia—age, sex, and age and sex; affective 
disorders—age, sex, social class, age and social class, and age and sex. 


and 1996, respectively). For certain census tracts in 
lower socioeconomic class areas, up to 6996 of the 
patients admitted were from domiciles providing care. 


DISCUSSION 


Of striking note in this study of a suburban area is 
the finding that the expected relationship between 


Am ] Psychiatry 140:2, February 1983 


developing illness. 

The finding that socioeconomic class had no effect 
on the distribution of schizophrenia was also noted by 
Clausen and Kohn (16) in their 1959 study of the small 
city of Hagerstown, Md., and Kohn later noted (2) 
that while most studies have shown that schizophrenia 
occurs most frequently in the lowest socioeconomic 
class in urban areas, the exceptions to this relationship 
occur in small cities and/or rural areas. Eaton (5) has 
suggested that the gradient in availability of menta! 
health services from much to little across urban, 
suburban, and rural areas may partially account for 
the variation in the socioeconomic class finding among 
these environments. However, in the area we studied, 
services are richly available and utilized without bias 
by the entire social spectrum within the county, so this 
factor cannot play a role in accounting for the lack of z 
socioeconomic class effect. 

Although a comparison of the agreement of thc 
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recorded diagnosis with DSM-III criteria showed high 
criterion validity (overall «—.73), there was less agree- 
ment on the diagnosis of schizophrenia for nonwhite 
subjects, with the recorded diagnosis more often label- 
ing the nonwhite subject as schizophrenic when the 
DSM-III diagnosis was affective disorder or another 
condition such as schizophreniform psychosis (13). 
Since in this county the overwhelming majority of 
nonwhites live in the poorest social areas, this study's 
estimate of the treated prevalence of schizophrenia in 
the lower socioeconomic groups may be inflated. 
However, this possible diagnostic bias acts only to 
strengthen the inference of a lack of association be- 
tween socioeconomic class and schizophrenia. 

The data in table 1 indicate a trend for age-specific 
rates of schizophrenia within socioeconomic class 
which was different from that of the two other diseases 
studied. It was only when schizophrenia progressed 
with age that higher rates were seen in the lower 
socioeconomic class for both the total and in-house- 
hold populations. This may reflect drift of the older 
schizophrenic patients from middle-class areas to the 
more disintegrated lower socioeconomic areas of the 
county, either to domiciles or to interstitial areas. 
Within the age group 15—24 years, commonly consid- 
ered the age of incidence for schizophrenia, a higher 
rate prevailed in the middle class for both the in- 
household and first-admission in-household popula- 
tions. Among first-admission patients, middle-class 
rates were also higher than lower socioeconomic class 
rates for the age group 35—44 years. 

Equally striking as the lack of strong social class 
influence in schizophrenia was the remarkable strength 
and consistency of the lower socioeconomic class 
association with high prevalence of alcoholism and 
affective disorders for all populations. For both alco- 
holism and affective disorders the ratio of lower to 
middle class rates was highest for the young, whereas 
for the older age groups the class differential dimin- 
ished. This linear trend was opposite to that seen for 
schizophrenia, in which rates for the lower socioeco- 
nomic class were higher than those for the middle class 
only among the older age groups. 

In summary, in this suburban area, our data on 
schizophrenia do not support the theory that the 
stresses of lower socioeconomic class life specifically 
predispose to schizophrenia. If anything, the data 
suggest that these stressors operate more powerfully in 
the lower socioeconomic class areas within the less 
severe disease categories of alcoholism and affective 
disorders. Schizophrenia, more than the other disor- 
ders we have studied, appears to relate to biological 
and/or genetic variables or to stress variables distribut- 
ed evenly over social classes. An apparent drift of 
schizophrenic patients into the lower socioeconomic 
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class areas as they age has been suggested by our 
findings, which show that as age increases so too does 
the higher prevalence in the lower socioeconomic class 
areas. Conversely, for alcoholism and affective disor- 
ders, the excess prevalence in the lower socioeconomic 
class area was most pronounced for the young, rein- 
forcing for these diseases a social causation theory. 
However, we recognize, as did Cassel (17), that for all 
diseases, marginal social status is a pervasive malig- 
nant influence. The present findings suggest that it is 
less pervasive in schizophrenia than in the two other 
mental disorders that we have studied. 
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The Genetics of Schizophrenia: 
A Reassessment Using Modern Criteria 


Richard Abrams, M.D., and Michael Alan Taylor, M.D. 


The authors present two reasons for reassessing 
familial transmission of schizophrenia: recent major 
changes in diagnostic criteria and methodological 
weaknesses of older studies. Their own study of this 
subject employed narrowly defined, operational 
research criteria; prospective proband selection; 
semistructured family interviews; and blind, 
independent diagnoses of probands and relatives. For 
30 schizophrenic probands they found an age- 
corrected morbidity risk in first-degree relatives of 
1.61%, a figure that would only support familial 
transmission if the true population prevalence of 
schizophrenia were .2% or less. The authors 
conclude that the case for familial transmission of 
narrowly defined schizophrenia is weak and suggest 
alternative hypotheses. (Am J Psychiatry 140:171— 
175, 1983) 


here are two reasons for reassessing genetic (more 

accurately, familial) transmission in schizophre- 
nia: recent important changes in diagnostic criteria for 
this syndrome and resultant sharp reductions in esti- 
mates of its prevalence (1-3) and methodological 
shortcomings of prior studies. 

A critical change in the procedure for psychiatric 
diagnosis occurred with Feighner and associates’ intro- 
duction (4) in 1972 of operationally defined research 
criteria, which were subsequently modified to yield the 
Research Diagnostic Criteria (RDC) (5) and DSM-III. 
This rapid evolution in the diagnostic process has 
sharply reduced estimates of the prevalence of schizo- 
phrenia in patients consecutively admitted to psychiat- 
ric hospitals and in their first-degree relatives (1—3, 6). 
The problem with research diagnoses in the pre-1972 
genetic studies is best illustrated by the widely cited 
investigation of Kety and associates (7). Using D$M-II 
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criteria and a consensus diagnosis among three re- 
searchers, they reported a significantly greater preva- 
lence of schizophrenia and spectrum disorders in the 
biological relatives of schizophrenic probands than in 
the biological relatives of normal controls. However, 
in a later study, in which they applied the RDC to the 
relatives of chronic schizophrenic probands diagnosed 
by both diagnostic systems, the significance level for 
genetic transmission of chronic schizophrenia was 
changed from p=.033 to p=.12, and for latent or 
uncertain schizophrenia from p=.024 to p=.11 (S.S. 
Kety, D. Rosenthal, P.H. Wender: Genetic Relation- 
ships Within the Schizophrenic Spectrum, presented at 
the 1977 annual meeting of the American Psycho- 
pathological Association, unpublished paper). Thus, 
the application of operational research criteria to these 
data weakens the support they provide for familial 
transmission. Another problem with this study, as Lidz 
and associates have recently pointed out (8), is that a 
significant difference is found between the number of 
offspring with schizophrenic spectrum diagnoses in 
index and control groups only if subjects with manic- 
depressive and "indefinite" diagnoses are included in 
the index group. 

The reduction in estimates of the prevalence of 
schizophrenia has occurred with a corresponding in- 
crease in the diagnosis of affective disorders. If Pope 
and Lipinski (2) are correct in estimating that at least 
40% of patients previously diagnosed as schizophrenic 
actually suffer from affective disorders, it follows that 
most studies on the genetic transmission of schizophre- 
nia done prior to 1972 suffered from substantial 
contamination of their proband and relative samples 
by affectively ill patients. The distortion introduced by 
such an error is potentially devastating, as affective 
disorders have a well-demonstrated strong genetic 
component. Inclusion of such patients among samples 
of “true” schizophrenic subjects would confound any 
genetic interpretation of the data; the plethora of 
conflicting interpretations of the schizophrenia genetic 
data and the resultant inability of modern psychiatric 
genetic epidemiologists to synthesize them suggests 
that diagnostic contamination may well have occurred. 

Research methodology has undergone a comparable 
evolution, and modern psychiatric genetic epidemiolo- 
gists are in general agreement about the importance of 
the following methods: 1) operationally defined diag- 
nostic criteria to improve the reliability of diagnoses, 
2) prospective identification of probands to increase 
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TABLE 1. Methodology of Selected Genetic Studies in Schizophrenia in the Modern Era 





Operational 
Criteria 


Type of Study Method 


Twin 
Tienari (9, 10) 
Kringlen (11) 
Gottesman arid Shields (12) 
Pollin et al. (13) 
Fischer (14, 15) 
Gottesman and Shields (16) 
Adoption 
Heston (17) Yes 
Kety et al. (7) 
Rosenthal et al. (18) 
Family 
Lindelius (19) 
Fischer (15) 
Karlsson (20) 
Stephens et al. (21) Yes Yes 
Tsuang et al. (6) Yes 


diagnostic validity, 3) the family interview method to 
increase diagnostic validity in relatives, 4) blind and 
independent diagnoses in probands and relatives to 
avoid ascertainment bias, 5) structured/semistructured 
interviews to increase diagnostic reliability, and 6) a 
normal proband control group (for family and adop- 
tion studies) to provide an estimate of the population 
prevalence using the same criteria. These are, of 
course, present-day standards for genetic/epidemiolog- 
ic research, and it would be wrong to fault earlier 
studies for failing to adhere to methods that were not 
well established at the time the work was done. 
Nonetheless; it is instructive to review the methodolo- 
gy of these studies in order to set in perspective their 
conclusions concerning the transmission of schizo- 
phrenia. Table 1 presents the major genetic studies of 
schizophrenia in the modern era (6, 7, 9—21), annotat- 
ed with regard to their methodology. Only one study, 
the recent one of Tsuang and associates (6), satisfied 
most of the methodological criteria outlined, lacking 
only the prospective method. (Heston’s study [17] met 
four of the methodological requirements but lacked 
the essential one of operational criteria and is therefore 
of unknown validity.) The point here is not that the 
earlier studies were necessarily wrong, or that their 
conclusions should be rejected summarily, but that a 
reasonable doubt as to the validity of their data exists 
simply on methodological grounds. 

The present study was undertaken to further exam- 
ine the familial transmission of narrowly defined 
schizophrenia. It employed operational research crite- 
ria, prospective proband selection, the family interview 
method, blind and independent diagnosis in probands 
and relatives, and semistructured interviews. 


METHOD 
The study was conducted on an acute-treatment, 


university psychiatric inpatient unit serving a subur- 
ban-rural population in New York state and included 
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Prospective 


Family Blind Structured 
Interview Diagnoses Interview Controls 
Yes 
Yes 
Yes Yes Yes 
Yes Yes 
Yes Yes 
Yes 
Yes 
Yes Yes Yes Yes 


all consecutively admitted patients for the 22 months 
ending May 1976. Each patient was interviewed by 
one or the other of us and a psychiatric resident who 
was specifically trained in phenomenology and data 
collection and who followed a semistructured outline 
for collecting the necessary clinical and demographic 
data. At the time of discharge, a summary was pre- 
pared for each patient; it included all information and 
was meticulously reviewed to ensure accuracy and 
completeness of data. 

After all data collection was completed, all proband 
research diagnoses were made by one of us (R.A.), who 
was presented with the chief complaint, history of 
present illness, and mental status portions of the 
research records and who was blind to all identifying 
information, as well as to demographic, family history, 
and treatment response data. Research diagnoses were 
made as follows. 

The criteria for schizophrenia included all 4 of the 
following: 

1. At least 1 of a through c: a) formal thought 
disorder (driveling, tangentiality, neologisms, para- 
phasias, nonsequiturs, private words, stock words), b) 
first-rank symptoms (at least one), and c) emotional 
blunting (a constructed, inappropriate, unrelated affect 
of low intensity with indifference or unconcern for 
loved ones, lack of emotional responsivity, and a loss 
of social graces). 

2. Clear consciousness. 

3. No diagnosable affective disorder. 

4. No diagnosable coarse brain disease, no past 
hallucinogenic or psychostimulant drug abuse, and no 
medical condition known to cause schizophrenic 
symptoms. 

A diagnosis of mania required all 4 of the following 
criteria: 

1. Hyperactivity. 

2. Rapid/pressured speech. 

3. Euphoric, expansive, or irritable mood, with a 
broad affect. 

4. No diagnosable coarse brain disease, no psycho- 
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stimulant drug abuse in the past month, and no 
medical illness known to cause manic symptoms. 

The criteria for endogenous depression included all 
3 of the following: 

1. Sad, dysphoric, or anxious mood. 

2. Three of a through f: a) early morning waking, b) 
diurnal mood swing (worse in the morning), c) weight 
loss of more than 2.2 kg in 3 weeks, d) retardation or 
agitation, e) suicidal thoughts or behavior, and f) 
feelings of guilt, hopelessness, or worthlessness. 

3. No diagnosable coarse brain disease, no use of 
steroids or reserpine for the past month, and no 
medical illness known to cause depressive symptoms. 

No criteria for possible schizophrenia spectrum dis- 
orders were employed, in either probands or relatives. 

Diagnostic criteria for present illnesses in family 
members were as described in the preceding material. 
Past illness episodes in relatives were diagnosed ac- 
cording to the following criteria (22). 

The diagnosis of schizophrenia required all 4 of the 
following criteria: 

1. An illness of at least 6 months’ duration. 

2. Does not satisfy criteria for depression or mania; 
has no prominent affective symptoms. 

3. At least 1 of the following for probable illness, 2 
for definite illness: a) prominent auditory hallucina- 
tions, b) nonaffective delusions, c) incomprehensible 
speech, d) loss of feelings or emotions, e) emotionally 
unresponsive to others, f) seclusiveness or social with- 
drawal, and g) loss of social concerns, 

4. Treated by a physician with medication or ECT; 
did not recover complete premorbid level of function- 
ing. 

The diagnosis of manic illness required all 4 of the 
following criteria: 

1. An illness of at least 2 weeks’ duration. 

2. Euphoric, expansive, labile, or irritable mood. 

3. At least 1 of the following for probable illness, 2 
for definite illness: a) excitement or overactivity, b) 
overtalkativeness or rapid speech, c) excessive spend- 
ing, d) overly optimistic, e) overestimates own capaci- 
ties, and f) racing thoughts. 

4. Treated by a physician with medication or ECT; 
much improved or recovered afterward. 

The diagnosis of depressive illness required all 4 of 
the following criteria: 

1. An illness of at least 2 weeks’ duration. 

2. Sad, anxious, or dysphoric mood. 

3. At least 1 of the following for probable diagno- 
sis, 2 for definite diagnosis: a) insomnia, b) anorexia, 
c) weight loss, d) feelings of hopelessness, e) feelings of 
guilt or self-blame, f) suicidal ideas, g) loss of interest 
in daily activities, h) crying spells, and i) feeling slowed 
down. 

4. Treated by a physician with medication or ECT; 
much improved or recovered afterward. 

For the present study, probable and definite diag- 
noses were combined for analysis. 

We attempted to interview all available first-degree 
relatives, defined as those living in the United States 
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and available for personal or telephone interview. The 
interviewer, who had no knowledge of the proband's 
research diagnosis, used a 47-item semistructured data 
collection form that included a comprehensive assess- 
ment of present and past psychopathology, duration of 
episodes, treatments received, whether hospitalization 
occurred, and response to treatment. Data on the 
remaining noninterviewed relatives, living or deceased, 
were obtained from the proband and from zach inter- 
viewed relative using the same form and loca! hospital 
records when available. We collated the family inter- 
view protocols and the family history and interview 
data from all other sources, removed all identifying 
information and then presented these data to one blind 
examiner who made all of the research diagnoses in the 
first-degree family members. 

We used the tetrachoric correlation (r) as a measure 
of the extent of familial clustering or aggregation of 
schizophrenia. This measure, which takes both the 
population prevalence and the probandwise concor- 
dance into account, was specifically used to calculate 
the correlation between schizophrenic probands and 
schizophrenic relatives (23). 


RESULTS 


There were 620 consecutively admitted patients 
during the study period, representing 465 individuals. 
Of these, 31 (6.7%) received a research diagnosis of 
schizophrenia. Each patient who satisfied our criteria 
also met the RDC for schizophrenia (5). One patient, 
who had been adopted in infancy and had no knowl- 
edge of his biological relatives, was dropped from the 
study. Of 181 first-degree relatives of the 30 probands, 
128 were living, resided in the United States, and had a 
known address or telephone number. Of these, 70 
(5596) were interviewed in person or by telephone. 

We used the probands’ range of age at first onset of 
schizophrenia (14—41 years) to age correct the sample 
of 181 relatives, yielding a Bezugziffer (Bz) of 124.5. 
We found only 2 relatives (both brothers of male 
probands) who satisfied research criteria for schizo- 
phrenia, which provided a morbidity risk (+SE) of 
1.6196 +1.12%. Six probands had a familial loading 
for affective disorders, with a total of 7 il! relatives 
(unipolar plus bipolar). The Bz was 101.5, and the 
morbidity risk was 6.9%+2.52%, which was not 
significantly different from that for schizophrenia. 


DISCUSSION 


Without a control group we cannot determine 
whether the observed morbidity risk for scnizophrenia 
of 1.61% in first-degree relatives of schizophrenic 
probands is significantly greater than expected in the 
general population. However, it is not significantly 
greater than the control group risk (+SE) of .6% + 
37% reported by Tsuang and associates (6). Using the 
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TABLE 2. Clinical Characteristics of Affectively Ili Relatives of Schizophrenic Probands 





Symptoms and Course of Illness 


Multiple hospitalizations for “manic-depressive illness”; grandiose delusions, excessive 


Depression, insomnia, suicide attempt, guilt, helplessness, tearfulness; hospitalized 
Agitation, depression, guilty delusions, persecutory delusions, poor appetite 


Depression, feelings of worthlessness and hopelessness, suicidal; recovered with ECT. Later 


Depression, insomnia, anorexia, weight loss, retardation; full recovery 


Ill Blind Research 
Proband Relative Diagnosis 
1 Father Bipolar (definite) 
spending 
Mother ^ Unipolar (definite) 
2 Mother Unipolar (definite) 
3 Mother Unipolar (probable) | Committed suicide after 3 unsuccessful attempts 
4 Father Bipolar (definite) 
was noisy, overactive, annoying 
5 Mother Unipolar (definite) 
6 Mother Unipolar (probable) 


tetrachoric correlation to test our figure against the 
generally accepted population prevalence of .8% (24) 
yields an r of .10+.12, which does not differ signifi- 
cantly from chance. If we vary this population estimate 
downward until r reaches the p<.05 significance level, 
this significance level occurs at a prevalence between 2 
and 3 per thousand: .3% yields an r of .21+.12 (n.s.), 
and .2% an r of .25+.11 (p«.05). A tetrachoric 
correlation as small as .25, of course, suggests weak 
familial aggregation for schizophrenia. 

Diagnosing some relatives as having affective disor- 
der when they actually had schizophrenia could bias 
our results in this direction. Blind research diagnoses 
of affective disorder were made in 7 first-degree rela- 
tives of schizophrenic probands. Table 2 presents the 
clinical descriptions of these relatives. None had first- 
rank symptoms, formal thought disorder, or emotional 
blunting or satisfied any operational criteria for 
schizophrenia. Five had clearly defined affective ill- 
nesses, and 2 had strong circumstantial evidence for 
affective disorder (committed suicide after 3 unsuc- 
cessful attempts"; and "hospitalized for ‘depression’; 
recovered with ECT"). 

It is also possible that we underestimated the risk for 
schizophrenia among relatives who were not personal- 
ly interviewed because they were deceased or other- 
wise unavailable or were interviewed by telephone 
rather than in person. Such false negatives might 
account for the low morbidity risk we found, thus 
generating a type II error. 

We attempted to reduce the likelihood of such an 
error by systematically obtaining information from the 
proband and each interviewed relative concerning all 
noninterviewed relatives (as described in the Method 
section). We also attempted to evaluate some potential 
sources of error by comparing the yield of positive 
diagnoses among relatives of different groups (de- 
ceased versus living, personally inteviewed versus in- 
terviewed by telephone). In these analyses we com- 
bined all diagnoses into a single raw prevalence mea- 
sure of sensitivity to psychiatric morbidity, since there 
were only 2 relatives who received a diagnosis of 
schizophrenia. 

There were 15 deceased relatives, of whom 2 (1396) 
were diagnosed as ill compared with 166 living rela- 
tives, of whom 7 (4%) were so diagnosed. This higher 
yield from deceased relatives is doubtless due to the 


174 


Hospitalized for “depression”; recovered with ECT 


fact that many more of them had passed through the 
age at risk. In 6 instances the proband was the sole 
informant for psychiatric morbidity in relatives, and 
the yield of positive cases was 2 of 32 relatives (6%), 
compared with 7 of 149 relatives (5%) for the remain- 
ing 24 probands, for whom at least 1 relative was 
interviewed. Five of 38 relatives (13%) interviewed by 
telephone were diagnosed as ill, compared with 4 of 32 
relatives (13%) interviewed personally. 

These analyses do not suggest a significant number 
of false-negative diagnoses among relatives. 

Our data nonetheless differ from those obtained by 
earlier investigations, and major methodological dif- 
ferences, especially in diagnostic procedures, might 
account for the divergent findings. The low risk for 
schizophrenia of 3.2% reported by Tsuang and asso- 
ciates (6) is much closer to ours of 1.6%, probably 
because of the greater similarity in research method- 
ology. Tsuang and associates’ reported low risk for 
schizophrenia in the probands’ relatives was signifi- 
cantly greater than that of .6% in their controls, but 
this finding alone does not define the strength of the 
association. We calculated the tetrachoric r between 
their schizophrenic probands and relatives to be 
.25+.07 (p«.05), which suggests a weak familial 
aggregation of schizophrenia in their sample. They 
also found a substantial risk for affective disorder in 
the relatives of schizophrenic probands, and their 
figure of 7.096 is strikingly similar to ours of 6.996. 
Neither they nor we have any explanation for this. 

However, even if the transmission of schizophrenia 
were determined to be familial, this would not neces- 
sarily demonstrate genetic transmission, since many 
acquired conditions (e.g., tuberculosis) demonstrate 
strong familial transmission. Data on computerized 
tomographic (CT) scans in schizophrenia (25—27) are 
consistent with either possibility, as well as with a 
genetically transmitted sensitivity to cerebral insult. 
Such transmission would be analogous to that which 
Occurs in some groups of patients with familial tempo- 
ral lobe epilepsy (28). What is apparently transmitted 
in these cases is a general increased susceptibility to 
infantile febrile seizures. When these occur, and are 
severe, Ammon's horn may become damaged due to 
anoxia, leading to scarring and the epileptogenic focus. 
What is inherited is not epilepsy but a susceptibility to 
febrile seizures. 
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A similar process might occur in schizophrenia. In 
this case, what would be inherited would be an 
increased cerebral sensitivity to a variety of noxious 
events, including trauma, hypoxia, infection, and fe- 
brile seizures. The lesions produced weuld, at a later 
date, manifest themselves in the form of schizophrenic 
pathology, just as the schizophrenia-like symptoms of 
temporal lobe epilepsy may first appear many years 
after the onset of seizures (24). 

Because we did not employ schizophrenia spectrum 
diagnostic criteria in the probands of relatives, our 
data are uninformative in assessing the presence of 
familial transmission of this disputed entity. However, 
the notion of a spectrum of genetically related disor- 
ders that loads in relatives of probands with a more 
severe core disorder derives from the multifactorial 
model of transmission (23). According to this model, it 
would be unlikely for the spectrum disorder to be 
transmitted if the core disorder were not. 

Our criteria for schizophrenia are deliberately re- 
strictive, as it was our intent to examine only a narrow 
diagnostic group (variously labeled as process, core, or 
chronic schizophrenia) for evidence of familial trans- 
mission. It may well be that this narrow group repre- 
sents a subgroup within a broader diagnostic classifi- 
cation of schizophrenia, just as those schizophrenic 
patients with CT scan abnormalities may belong to a 
subgroup. In fact, it would not surprise us if our core 
schizophrenic sample with its very low familial loading 
were to overlap significantly with the subgroup with 
CT scan abnormalities. 

In light of the report of Tsuang and associates (6), 
the most balanced statement to be derived from our 
study is that if familial transmission of narrowly 
defined schizophrenia occurs, it is either limited to a 
subgroup yet to be defined or transmission is weak, 
with a small familial morbid risk and a population 
prevalence of the illness that is low enough (.296 or 
less) to qualify it as a "rare" disease. 
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CROSSWALK FROM DSM-III TO ICD-9-CM 


Preliminary Report on a Crosswalk 
From DSM-III to ICD-9-CM 


James W. Thompson, M.D., M.P.H., Delray Green, R.R.A., and Harry L. Savitt, M.P.H. 


The wide use of DSM-III by clinicians and 
researchers in the United States has led to difficulties 
in reporting to federal agencies, which adhere to a 
policy supporting the use of ICD-9-CM. To rectify 
this situation, three federal agencies collaborated to 
design a translation, or “crosswalk,” from DSM-III 
to ICD-9-CM. The authors discuss some of the 
differences between the two systems, describe the 
development of the crosswalk, and make suggestions 
concerning future nosological and statistical systems. 
(Am J Psychiatry 140:176—180, 1983) 


he Department of Health and Human Services 

adheres to a policy supporting the use of the 
International Classification of Diseases, 9th Revision, 
Clinical Modification (ICD-9-CM) (1). ICD-9-CM 
must be used for reporting diagnoses to such agencies 
as the Health Care Financing Administration and the 
National Center for Health Statistics and can be used 
in reporting to the National Institute of Mental Health 
(NIMH). This has led to some difficulty in the field 
because of the wide use by clinicians and researchers in 
the United States of the Diagnostic and Statistical 
Manual of Mental Disorders, 3rd ed. (DSM-III) (2). 
Although these two documents were created with 
cooperation between their developers, there are, never- 
theless, differences in code numbers and wording that 
do not yield an obvious translation. The specific 
difficulties are as follows: 

1. Diagnoses recorded by clinicians and researchers 
in the terminology of DSM-III might be translated to 
ICD-9-CM by coding and medical records systems on 
an ad hoc basis. A DSM-III disorder might show up in 
one of several ICD-9-CM categories, depending on the 
understandings and consistency of the coder. 
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2. Even if a particular facility were to be consistent 
in translation, comparability of data between facilities 
would be questionable. 

3. In reimbursement, third-party payers who re- 
quire the use of ICD-9-CM could not be certain which 
DSM-III code had been translated to arrive at the 
ICD-9-CM code that they receive. 

4, Facilities might feel obligated to choose between 
DSM-HI and ICD-9-CM, sacrificing either a valuable 
clinical and research tool or international comparabil- 
ity. 

As an attempt to resolve these problems, the Nation- 
al Center for Health Statistics, the Health Care Financ- 
ing Administration, and the NIMH Division of Biome- 
try and Epidemiology began in early 1981 to develop a 
standard DSM-III-to-ICD-9-CM translation, or 
"crosswalk," to be used in reporting to the U.S. 
Department of Health and Human Services. 


HISTORY OF ICD AND DSM 


The International Classification of Causes of Deatb 
was first published in 1893 (3) but was of limited use 
to psychiatry. It did not include causes of morbidity 
and listed only four categories of mental disorder: 
mental deficiency, schizophrenia, manic-depressive 
psychosis, and other mental disorders. (General paral- 
ysis of the insane, alcoholism, and senile dementia 
were included in other sections.) 

The International Classification of Diseases, Inju- 
ries, and Causes of Deatb, 6tb Revision (ICD-6) (4), 
published in 1948, included for the first time catego- 
ries for morbidity as well as mortality. As a psychiatric 
classification, however, ICD-6 was incomplete, and 
mental disorders were scattered throughout several 
chapters. This rendered it largely unusable in the 
United States for coding diagnostic terms, for compil- 
ing statistics, or for indexing records in psychiatric 
treatment facilities (1, pp. xiv-xv). The U.S. Public 
Health Service and the American Psychiatric Associa- 
tion (APA) formulated an adaptation of ICD-6 to 
correct these deficiencies, which became DSM-I (5). 

Other countries belonging to the World Health 
Organization (WHO) were displeased by the mental 
disorders section of ICD-6, and when ICD-7 con- 
tained no revision of this section work was begun in 
several locations on a new mental disorders section. 
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The result was chapter 5 of ICD-8 (6), which was a 
more complete classification of mental disorders. In 
the United States it was felt that ICD-8 did not provide 
sufficient detail and specificity. Because of this, as well 
as the presence in ICD-8 of combination categories, 
ICDA-8 was prepared (7, pp. xxi-xxii). (The “A” 
refers to “adapted for use in the United States"). This 
adaptation created new fourth-digit subdivisions, with 
some renumbering of existing fourth digits, while 
maintaining correspondence with [CD-8. DSM-II (8) 
was also based on ICD-8 and was compatible with it 
but had more extensive modifications. These modifica- 
tions included changes in organization and sequence, 
suggestions that certain diagnoses not be used, addi- 
tion of new categories, changes in the names of 
categories, and addition of digits to the diagnostic 
codes (8, p. 121). 

DSM-III and ICD-9 (9), although much different 
conceptually from DSM-II and ICD-8, in many ways 
further developed and formalized the advances of 
DSM-II and ICD-8. For example, ICD-9 has a more 
detailed mental disorders chapter and contains an 
updated glossary. DSM-III adds much to psychiatric 
nosology, including diagnostic criteria and a multiax- 
ial evaluation process that formally encourages the 
recording of multiple diagnoses and of physical diag- 
noses. There are differences between ICD-9, ICD-9- 
CM, and DSM-III that are similar to those between 
ICD-8, ICDA-8, and DSM-II. ICD-9-CM adds detail 
to ICD-9 by adding fourth and fifth digits and by 
revising the format (1, pp. xxv—xxvi). DSM-III carries 
the modifications further by, for example, adding new 
three-digit codes, changing the titles of some categories 
and dropping some code numbers altogether. (Other 
specialties, such as ophthalmology, oncology, and 
family medicine have also developed modifications of 
ICD-9). 

In evaluating these types of difference, it is impor- 
tant to distinguish between the purposes of DSM and 
those of ICD. DSM is a diagnostic manual to be used 
primarily by clinicians. In spite of the word *'Statisti- 
cal" in its title, it is not really intended to serve as a 
guide to such uses as medical record indexing. The 
purpose of [CD is “‘to serve as a useful tool in the area 
of classification of morbidity data for indexing of 
medical records, medical care review, and ambulatory 
and other medical care programs, as well as for basic 
health statistics" (1, p. xxiii). As the introduction to 
the ICDA-8 index succinctly states, ICD, with its 
exhaustive index, is intended to include every term that 
might be encountered in medical records. It is, there- 
fore, “in no sense a medical nomenclature" (10, p. vii). 

Even so, a compromise must be reached between 1) 
a standard international statistical system and 2) no- 
menclatures and diagnostic manuals designed to stay 
abreast of changes within medica] research and medi- 
cal practice. That compromise must include the ability 
to translate one system to another. It was with this in 
mind that we began to examine the comparability of 
DSM-III and ICD-9-CM. 
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CONVERSION OF DSM-III TO ICD-9-CM 


ICD-9-CM is compatible with its parent system, 
ICD-9, and DSM-III was written to be compatible 
with ICD-9-CM and, therefore, with ICD-9. In addi- 
tion, it is explicit throughout the text of DSM-III that 
ICD-9 and ICD-9-CM are the parent documents and 
that [CD-9-CM codes may be used in lieu of D$M-III 
codes. Because of these factors, a DSM-III-to-ICD-9- 
CM crosswalk seemed feasible. 

In developing such a crosswalk between systems, 
one thing is paramount—to assure that the same cases 
show up in the analogous groups of the two systems. 
That is, if category “A” in system 1 is crosswalked to 
category “B” in system 2, there should be a high 
probability that “A” and “B” contain the same cases. 
On first examination it appeared that a crosswalk 
between these two systems might be difficult, for the 
aggregate categories in the two are somewhat different 
(e.g., the schizophrenia category in ICD-9-CM is more 
inclusive than that in DSM-III). True crosswalks are 
not made, however, between aggregate groups but, 
rather, between individual codes. When we examined 
the codes, the differences became few (although often 
giving the appearance of dissimilarity). In fact, as table 
1 shows, there are many more conceptual differences 
between DSM-II and DSM-III or between ICDA-8 
and ICD-9-CM. (These crosswalks have not been 
attempted by the National Center for Health Statis- 
tics or by NIMH because of these profound differen- 
ces.) 

A draft of the crosswalk was developed through a 
joint effort by the Health Care Financing Administra- 
tion, the National Center for Health Statistics, and 
NIMH. Two of us (J.W.T. and D.G.) prepared the 
working document, using the text, glossary, and index 
of ICD-9-CM, the National Center for Health Statis- 
tics computer (SWAMI), and the text, glossary, and 
index of DSM-III. All codes were analyzed and paired 
with codes that were felt to have a large probability of 
containing the same cases. A pairing was accomplished 
in every instance. The draft was then reviewed by 
another of us (H.L.S.) and by Dr. Robert Spitzer and 
Dr. Janet Williams of the New York Psychiatric Insti- 
tute, by APA staff, and by Mr. Abbott Weinstein and 
the staff of the New York State Office of Mental 
Health. The work of the ad hoc Work Group for 
Notice of Proposed Rulemaking on Psychiatric Hospi- 
tals of the Health Care Financing Administration and 
NIMH was also helpful. 

As shown in the third column of table 1, of the 360 
codes in DSM-1II, 282 are identical with those in ICD- 
9-CM (except for minor wording differences and the 
presence of nonsubstantive final zeros in the DSM-III 
code) or are directly analogous. These “official” DSM- 
III codes are themselves acceptable to the Health Care 
Financing Administration because they are identical 
with ICD-9-CM codes. There are 53 codes in DSM-III 
that are numerically different but otherwise identical 
with or directly analogous to ICD-9-CM categories. 
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TABLE 1. Levels of Difficulty in Crosswalking Three Pairs of Coding Systems 


Level of Difficulty 


Crosswalk possible 
Identical code number, terminology identical 
or with minor differences 
Identical code number, analogous terminology 
Identical code number, possible conceptual difference 
Different code number, identical or analogous terminology 
Crosswalk not possible—no analogous concept 
or crosswalk otherwise not possible 
All categories 


These are largely found in substance abuse disorders 
and substance-induced organic brain syndromes and 
are regarded as unofficial codes in DSM-III (2, pp. 15). 
All are crosswalked to ICD-9-CM codes in the DSM- 
HI text. Only a small number of codes presented any 
real difficulty in accomplishing a crosswalk. Following 
are several examples of codes that present conceptual 
difficulties in conversion. 


Examples of Conceptual Problems 


1. The code 293.0 in ICD-9-CM stands for “acute 
delirium,” but 293.00 in DSM-III represents simply 
“delirium.” This difference is caused by the fact that 
DSM-III does not distinguish between "acute" and 
“chronic” organic brain syndromes. When one exam- 
ines the DSM-III text, however, it becomes clear that 
this category contains the cases that were coded as 
acute in previous DSM editions, making ICD-9-CM 
293.0 and DSM-III 293.00 compatible (2, pp. 104— 
105). 

2. The code 295.70 is “schizophrenic disorder, 
schizoaffective type, unspecified" in ICD-9-CM and 
“schizoaffective disorder" in DSM-III. DSM-III ques- 
tions whether this is a schizophrenic disorder. Both 
DSM-III (2, p. 202) and ICD-9-CM (1, p. 1119) agree, 
however, that this category contains the cases in which 
affective and schizophrenic symptoms are both pro- 
nounced. 

3. The code 300.90 in DSM-III— "unspecified men- 
tal disorder (nonpsychotic)"—is theoretically more 
inclusive than 300.9 in ICD-9-CM— "unspecified neu- 
rotic disorder." However, the presence of residual 
categories in DSM-III that cover all conditions except 
the neurotic disorders and the absence of another 
appropriate category for unspecified neurotic disor- 
ders make this the correct crosswalk in actual prac- 
tice. This is verified by the presence of the title of the 
DSM-III category in the ICD-9-CM index for this 
code. 

4. As we noted, ICD-9-CM is a true statistical 
manual, not a nosology, and therefore attempts to be 
all-inclusive. This leads to some difficulty, however, 
when it is compared with a nosological system, such as 
DSM-III. An example is the presence of three overall 
residual categories in ICD-9-CM, which seemingly 
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Number of Codes to be Crosswalked 


ICDA-8 to ICD-9-CM | DSM-Il to DSM-III | DSM-III to ICD-9-CM 


24 22 214 
4 0 68 

0 6 25 
38 47 53 
145 145 0 
191 220 360 


overlap. These are 799.9 (“Other unknown and un- 
specified cause"), V71.09 (“Observation for other 
suspected mental conditions"), and V40.9 ('*Unspeci- 
fied mental or behavioral problem"). Pairing the DSM- 
IIT 799.90 code (“Diagnosis or condition deferred") 
with 799.9 in ICD-9-CM proved not to be a problem 
because both refer to a disease that is unspecified or a 
diagnosis that is deferred (see ICD-9-CM index, p. 
205). Code V71.09 in DSM-III (“No diagnosis or 
condition") could conceivably crosswalk to either of 
the ICD-9-CM “V” codes noted. We decided to cross- 
walk it to the code of the same number because both 
refer to a patient found after an examination not to 
have any mental disorder or condition. The V40.9 
designation in ICD-9-CM seems to refer to such a low 
level of difficulty that it would not reach the threshold 
for inclusion as a diagnosis in DSM-III. 

Other examples are possible, but these should give 
the reader a feeling for the type of work necessary to 
accomplish a crosswalk. Table 2 gives selected por- 
tions of the actual crosswalk to serve as further illus- 
tration. 


USE OF THE CROSSWALK 


The crosswalk is designed to be used at several 
levels. In the medical records room, it will provide a 
standard means of converting DSM-III codes reported 
by clinicians to the ICD-9-CM codes required by 
federal agencies and by many state statistical systems. 
It will also assist systems analysts and survey research- 
ers who have a mixture of DSM-III and ICD-9-CM 
data that must be collapsed into a common data set. It 
will serve as a guide to the direct use of certain D$M- 
III codes in federal reporting for reimbursement. The 
crosswalk can be used in printed form or can be 
programmed for computer use. 

Although we believe that the crosswalk is valid for 
immediate use in the field, it is important to test its 
validity as a tool for coding medical records. This will 
be done at an appropriate time in the future. We do not 
expect large differences to occur because of the face 
validity of the great majority of the elements of the 
crosswalk, as well as the extensive reviews done in the 
development of the crosswalk. 
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DSM-III Code and Title 

Example Code Title 

Jeep 292.89 Other or unspecified substance personality 
disorder 

2a 295.40 Schizophreniform disorder 

3* 296.27 Major depression, single episode, with mood- 
incongruent psychotic features 

4 301.22 Schizotypal personality disorder 

5 301.83 Borderline personality disorder 

64 305.91 Other, mixed, or unspecified substance 
abuse, phencyclidine (PCP) or similarly 
acting arylcyclohexylamine intoxication, 
caffeine intoxication, continuous 

7» 316.00 Psychological factors affecting physical 
condition 

8* 327.91 Other or unspecified substance withdrawal 


zThe DSM-III term is a subterm or inclusion term in [CD-9-CM. 


ICD-9-CM Code and Title to Which DSM-HI Code Crosswalks 


Code Title 

292.89 Other specified drug-induced mental disorder 

295.40 Acute schizophrenic episode, unspecified 

296.24 Major depressive disorder, single episode, severe, 
specified as with psychotic behavior 

301.22 Schizotypal personality 

301.83 Borderline personality 

305.91 Other, mixed, or unspecified drug abuse, 
continuous 

316 Psychic factors associated with diseases classified 
elsewhere 

292.0 Drug withdrawal syndrome 


“Unspecified” in DSM-III refers to the substance, whereas "specified" in ICD-9-CM refers to the mental disorder. 
cA crosswalk from this code to an ICD-9-CM code is included in the DSM-III text. 


4PCP is included in the ICD-9-CM category according to the ICD-9-CM index. 


CONCLUSIONS 


Although there are differences between DSM-III and 
ICD-9-CM, most are more apparent than real. Differ- 
ences between these systems and their predecessors are 
much greater. In addition, the few significant differ- 
ences that do exist are resolved without great concep- 
tual strain on either system. The two are not identical, 
in part because of the conflict between the innovation 
necessary for an evolving nosology and the exhaustive- 
ness and stability necessary for a standard statistical 
system. The differences also highlight the difficulties 
inherent in achieving international medical agreement 
versus achieving agreement within one specialty in one 
country (a difficult enough task in itself). However, in 
spite of the problems inherent in achieving it, interna- 
tional standardization of statistical reporting remains 
indispensable to international health. Such reporting 
not only allows for comparison of health statistics and 
health status indicators between countries but can also 
assist developing countries in allocating scarce re- 
sources and setting priorities by obtaining standard 
estimates of health problems in their areas and similar 
areas (1, p. iv). 

It is indeed possible for the clinical and research 
advances of such documents as DSM-III to be made 
compatible with the international statistical system, 
and, in fact, this was our purpose in creating the 
crosswalk. (It was not a move to make DSM-III 
acceptable “‘in lieu of? ICD-9-CM, as has been report- 
ed elsewhere [11].) Close contact between the develop- 
ers of DSM-III and ICD-9-CM led to documents that 
are relatively similar, so merging them was feasible. 
However, such conversions are approximate at best 
and involve much expense, and data sets derived from 
them must always carry footnotes as to the possible 
biases involved. In addition, such cooperation may not 
always be the case, and it is entirely conceivable that 
future statistical and nosological systems could once 
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again become so different as to make their comparison 
impossible. This would be unfortunate, given the 
increasing necessity for medicine to communicate on a 
global basis. To avoid such an outcome, we offer the 
following suggestions to those designing future sys- 
tems: 

1. Nosological scientists must carefully consider 
implications for the standard statistical system. Adding 
or subtracting a category or a digit may make good 
sense scientifically or clinically but not statistically. 

2. Nosology and statistical reporting must meld to 
the degree that the same cases are included in the same 
categories for all countries. The glossary of mental 
disorders for ICD-9 is an important step in this 
direction, as are the efforts of the ICD-9 working 
group for cancer terminology. The work of the latter 
has resulted in JCD-O, which can perhaps serve as a 
model for combining nosology and statistics. 

3. Nosologists should take care that their terminol- 
ogy does not conflict with the wording in the ICD 
titles, index, or glossary and that translation into other 
languages is done in such a way as to maintain the 
validity and the reliability of both the nosology and the 
statistics. 

4. Nosologies should include conversion to ICD 
within their pages (as DSM-III does with the 327—328 
codes, for example). 

Continued cooperation and attention to such issues 
can ensure continued advancement in nosology while 
maintaining the integrity of the International Classifi- 
cation of Diseases. 
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Cross-Cultural Comparison of British and 
American Psychiatric Emergencies 


Ellen L. Bassuk, M.D., Richard Winter, M.B., B.S., and Robert Apsler, Ph.D. 


The authors compare patient characteristics in a 
psychiatric emergency setting in the United States 
with a similar service in the United Kingdom. They 
found that despite many significant differences in 
nonclinical variables, the severity of clinical 
symptoms did not differentiate between tbe two 
groups. In both countries, it was not the degree of 
psychopathology but the lack of an available support 
network, an inability to engage the patient in the 
system, and a history of serious chronic 
maladjustment that led to the majority of 
"emergency" visits. The authors conclude that use of 
an emergency service sensitively mirrors the gaps in 
health care delivery. (Am J Psychiatry 140:180—184, 
1983) 


I: 1963, the Community Mental Health Centers Act 
in the United States mandated emergency services as 
one of the essential components of a comprehensive 
community care system. Since that time, emergency 
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psychiatry has emerged as a legitimate subspecialty 
and a major avenue for teaching general psychiatry. 
With increasing medical specialization, the ascendancy 
of primary care, and the drift of general practitioners 
away from the cities, the numbers of patients using the 
emergency wards of hospitals in the United States have 
increased dramatically (1, 2). The progression of dein- 
stitutionalization has further accentuated this trend 
and has led to a growing number of chronic patients 
seeking emergency care (3). 

In the United Kingdom, in contrast, only a few 
major hospitals in urban settings have discrete psychi- 
atric emergency units. Although psychiatric consulta- 
tion is available in most city hospital accident depart- 
ments, outpatient and community services provide the 
majority of ambulatory treatment. Under the umbrella 
of the National Health Service, general practitioners 
care for all patients regardless of their financial re- 
sources (4—8). Within this context, we expected that 
patients ultimately referred to a British accident de- 
partment would be triaged on the basis of the urgency 
and severity of their problem, giving us an opportunity 
to define the nature of a “true” emergency. Moreover, 
although mental health services in the United Kingdom 
have been compared with those in the United States 
(9), to our knowledge no previous studies have focused 
specifically on psychiatric emergency services. This 
paper describes the similarities and differences between 
the two systems of health care and discusses how they 
influence the presentation of the patient in crisis. 
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THE SETTINGS 


We conducted this study at the Beth Israel Hospital 
in Boston in the United States and at the Bristol Royal 
Infirmary in Bristol, United Kingdom. Beth Israel is a 
community-oriented private general hospital affiliated 
with a medical school. Its emergency room provides 
24-hour care 7 days a week and includes a multidis- 
ciplinary mental health care team staffing the psychiat- 
ric emergency service. When patients come or are 
brought to the emergency room, a triage officer (gener- 
ally a nurse) assesses and refers the patient to the 
appropriate service (i.e., medicine, surgery, psychia- 
try). If the triage officer feels the patient has a psychiat- 
ric problem, he or she calls a member of the mental 
health team. Generally, a psychiatrist (usually a first- 
year resident) evaluates and treats all psychiatric emer- 
gency patients; sometimes a psychology intern or 
social work student does so. Approximately 1,400 
patients are assessed by the mental health team in the 
emergency room each year (3.9% of the total number 
of emergency room visits). 

The Bristol Royal Infirmary, a public general hospi- 
tal affiliated with a medical school, has an accident 
department that provides 24-hour care 7 days a week. 
Like the practice at Beth Israel, all emergency patients 
are initially evaluated by the casualty officers and 
nurses, who have little formal psychiatric training. 
Unlike Beth Israel, the casualty officers refer psychiat- 
ric patients (who represent 3% [N=504] of the total 
entries to the accident department) to an outpatient 
clinic for psychiatric care or admit patients for obser- 
vation because of self-injury. Most overdose patients 
are kept overnight and seen by a psychiatrist the next 
day. Patients with an overdose of low lethality and 
intent are referred to a psychiatrist for outpatient care 
or cared for by the casualty officer. Approximately 
30% (N=49) of the total accident department popu- 
lation is evaluated by the duty psychiatrist, who is 
usually in his or her first year of training. Therefore, 
only a very small proportion of psychiatric emergen- 
cies are seen by the duty psychiatrist (normally a 
registrar or senior house officer) in the accident depart- 
ment of this English hospital (see table 1); the same 
situation prevails in most of the other hospitals in 
England. 


METHOD 


We compared 100 psychiatric emergency patients 
seen by the mental health team in Boston with 52 
patients evaluated by the duty psychiatrist in Bristol. 
Because of the relatively smaller numbers of patients 
referred to a psychiatrist in Bristol, we planned to 
complete questionnaires on approximately 100 con- 
secutive patients seen at Beth Israel and on about 50 
patients in Bristol. In Boston we completed the study 
within 1 month (September 1978), while in Bristol it 
took about 4 months to finish 55 questionnaires. 
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TABLE 1. Description of 16,580 Entries to the Accident Depart- 
ment Register in 122 Days in Bristol, England 


Entry N 


Patients with overt psychiatric problems other 


than actual self-injury 163 .98 
Referred to a psychiatrist in the accident 
department 49 .30 
Referred to a psychiatrist for later 
outpatient appointment 15 .09 
Not referred to a psychiatrist but dealt 
with by the casualty officer 99 .60 
Self-injury patients M1 2.06 
Referred to psychiatrists 6 .04 
Overdoses 4 .02 
Lacerations 2 QO] 
Not admitted for overnight observation: 
dealt with by casualty officer 62 sor 
Overdoses 49 .30 
Lacerations 13 .08 
Admitted for overnight observation to 
general hospital ward a 1.65 
Overdoses 266 1.60 
Lacerations T .04 
Patients with vague physical complaints and 
no specific diagnosis or treatment recorded 416 25] 
Specific organic diagnosis and treatment 
recorded 15.660 94.45 


Three Bristol questionnaires were excluced because 
they were incomplete. 

At the conclusion of the initial meeting with each 
patient the clinician filled out a questionnaire that 
included 1) demographic and clinical variables and 2) 
two psychiatric rating scales—the Brief Psychiatric 
Rating Scale (BPRS) (10), which measures the severity 
of various symptoms, and the Global Assessment Scale 
(11), which evaluates the degree of functional impair- 
ment. The two samples were compared using chi- 
square or t tests (two-tailed) depending on the type of 
measures. 


RESULTS 


To compare the characteristics of the psychiatric 
emergency patients seen in Bristol with those in Bos- 
ton, we gathered the following information: demo- 
graphics, source of referral and recent physician con- 
tact, clinical symptoms, diagnoses, psychiatric treat- 
ment history, social supports, and disposition. 

The Bristol and Boston populations differed signifi- 
cantly demographically. Compared with the Americar 
patients, significantly more of the British patients were 
men (55% versus 3396, x^—6.92, df=1, p=.01) anc 
were somewhat older (mean of 36 years [SD 17 
versus 31 years [$D 714.8], t=2.1, df- 157, p.04). 
Ninety percent of the Bristol patients were white. 
compared with 73% of the Boston sample (x?- 7.59 
df=2, p.02). In Boston a slightly greater percentage 
were married (62% versus 50%), and fewer were 
separated, divorced, or widowed (21% versus 31%), 
but these differences were not statistically significant. 
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The British had a significantl y higher rate of unem- 
ployment (62% versus 3996, x^—12.57, df=5, p=.03). 
Only 18% of the British were employed, compared 
with 30% of the Americans. The Bristol sample had 
more housewives (12% versus 7%) and fewer students 
(4% versus 19%). Significantly more of the patients in 
x Bristol sample lived alone (4496 versus 26%, 

— 18.64, df=7, p<.01) and had few social supports 
(34% of the Bristol patients had no relatives or friends 
or never saw their relatives, compared with 18% of the 
Boston patients). If they were married, their relation- 
ships were significantly less stable than those of their 
American counterparts (x^—9.29, df=3, p=.03). In 
both countries, the majority of the patients (40%) 
lived within a 3-mile radius of the hospital, but in 
England significantly more patients lived more than 
50 miles away (16% versus 2%, x?=12.19, df=5, p= 
.03). 

As expected, in Bristol 52% of the patients were 
referred to the accident department duty psychiatrist 
by the casualty officer, a general practitioner, or the 
Samaritans (supervised volunteers who provide tele- 
phone contact for those in crisis). Only 18% were self- 
referred, and an additional 18% were referred by a 
friend, relative, or neighbor. In contrast, in Boston 
significantly more were self-referred (46%) or referred 
by persons close to the patient (27%) (x?=41.18, 
df=8, p<.001). Eighty-eight percent of the Bristol 
patients had links with a personal physician or general 
practitioner, compared with only 42% in Boston 
(y?=24.63, df=1, p<.001). 

The chief clinical complaint differed significantly 
between the two groups: the Bristol patients com- 
plained more often of suicidal thoughts (22% versus 
5%) or amnesia and loss of orientation (10% versus 
none) compared with the Boston patients, who had 
significantly more anxiety and somatic concerns (22% 
versus 6%, x?=36.47, df=10, p«.001). The number 
of suicide attempts was about the same for both 
groups (although in Bristol the patients with more 
serious overdoses had been previously referred for 
admission). Despite the significant differences in types 
of presentation, scores on the BPRS, which measures 
severity of symptoms (means, Boston=44, Bristol=42, 
n.s.), and the Global Assessment Scale, which mea- 
sures degree of functional impairment (means, Bos- 
ton=48, Bristol=45, n.s.; see table 2), did not differen- 
tiate between the two groups. 

Because of the notorious variation in diagnostic 
labeling between the United States and the United 
Kingdom, we avoided using the terms "schizophrenia" 
and “‘manic-depressive illness” and instead referred to 
acute and chronic psychoses (12). The percentages of 
patients in each of the major diagnostic categories 
were similar and not statistically significant. Depres- 
sions accounted for 33% of the Bristol group com- 
pared with 29% in Boston, psychoses were 20% 
versus 16%, and personality disorders were 22% 
versus 14%, respectively. Sixteen percent of the Boston 
patients were diagnosed as having a generalized anxi- 
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TABLE 2. Scores of 100 Boston Patients and 52 Bristo! Patients on 
the Global Assessment Scale 


Boston Patients Bristol Patients 


Score? N % N % 


0-9 1 ,9 0 
10—19 8 7.4 3 5.9 
20—29 4 3.6 3 3.9 
30—39 11 10.4 7 13.7 
40-49 24 22:3 15 29.4 
50—59 24 243 14 27.6 
60—69 18 16.7 7 L3. 
70—79 12 112 2 4.0 
80—89 4 Sof 0 
90—100 1 v 0 


?The mean score (SD) of the Boston patients was 4818; that of the Bristol 
patients was 45.2: 14. The difference between the scores was nonsignificant, 
50—29: needs constant supervision to prevent harm to self or others, neglects 
self; 30—79: any serious symptom or impairment of function that physician 
thinks needs treatment or attention (e.g., suicidal preoccupation, severe 
obsessive rituals); 80-100; no symptoms, superior function, integrated. 


ety disorder, but only 6% of the Bristol patients were 
given this diagnosis. 

The number of patients for whom this was their first 
visit to a psychiatrist, who had previously been in 
outpatient psychiatric treatment, and who were cur- 
rently using psychotropic medication was strikingly 
similar in the two centers. Significantly more (6296) of 
the Bristol group, however, than the Boston group 
(3 4%) had previously been in a psychiatric hospital 
(x?=10.69, df=2, p<.005). 

To determine the availability and use of social 
supports by the emergency patients we asked specific 
questions about contact with relatives and friends and 
about their living situation. The Boston group had 
: nificantly more support from relatives and friends 

x^718.76, df=7, p«.01). Approximately half of the 
"diria patients had contact with relatives and friends 
at least weekly, compared with only 1996 of the 
patients in Bristol. Of the Bristol patients, 4796 saw 
their closest relatives and friends between once a 
month and yearly, compared with 33% of the Boston 
patients. Despite the fact that the Americans had 
greater social supports than their British counterparts, 
both groups had a reduced social network compared 
with psychiatric populations using other ambulatory 
services (1, 2). 

In Bristol, significantly more of the patients (43%) 
were admitted to psychiatric hospitals than were the 
patients in Boston (18%) (x*=29.42, df=9, p«.001). 
In Boston, 23% returned to their psychotherapists, 
compared with only 2% in Bristol. Referral for outpa- 
tient psychiatric care was similar in both centers 
(23%). 


DISCUSSION 
Emergency units in the United States have evolved 


into family drop-in clinics where patients obtain pri- 
mary medical and psychiatric care without some of the 
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usual difficulties encountered in the rest of the system 
(e.g., waiting lists). Instead of handling “‘life and 
death” problems, emergency services in the United 
States now manage predominantly elective patients 
from socially isolated, economically deprived popula- 
tions. Generally, these patients have complex psycho- 
social problems and chronic illnesses (1-3). 

In contrast, in the United Kingdom the duty psychia- 
trist in the accident department sees only a very small 
proportion of patients with behavioral crises. Because 
of the National Health Service, the position of the 
general practitioner, the relative lack of discrete psy- 
chiatric emergency units, the role of the casualty 
officer, and the availability of overnight units for 
suicidal patients, the duty psychiatrist remains relative- 
ly protected (4—8). We assumed that patients finally 
triaged to him or her represent the practitioners’ 
conception of a “true” emergency. What, in fact, did 
our study show? 

As expected, the data indicate that the Boston and 
Bristol patients differed demographically and in the 
way they used the health care system. These findings 
support our clinical impression that a large proportion 
of accident department patients in England were men 
who had once been kept in psychiatric hospitals, did 
not register with a general practitioner, and now had 
joined the ranks of the chronic drifter population. We 
expected, however, that because of the different health 
care systems and our demographic findings, the pa- 
tients in Bristol and Boston would differ clinically. 
With the exception of the chief complaint, the two 
populations appeared similar. The scores on the BPRS 
and the Global Assessment Scale and the diagnoses 
failed to differentiate between the two groups. 

In contrast to the chief complaint, the score on the 
BPRS reflects the clinician's impression of the severity 
of various symptoms such as hostility, anxiety, somatic 
concerns, etc. While the Bristol patients complained 
more often of suicidal thoughts and depressive symp- 
toms, the Boston patients complained of anxiety; the 
clinicians! scores on the BPRS, however, did not differ, 
suggesting that the degree of illness was similar. Other 
possible explanations for the lack of significant differ- 
ences between Bristol and Boston include 1) there was 
truly no difference on the BPRS, a finding supported by 
the Global Assessment Scale scores and DSM-III diag- 
noses, 2) researchers have demonstrated the validity 
and reliability of the BPRS only in the United States 
and, in fact, it is not reliable in the United Kingdom, or 
3) the groups studied were similar and averaged out, 
but in fact were not identical. If we look carefully at 
the Global Assessment Scale, which measures the level 
of functional impairment, we find that Bristol and 
Boston had similar percentages of severely disabled 
persons. These groups probably reflected the number 
of psychotic patients in each area. Bristol, however, 
had a larger percentage of patients who were moder- 
ately impaired, while Boston had more who were 
mildly impaired (see table 2). 

Despite the clinical similarity between the two 
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groups, a greater percentage of British patients com- 
pared with their American counterparts were referred 
for hospitalization. Similarly, more of the British had 
previous inpatient stays. These findings might reflect 
differences in health care policy. In England, psychiat- 
ric treatment still is centered within the inpatient 
system. Bennett (9) commented that “undesirable pa- 
tients are referred in only one direction, whose final 
destination is the mental hospital" (p. 1067). In addi- 
tion, the greater percentage of emergency patients 
hospitalized in the United Kingdom compared with the 
United States might also reflect their more limited 
support networks. 

Despite the marked differences in the two health 
care systems, the consistency of our findings suggests 
that overall the Boston and Bristol patients were 
clinically similar. Why, then, do practitioners think 
that these patients need emergency treatment? 

Without additional information about the reliability 
of the standardized scales and diagnostic categories, 
we can draw only tentative conclusions. Nevertheless, 
our findings support a growing awareness among 
emergency care providers that use of these services 
sensitively mirrors the gaps in health care delivery. 
These units frequently become the receptacle for the 
most “difficult” patients. Our results raise the likely 
possibility that similar types of patients fall through 
the service delivery gaps in both Boston and Bristol. 

In both countries, the patients perceived as most 
“difficult” were chronically maladjusted individuals 
who had scanty social supports and were difficult to 
engage in continuing treatment. The lack of an avail- 
able social network and a full range of dispositional 
alternatives, not necessarily the severity of psycho- 
pathology, constituted an emergency. We know more 
about the immediate management of the severely 
suicidal or acutely psychotic individual than of the 
chronically maladjusted individual in crisis. It is cer- 
tainly paradoxical that “chronic crisis” patients have 
increasingly become the responsibility of an acute care 
setting (13). This has occurred not because of the 
services provided by most emergency units but because 
of their status as “last resort" facilities. 
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Foreign Medical Graduates and Board Certification: 
Myths and Realities 


Eduardo Val, M.D., and Suzanne Quick, Ph.D. 


The participation of foreign medical graduates 
(FMGs) in American medicine is a longstanding 
phenomenon, yet the documentation of their role has 
been mainly impressionistic and anecdotal, 
particularly in psychiatry. Using the results of a 
survey on Board certification, the authors compared 
FMGs with U.S. medical graduates (USMGs) on 
several variables: demographic characteristics, 
attitudes toward certification, performance, and 
personal experience with the examination process. 
They found that FMGs are more similar than 
dissimilar to USMGs in attitudes, values, and 
opinions about certification. The authors conclude 
that the differences are not sufficiently remarkable to 
warrant some of the prevalent misconceptions about 
FMGs. (Am J Psychiatry 140:184—188, 1983) 


Ithough the Health Professions Educational As- 
sistance Act of 1976 severely limits the number of 
graduates of foreign medical schools entering the Unit- 
ed States, their participation in American medicine is 
likely to continue to be an important phenomenon. It 
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is estimated that graduates of foreign medical schools 
(often called foreign medical graduates or FMGs) 
represent 20% of the total U.S. physician population 
and approximately 25% of all psychiatrists (1). More- 
over, FMGs play a vital role in public mental hospitals, 
where the percentage of FMGs ranges from a low of 
5.3% of the total physician staff in Arkansas to a high 
of 87.2% in Rhode Island, with a national average of 
50.4% (2). 

FMG participation in American medicine is a long- 
standing phenomenon. Since the early 1900s the influx 
of FMGs has increased steadily over time, with an 
especially rapid increase between 1963 and 1973. 
During this period the number of foreign physicians in 
graduate training almost doubled—from 11,409 to 
21,959 (3). Unlike the FMGs who immigrated to the 
United States during the first half of this century and 
who came to occupy prestigious positions in teaching 
and professional leadership, most FMGs since the 
early 1960s have come primarily to staff hospitals or to 
pursue career advancement. 

Other characteristics of FMGs as a group have also 
changed over time. Until the early 1960s, the immi- 
grating physicians came in almost equal proportions 
from Europe, Canada, and Latin America, with only 
12% coming from Asia. By the early 1970s this trend 
had altered dramatically, with Asian countries provid- 
ing 70% of the total number of newcomers. In addi- 
tion, during the last several years there has been a 
sizeable group of U.S. citizens trained in foreign 
schools. These graduates account for about 6% of the 
entering FMGs (4). 

Another noticeable shift in the characteristics of the 
FMG group, especially since 1970, has been the in- 
creasing percentage of FMGs holding immigrant visas 
rather than exchange visitor visas. Haugh and Stevens 
(4) followed FMGs who were listed as physicians in 
1963 by the American Medical Association and found 
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that 80% of them were still practicing in 1970. Their 
finding clearly indicated that FMGs had become a 
permanent, rather than a transient, population. 

Despite the active role of FMGs in medicine, there 
has been very little published on the relationship of 
FMGs to an important aspect of organized medicine in 
the United States—the board certification process. A 
review of the literature reveals that few articles have 
addressed this topic, and those that have been pub- 
lished tend to be impressionistic and anecdotal (5). 

In 1978 the American Psychiatric Association (APA) 
conducted a survey that provides a rich opportunity to 
systematically assess a number of issues pertinent to 
the FMG experience with the American Board of 
Psychiatry and Neurology (ABPN) certification proc- 
ess. The American Psychiatric Association Member- 
ship Survey on Board Certification was sent to approx- 
imately 4,800 individuals, a 20% random sample of 
APA members. It requested information in five areas: 
1) background information, including member’s age, 
training, professional activities, ideological orienta- 
tion, certification status, and experience with the 
ABPN; 2) information on factors that had inhibited 
members from becoming certified; 3) opinions regard- 
ing general policies related to the ABPN and the 
certification process; 4) opinions regarding specific 
details in the conduct of the certifying examination; 
and 5) information on personal experience with the 
ABPN. 

A total of 3,227 completed questionnaires were 
returned to the APA, a 67% rate of response. Howev- 
er, not all the questionnaires were received before the 
computer processing deadline. Of the 2,907 question- 
naires received in time for processing, there were 2,332 
responses (80%) from physicians who had graduated 
from a medical school located in the United States 
(USMGs), 72 responses (3%) from physicians who had 
graduated from Canadian medical schools, and 503 
responses (1796) from physicians who had graduated 
from schools located elsewhere (FMGs). The majority 
of findings presented here are based on two-way cross- 
tab analyses that compared the responses of the USMG 
group (N=2,332) with the FMG group (N=503). In 
all cases, the data were adjusted to delete the nonre- 
spondents from the individual analyses of each ques- 
tion of interest. 

Quick and Robinowitz (6) have already reported on 
examination success and opinions regarding the ABPN 
based on the same survey data. The present article 
focuses specifically on the FMG data, especially as they 
compare with the USMG data, rather than on the 
general sample. 


SURVEY FINDINGS 
Background and Demographic Characteristics 
Several noteworthy differences were apparent in the 


basic background and demographic characteristics of 
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FMGs and USMGs. A significantly greater proportion 
of USMGs (63%) as compared with FMGs (45%) 
graduated from university programs. Nearly 4096 of 
the FMGs graduated from state hospital programs as 
compared with 12% of the USMGs. Although these 
findings confirm the popularly held belief that the state 
hospitals have assumed a key position with regard to 
the education and training of many FMGs, they also 
demonstrate the important role of university programs 
in this area. Moreover, when the data were examined 
with regard to those who reported that they were 
trained in state hospital programs, the majority (5696) 
were USMGs, thus indicating that FMGs arc not the 
major population educated in the state hospital sys- 
tems. 

Overall, the FMGs reported an orientation to psy- 
chopathology parallel to that of the USMGs, with a 
majority of both groups indicating that their orienta- 
tion to psychopathology was eclectic. About one-third 
of the USMGs and one-fifth of the FMGs reported a 
psychoanalytic orientation. The FMGs' rank order 
distribution of major work areas also followed the 
general sample. Clinical work was the major activity of 
7496 of the USMGs and 8096 of the FMGs. Teaching, 
administration, consultation, and research were re- 
ported as the major professional activity of 1096 or 
less of each group. 

With regard to certification, the same proportion of 
FMGs and USMGs had never applied to take the 
ABPN certifying examination. However, there was a 
larger percentage of FMGs who had applied but had 
never taken the examination. Only 44% of the FMGs 
were certified, as compared with 64% of the USMGs. 
Sixty-four percent of the USMGs passed the examina- 
tion on their first try, whereas only 42% of the FMGs 
did so. Of those who failed any portion of the exami- 
nation, 1 out of 3 of the USMGs failed more than once. 
This rate increased to 1 out of 2 for the FMGs. Quick 
and Robinowitz (6), using these same survey data and 
restricting the analyses to individuals who had com- 
pleted residency between 1967 and 1978, found that 
86% of the USMGs and 61% of the FMGs were 
eventually certified. Sixty-two percent of the USMGs 
who did not pass the examination the first time 
eventually became certified, whereas only 42% of the 
FMGs who initially failed achieved certification status. 

The percentage of FMGs who reported being associ- 
ated with the ABPN as either a consultant, a director, 
or an examiner fell considerably below the percentage 
of FMGs in the general sample, even when corrected 
for the lower proportion of FMGs holding Board 
certification. 


Factors Inhibiting Certification 


About one-fourth of the total sample of respondents 
(N=2,907) had never taken the ABPN examinations. 
Individuals in this group of “‘no-takers” were asked to 
indicate possible factors that could have inhibited their 
participation in the Board certification process. How- 
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ever, no single reason emerged as a major consider- 
ation in discouraging these respondents from seeking 
certification. Moreover, there were no substantial dif- 
ferences in the reported factors that had inhibited the 
USMG and FMG groups in this cohort of no-takers 
from pursuing certification. 

Almost one-half of the no-takers felt that the cost in 
time and effort and the insignificance of certification to 
their professional practice had been major influences 
in their not pursuing certification. Also, for one-half of 
these respondents, a sense of not having adequate 
preparation in neurology had exercised some influence 
in the decision, and for one-fourth this lack had been a 
major consideration. Ineligibility, lack of preparation 
in psychiatry, fear of oral and written examinations, 
and monetary cost were reported as being of relatively 
little influence for members of either group of gradu- 
ates. However, it is of note that within the no-takers 
sample a considerably greater proportion of USMGs 
($496) than FMGs (39%) suggested that the Boards 
were unnecessary to their work. 


Certification Policies and Procedures 


Both USMGs and FMGs were of divided opinion 
regarding their general attitude toward the Board 
certification process, with between one-third and one- 
fifth of each group indicating either that the Board 
certification process works well, that it needs some 
improvement, or that it requires major reworking. 

"When asked who should be responsible for certify- 
ing the competency of psychiatrists (the federal gov- 
ernment, the ABPN only, residency training programs 
only, the APA, state licensure boards, or the ABPN and 
residency training programs) a considerable majority 
of USMGs and FMGs felt that the responsibility for 
specialty certification should be carried either by the 
ABPN or by a combination of the ABPN and training 
programs. However, nearly one-fifth of the FMGs 
singled out the APA as the most preferable certifying 
body. This may indicate that FMGs as a group are less 
aware than others of the current distinctions and 
political and legal considerations that affect the func- 
tion of organizations throughout organized medicine 
with regard to certification policies and procedures. 

Like the USMGs, the majority of FMGs agreed that 
neurology and psychiatry should have separate boards, 
but the two groups disagreed regarding the desirability 
of a joint board with separate testing procedures. 
FMGs tended to favor this arrangement, whereas 
USMGs did not. Regardless of the organizational 
arrangement, both USMGs and FMGs strongly fa- 
vored continued testing in neurology. 

Both groups supported policies of giving more infor- 
mation about pass-fail rates to administrators of resi- 
dency training programs and to applicants to those 
programs and with providing performance feedback to 
both successful and unsuccessful candidates. 

Both groups also endorsed having the residency 
training director or departmental chairman provide 
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information about the cognitive and clinical skills and 
emotional stability of ABPN applicants. However, 
neither group supported routine certification of all 
individuals who had completed psychiatric residency 
training programs. 


Recommendations About the Actual Examination 


USMGs and FMGs were in general agreement on 
most issues pertinent to the actual ABPN examination. 
A large majority of both groups favored the continued 
use of a certifying examination that included both a 
written and an oral section. There was, however, some 
ambivalence with regard to the present format of the 
written portion of the examination. Although nearly 
one-half of both groups favored a recommendation 
that the present written format be retained, about one- 
third of the respondents in the two groups disagreed 
with the recommendation, and one-fifth expressed no 
opinion on the issue. 

When both groups were asked their opinions regard- 
ing variations in the format of the oral examination, a 
larger proportion of USMGs expressed a preference 
for live and video patient interviews than for live 
interviews alone. This order of preference was reversed 
in the FMG group. Both groups expressed opposition 
to a proposal to use video patient interviews followed 
by a written, rather than an oral, examination. 


Personal Experience With the ABPN 


Several aspects of becoming certified were reported 
as being stressful for USMGs and FMGs alike. Where- 
as a large majority of both groups suggested they had 
felt adequately prepared in psychiatry, a sense of being 
unprepared in neurology was cited as a stressful factor 
for more than one-half of both populations. Close to 
one-third of each group reported that fear of the 
written examination had caused at least some stress, 
whereas fear of the oral portion was reported as a 
source of some stress for approximately 40% of both 
groups. The cost in time and/or effort also was espe- 
cially stressful for members of both groups. 

Lack of sufficient time during the examination 
emerged as a definite problem for the FMGs. Although 
80% of the USMGs reported little stress in this regard, 
the majority of FMGs experienced at least some stress, 
and one-fifth of the FMGs reported great stress due to 
time limitations. 

Both USMGs and FMGs gave a favorable evaluation 
of the ABPN in terms of helpfulness, efficiency, and 


courtesy. Overall, they felt their examiners were com- 


petent and agreed that they had been promptly notified 
of the results of their examination. Although a large 
majority of both groups felt the administration of the 
oral examination proceeded smoothly, one-fourth of 
the FMGs believed this part of the examination had 
not gone smoothly. Slightly more than one-half of both 
groups felt that they were not adequately advised of 
the criteria by which they would be judged. 
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DISCUSSION 


FMGs are a heterogenous group of individuals who 
come from different ethnic and cultural backgrounds 
and diverse educational systems. It has been estimated 
that about 800 medical schools around the world have 
contributed to medical postgraduate programs in the 
United States (7). 

Despite this variety, FMGs displayed a remarkable 
similarity to USMGs in attitudes, values, and opinions 
regarding the ABPN and the certifying process. This 
phenomenon may, in large part, result from the fact 
that the psychiatrist’s socialization and professional 
development are based on a curriculum that is quite 
universal and that prior medical education plays a very 
minor role. On the other hand, medical school experi- 
ences may well account for some of the differences 
evidenced between FMGs and USMGs in terms of their 
anxieties over performance and preferences with re- 
spect to methods of evaluation. 

By and large, foreign medical schools rely heavily, if 
not entirely, on oral and bedside assessments in testing 
medical students’ cognitive and clinical skills. Thus, it 
is not surprising that FMGs found the written exami- 
nation more stressful and that they preferred the use of 
live patients, despite the language and other difficulties 
which might be involved. For the USMG group, the 
lack of emphasis on oral examination at medical 
school (and in schools’ admission procedures) makes 
the oral part of certification particularly stressful. 
Interestingly, the fears of both groups were borne out 
in their respective failure trends on each part of the 
examination. Of those who took the written examina- 
tion, 29% of the FMGs in contrast to 7.8% of the 
USMGs failed once. In regard to the oral part, 29% of 
the USMGs failed once versus 23% of the FMGs. 

The same proportion of USMGs and FMGs never 
applied for certification, and there were no noteworthy 
differences between the two groups in terms of inhibit- 
ing factors in taking the examinations. Of those not 
seeking certification, however, a larger percentage of 
FMGs felt that having Board certification was neces- 
sary to them professionally. Perhaps that is a reflection 
of the FMGs' need for professional status and self- 
esteem. It may also be tied to more practical consider- 
ations, e.g., the improved financial remuneration in the 
public care sector for those who have obtained certifi- 
cation. 

Our major finding was that FMGs are more similar 
than dissimilar to USMGs. FMGs have often been 
stereotyped as being insufficiently trained, being or- 
ganically oriented, having graduated from a state 
hospital, and having avoided certification. These as- 
sumptions, according to our findings, are myths rather 
than facts. The majority of the FMG psychiatrists 
surveyed had completed training in a university pro- 
gram, had sought certification, and had the same rank 
order of orientation with respect to psychopathology 
as the non-FMG psychiatrists. 

It has long been assumed that psychiatry is a special- 
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ty with particular attraction for FMGs and that this 
trend has become more pronounced in recent years. 
This impression is supported by our findings, but not 
overwhelmingly. Indeed, the distribution of FMGs 
among psychiatrists approximates the distribution of 
FMGs in the general physician population. What may 
contribute to this exaggerated impression of FMG 
participation in psychiatry is the recent decrease in the 
number of USMG applications to psychiatry and the 
concomitant influx of FMGs into psychiatric training 
programs, particularly the influx into university pro- 
grams. 

Recently, one of the most widely discussed concerns 
about FMGs has been how the changes in immigration 
laws will affect the staffing of public programs and 
institutions. The reasonableness of these fears cannot 
be assessed with the data collected here because the 
survey did not question the subjects’ place of occupa- 
tion. However, given the close similarity between the 
FMGs’ preferences, attitudes, and orientation to those 
of the USMGs, one can assume that FMG distribution 
is by no means limited to the public sector. In this 
respect, their contribution to the teaching effort is 
revealing. In general terms, the percentage of FMGs 
found in teaching positions is substantially less than 
among USMGs. Yet the data indicate that psvchiatrists 
in teaching and research positions are primarily gradu- 
ates from university programs. Thus, if one relates the 
number of FMGs from university programs to the 
number identifying themselves as teachers, the correct- 
ed figures show that both groups make about the same 
contributions (USMGs, 16.3%; FMGs, 15.4%). These 
findings seem to indicate that the loss of FMGs is 
affecting not only the public care systems but the 
academic system as well. This, again, reinforces the 
earlier observation that FMGs are more similar than 
dissimilar to USMGs. 

Sidestepping the thorny issue of whether the ABPN 
assesses the competency of psychiatrists in a valid and 
reliable manner, one must still consider the fact that 
64% of USMGs pass the Board examinations on the 
first try and only 4296 of the FMGs do so. The 
responsibility for this discrepancy seems to lie with the 
training programs, with the quality of the education 
provided, and with the screening procedvres and ad- 
missions criteria, not with the ABPN. Unfortunately, 
the available analyzed data do not permit us to answer 
whether the 20% difference is related to where the 
respondent obtained his or her training (e.g., in a state 
hospital as opposed to a university hospital). This is 
certainly an important question that merits further 
exploration. 

As is well known, psychiatry is not the first specialty 
choice for many FMGs (8). One out of two FMG 
residents lists psychiatry as at least a second choice (8. 
9). We are compelled to wonder how much of this lack 
of zeal is reflected in learning performance, and later ir 
skills, which may account for the 20% performance 
difference. Furthermore, the easy entrance to residency 
(due to a plethora of vacancies) and the nonexisten: 
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screening in some programs may add to the potential 
for failure in the FMG group. 

In closing, we would like to emphasize that although 
there are differences between the FMG and the USMG 
in psychiatry, the differences are not sufficiently re- 
markable to support many of the negative assumptions 
made about FMGs. Our findings suggest a need to 
question some of these negative assumptions and to 
reconsider many of the generalizations currently made 
about FMGs in psychiatry that are prevalent in the 
profession. 
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A Ten-Year Follow-Up of Alcoholic Native Americans 
in Minnesota 


Joseph Westermeyer, M.D., Ph.D., and Emily Peake 


In a 10-year follow-up of 45 alcoholic American 
Indians, 42 (93%) were located. Seven had been 
abstinent for 2 or more years, 26 still had drinking 
problems despite repeated treatment, and 9 had died. 
The authors hypothesize that the absence of stable 
employment and a stable marriage or family 
environment reduced the efficacy of treatment efforts 
in this population. Those who achieved 2 years. of 
abstinence were characterized by stable employment 
andlor marriage, as well as by stronger interpersonal 
relationships and less depression than the others. The 
recovered subjects provided considerable help to 
other alcoholic persons in addition to serving as 
positive role models. (Am J Psychiatry 140:189—194, 
1983) 


tudies by social scientists of Native Americans' 
drinking patterns go back almost 40 years (1—6). 
Investigation of alcohol-related problems in this popu- 
lation first appeared 16 years ago; the reports have 
increased in number and diversity in recent years (7— 
13). These studies have demonstrated the major social 
and health problems posed by alcoholism in many 
Native American communities, where alcoholism oc- 
curs in as many as one-fourth of all adults. By virtue of 
its economic and familial consequences, it affects a 
much larger percentage of the population. Among 
some tribal groups few members belong to families not 
touched by alcoholism. 
Despite the demonstrated severity and frequency of 
alcoholism among many Native American groups, 
treatment studies have been sparse and primarily de- 
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scriptive rather than evaluative (14—16). We are awarc 
of only one other long-term follow-up study now in 
progress (personal communication, D. Walker, De- 
partment of Psychiatry, University of Washington, 
Seattle). Alcoholic subjects in any population tend to 
be difficult to trace over time due to frequent moves, 
divorce, episodic unemployment, and alienation from 
family. Despite these obstacles, the current study was 
undertaken to assess the results of treatment and the 
course of alcoholism among a group of Native Ameri- 
cans treated at the University of Minnesota Hospitals. 


METHOD 
Sample 


The 45 subjects in the sample were admitted to the 
University of Minnesota Hospitals from late 1969 to 
1971 with alcohol-related problems. Thirty of them 
have been described in a previous report (9). Referral 
sources included an Indian halfway house (Indian 
Guest House), local Indian organizations (1.e., Ameri- 
can Indian Movement, Upper Midwest Indian Center}, 
and the clinics and emergency rooms of local hospitals. 
All subjects qualified for hospital admission at that 
time, although today some would receive care at a 
detoxification center rather than a hospital. The most 
common admission diagnosis was alcohol withdrawal, 
but there were a few cases each of trauma, overdose, 
infections, neurological disorders, delirium tremens, 
and alcoholic hallucinosis and one case of Korsakoff's 
psychosis. 

Average hospital stay was 1—3 weeks. Eight patients 
signed out against medical advice in less than 1 week, 
and 7 patients remained for longer than 3 weeks to 
receive definitive medical or surgical care of their 
presenting problem. Each patient was assessed medi- 
cally, psychiatrically, and socially. This assessment 
included the following factors: 

1. Drinking history (age at first drink, first intoxica- 
tion, and first change in tolerance to alcohol). 

2. Alcohol-related problems (blackouts, seizures, 
hallucinations, trauma, and medical, social, and legal 
problems). 

3. Psychiatric history (suicide attempt, psychiatric 
outpatient care, and admission to general hospital 
psychiatric unit or state psychiatric unit). 
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4. Psychological evaluation (mental status examina- 
tion, MMPI, and Shipley-Hartford Test). 

5. Physical evaluation (vital signs and physical and 
neurological examinations). 

6. Mental status (orientation, memory, fund of 
information, and observation for psychopathology). 

7. Hepatic function (alkaline phosphatase, SGOT, 
bilirubin, albumin/globulin ratio, and thymol turbidi- 


y: 

8. Demographic data (birthplace, birthdate, educa- 
tion, occupation, employment, residence, and marital 
status). 

A Native American alcoholism counselor from a 
nearby halfway house interviewed and counseled sub- 
jects regarding their alcohol problem. Rehabilitation 
plans were made jointly by one of us (J.W.) and the 
Native American alcoholism counselor; these plans 
were then recommended to each patient. Recommen- 
dations included further residential care, halfway 
house, Alcoholics Anonymous, outpatient care, and/or 
medications (in various combinations depending on 
the patient). Of the 45 patients, 21 (47%) complied 
with the aftercare recommendation made at the time of 
discharge. 

The sample consisted of 37 men and 8 women. 
Three subjects were younger than 20 years; 10 were 
aged 20-29; 12, 30—39; 11, 40-49; 8, 50—59; and 1, 
60—69 years. Twenty subjects were single, 1 was 
married for the first time, 2 were married for the 
second time, 17 were separated or divorced, and 5 
were widowed. Eight subjects had less than 8 years of 
education, 27 had 8—11 years, 8 were high school 
graduates, and 2 had some college (mean educa- 
tion=9.4 years, median=9.8 years). Seven subjects 
had regular Jobs, and 38 were unemployed. 


Procedure 


The first step was to determine whether Native 
American people active in alcoholism prevention and 
treatment would support the study. One of us (T. W.) 
met collectively with 6 such individuals, who asked 
detailed questions about the proposed study, made 
several suggestions regarding procedures and hypothe- 
ses, and approved the endeavor. Next, meetings were 
held with staff members from about 20 Indian and 
non-Indian social and treatment facilities (selected 
detoxification centers, halfway houses, and residential 
treatment centers) to seek their guidance and support. 
With one exception, the members of these facilities (all 
of which encountered Indian clients/patients) ap- 
proved and offered assistance. Those who helped us 
contact the former patients received a finder's fee. A 
few former patients were located through the phone 
book or their former addresses. 

Of the 33 living subjects who were located, all 
agreed to be interviewed. We also interviewed the 
survivors of 4 of the 9 deceased subjects. All interview- 
ees were paid a fee. Three subjects could not be 
located. 
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The subjects chose the site for the interview. Patients 
were not interviewed while under the influence of 
alcohol (1.e., they had to show a 0 alcohol level on a 
device testing exhaled breath) or while in withdrawal 
(i.e., they had to have a pulse rate under 100 beat/min, 
be normothermic, and show no evidence of tremulous- 
ness, hallucinations, or delusions). In one case the 
mental status examination indicated chronic organic 
brain syndrome sufficient to interfere with reliable 
recall. The patient gave his approval for us to contact 
his brother and a counselor, who were able to verify 
and supplement the data he had provided. 

The subjects’ current demographic characteristics 
were recorded. Clinical ratings of substance abuse 
were obtained with the Michigan Alcoholism Screen- 
ing Test (17), the Drinking Behavior Interview (18), 
and the Cohen-Klein drug use scale (19); these ratings 
were based on the subjects' lifelong substance abuse. 
Subjects were asked to complete the Zung Self-Rating 
Depression Scale (20) under two conditions: as they 
felt at the current time and as they felt when drinking. 
Ratings on a 10-point mental status examination were 
also obtained; the normal range for minority Ameri- 
cans was 7—10. These instruments have not been 
widely standardized among nonclinical Indian popula- 
tions. However, the testing of these and/or similar 
instruments in a nonclinical sample of North Ameri- 
cans in Washington state supported their utility in 
differentiating clinical and nonclinical populations 
(personal communication, D. Walker). 


FINDINGS 


At the time of the follow-up interview the 45 former 
patients were divided into five groups on the basis of 
the following criteria: 

1. Improved: self-supporting; not using detoxifica- 
tion units, halfway houses, and other residential facili- 
ties; and in good health for age (N=7, or 16% of the 
total sample). 

2. Unchanged: continues a life style similar to that 
of 10 years ago with episodic treatment for alcoholism 
and/or its medical complications, episodic employ- 
ment, and economic dependence on relatives or social 
institutions (N=7). 

3. Doing worse: deterioration in mental and/or 
physical health, decline in employment status, and 
shrinking of social network (e.g., divorced, alienated 
from family members) (N19, or 42%). 

4. Deceased: died within 10 years of hospital dis- 
charge (N=9, or 20%). 

5. Missing: subject was not located (N=3, or 7%). 


Improved 
This group consisted of 5 men and 2 women (see 
table 1). Their mean age (SD) at admission a decade 


earlier was 40.9413.0 years (range-26—61 years). 
Five of the subjects were married and living with their 
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TABLE 1. Psychological Test Scores of 33 Alcoholic Native Americans at Follow-Up 





Improved Patients (N 


Test Range Mean 
Lifetime MAST (normal x5) 21-154 41.9 
Drinking Behavior Interview (normal 

range= 1-26, normal mean <8) 64—194 1344 
Cohen-Klein drug scale (normal x1) 0 
Zung depression scale (normal <50) 

Current 28—40 sed 

When drinking* 49—72 62.5 
Mental status test (normal-7—10) 9—10 9.6 


Test Scores 


=7)a Unchanged Patients (N=7)> Worsened Patients (N= 19)< 
SD Range Mean SD Range Mean SD 
11.6 30-51 43.4 7.9 31-52 40.7 6.9 
40.6 89-183 . 117.7 32.2 71-191 . 110.9 35.0 

0-3 1.17 1.33 0—1 0.11 0.32 
4.4 31-55 38.9 7.6 29—69 45.9 11.7 
96 | 40-93 71.9 19.7 36—70 51.3 9.0 
0.5 8—10 8.9 1.0 5—10 8.5 1.4 


?Mean (+SD) length of longest period of abstinence during last decade and of current abstinence was 72.0::42.1 months (range=24—120). 
*Mean (+SD) length of longest period of abstinence during last decade was 20.3:£16.4 months (range 4—24); length of current abstinence was 98.4+63.7 dass 


(range 1-270). 


*Mean (XSD) length of longest period of abstinence during last decade was 9.6£9.7 months (range=0.25-29 months); length of current abstinence was 


26.8::38.21 days (range 1-120). 
{Data are for 7 improved, 6 unchanged, and 12 worsened patients. 
*Data are for 1 improved, 2 unchanged, and 7 worsened patients. 


spouses; 1 was in an original marriage and 4 had 
divorced and remarried. Among the 5 spouses, 3 were 
non-Indian (2 were white and 1 was black). This 
finding was somewhat unexpected, as all of the 25 
former spouses among the entire group of 45 had been 
Indian. The sixth subject, a man, continued to be 
separated from his wife, although he visited her and 
their teenaged children regularly. He also had a stable 
relationship with an Indian girlfriend who was di- 
vorced and rearing children. The seventh subject, a 65- 
year-old man, was widowed and had not remarried. 
He spent most of his time at an Indian community 
center where he took his meals and visited with 
friends. Five of the subjects in this group were em- 
ployed at stable jobs, where they had been for at least 2 
years. Their occupations included construction fore- 
man, supervisor at the telephone company, indepen- 
dent contractor, supervisor of a community alcoholism 
project, and an alcoholism counselor. The 2 unem- 
ployed persons were a 65-year-old retired man receiv- 
ing Social Security and a 71-year-old housewife. 

This group's current abstinence from alcohol and 
other recreational drugs was longer than that of the 
other 2 groups (see table 1). Their lifetime mean score 
on the Michigan Alcoholism Screening Test did not 
differ from the scores of the other groups. Yet their 
lifetime mean score on the Drinking Behavior Inter- 
view was the highest, due to the fact that they had 
better employment and marital histories than the other 
groups. (The interview has several items on work and 
marital problems associated with drinking.) On the 
Zung depression scale the subjects! current self-rating 
showed the least pathology of all 3 groups. By con- 
trast, their retrospective self-report scores for the peri- 
od when they were drinking showed considerable 
pathology. 


Unchanged 


This group consisted of 5 men and 2 women. Their 
mean age (+SD) at the time of the original admission 
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was 31.9+13.3 years (range=15—48 years). One sub- 
ject was married and living with his wife. Two werc 
episodically employed in day-labor pools and 1 was 
retired and receiving a veteran’s pension. All were 
frequently dependent on welfare and social institu- 
tions. They were binge drinkers who were able to 
remain sober for weeks or months at a time before 
drinking again. 

This group's mean score on the Drinking Behavior 
Interview was between the scores of the other 2 
groups. Their high mean score on the Cohen-Klein 
scale was due to the score of 1 subject who had abused 
any drug he could obtain. The group's current Zung 
score was also between the scores of the other 2 
groups. Their mean Zung score for the period when 
they were drinking indicated severe depressive symp- 
toms. 


Doing Worse 


All 19 subjects in this group were men. Their mean 
age (+SD) at admission 10 years earlier was 41.8: 9.5 
years (range— 27—57). One of the subjects was married 
and living with his wife. Two were currently employed; 
1 worked episodically in a day-labor pool and the 
other had worked for the previous 3 months as a 
maintenance man. All had relied heavily on welfare 
and various social and medical institutions within the 
last year. Heavy binge drinking with relatively bricf 
abstinence periods was their predominant drinking 
pattern. One man had long periods of abstinence and 
was an active member of Alcoholics Anonymous but 
had recurrent depressions, hospitalizations, and unem- 
ployment. He had previously been shot in the head, 
and he incurred a traumatic amputation in an industri- 
al accident during the follow-up period. At the time of 
the interview he was in jail on an alcohol-related 
offense. 

The group's mean score on the Drinking Behavior 
Interview showed less pathology than the scores of the 
other 2 groups due to their poorer premorbid employ- 
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ment and marital histories, which resulted in less loss 
of marital status and work due to alcoholism and 
hence a better score. The group’s current mean Zung 
score for depression showed more pathology than the 
scores of the other 2 groups, but their mean Zung 
score for the period when they were drinking was the 
lowest of the 3 groups. Even in this group, however, 
the Zung score for the period of drinking showed more 
depression on the average than the current Zung score. 
This group had the poorest mean score on the mental 
status test; of the 19 subjects interviewed, 2 had a 
score below normal. 


Deceased 


Seven of these 9 subjects were men and 2 were 
women. Their mean age (+SD) at the time of admis- 
sion was 35.3413.1 years (range=23—54 years). Their 
mean age at death was 41.4+13.9 years (range=26— 
63 years). The causes of death were varied. 

Two subjects, aged 26 and 27, were murdered, and 
2, aged 34 and 63, died in vehicular accidents (all 4 
were intoxicated at the time of death). One 29-year- 
old subject committed suicide by stabbing himself; he 
had been drinking heavily for weeks before his death. 
One subject, aged 52, died of alcoholic cirrhosis of the 
liver, with bronchopneumonia as a contributing cause. 
One 43-year-old subject had a subarachnoid hemor- 
rhage after alcohol withdrawal at the time of discharge 
from a nonmedical detoxification facility. One subject, 
aged 29, had heart failure secondary to rheumatic 
valvular disease during an acute alcoholic stupor. A 
55-year-old subject had general peritonitis secondary 
to carcinoma of the rectum; he had ignored early signs 
of rectal bleeding. 

Two other men died within months after being 
interviewed for the study. One, aged 60, was robbed 
and beaten to death while intoxicated. The other, aged 
46, was found drowned in a river. 


Missing 


This group consisted of 2 women aged 17 and 19 
and a 46-year-old man. Their mean age (+SD) on 
admission was 26.7+16.7 years. One of the women 
had not been seen at her home reservation for over 9 
years and was presumed dead by her relatives. The 
other woman had not been seen in the area in several 
years. The man had been seen as recently as 1 year 
earlier. 


DISCUSSION 


Courses of Alcoholism Among Native Americans in 
the Upper Midwest 


It has been argued that chronic heavy drinking 


among Native Americans merely comprises an alterna- 
tive life style (21). Another perspective holds that such 
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drinking is destructive but that sobriety is more unde- 
sirable than chronic intoxication for Native Americans 
in the United States (22, 23). The data in the present 
study do not support either hypothesis, at least for 
Indian people in Minnesota. For the 7 who were doing 
well and who had been sober for 2 years or longer, 
abstinence was associated with stable employment, 
good economic and living conditions, strong interper- 
sonal relationships, and little depression (as measured 
by a self-rating scale). 

Recovery from alcoholism was not related to the 
severity of alcoholism as ascertained by the Michigan 
Alcoholism Screening Test, perhaps due to the marked 
severity of alcoholism in these subjects. There was a 
trend for the Drinking Behavior Interview scores to be 
inversely correlated with outcome (i.e., worse score, 
better outcome), but this was not statistically signifi- 
cant. Good outcome was associated with more depres- 
sive symptoms while the subject was drinking, but 
these data were obtained retrospectively and may have 
been influenced by the subjects’ present status. 

Earlier it was observed that Indian women with 
alcohol-related problems were younger than non-Indi- 
an women with such difficulties, while Indian and non- 
Indian male alcoholics did not differ by age (9). These 
follow-up data suggest a hypothesis for this observa- 
tion. In order to survive, alcoholic Indian women have 
to either maintain a stable alcoholism pattern (i.e., the 
group that was unchanged) or maintain a pattern of 
abstinence; there were 4 women in these 2 groups. The 
women who did not maintain one of these patterns 
either died or were missing persons (and presumed 
dead); there were 2 women in each of these groups. 
There were no women among the 19 former patients 
who were doing worse. 


Treatment Outcome 


Despite concerted treatment efforts 10 years earlier 
and repeated attempts at treatment by most former 
patients, only 7 of the 42 identified former patients 
were improved. Treatment for the sample had included 
both Indian-run and majority-run programs, ranging 
from detoxification centers to hospitals to halfway 
houses. At the time of the original treatment admis- 
sion, most subjects were not skid-row or long-term 
alcoholics. Large sums of money had been spent on 
treatment over the years by society and by the subjects 
themselves. Why was the overall outcome so dismal? 

One factor was probably the low employment rate 
at the time of the original admission. Employment is 
known to be a critical factor influencing the prognosis 
of treatment of substance abuse (24, 25). More than 
other members of society, many Native American 
people have difficulty sustaining stable employment. 
All of these subjects had been born on rural reserva- 
tions. Few of them possessed ready entrées into the 
urban job market. They were reared in settings in 
which job skills involved seasonal or unskilled labor 
(e.g., agricultural work, animal husbandry, fishing, 
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railroad and county road maintenance), which was not 
readily salable in the urban Twin City area. Day labor, 
summer employment, and overflow work in factories 
provided only temporary positions to which they had 
little personal commitment. When substance abuse 
problems developed and affected job performance, 
employers showed little or no commitment to aid the 
subject with rehabilitation—unlike their attitudes to- 
ward employees in whom they had invested training 
efforts. 

A second probable factor in poor treatment outcome 
was the absence of a spouse or, for younger subjects, a 
stable family environment. This characteristic has also 
been associated with poor treatment outcome in other 
studies (24—26). In many cases this characteristic was 
related to the first factor. That is, lack of stable 
employment favored either a perpetual single state or 
the disruption of a marriage. Men unable to support a 
family chose not to marry (although most of them over 
the age of 25 had lived in common-law relationships). 
Among those who had been married and employed, 
unemployment often precipitated heavy drinking, 
which in turn led to sustained unemployment and 
marital problems. Jn sum, there does not seem to be a 
need for invoking special cultural hypotheses to under- 
stand the poor outcome that occurred among these 
former patients. 


Mortality 


While the percentage of improved patients in this 
sample fits with data collected from similar alcoholic 
populations (i.e., those with no current job or family), 
this is not true of the mortality in the group. Of the 42 
former patients who were located, 9 had died. This 
high mortality rate—an annual rate of 2%—is about 
twice that observed among alcoholics elsewhere (27) 
and even exceeds that of narcotic addicts (28). 

The Native Americans who had died tended to be 
relatively young. In this regard they resembled other 
Indian people, who tend to die of violence at a young 
age, rather than at an older age as in the rest of 
American society (29). Follow-up studies among ma- 
jority alcoholics have indicated that they die about a 
decade younger than nonalcoholics but usually in their 
50s or 60s (27). This is a decade or two older than the 
9 Indian subjects in our study. The predominance of 
violence as a cause of death is also a pattern observed 
among other native American groups with high rates 
of alcoholism (30). 

By contrast, the few older people in our sample 
tended to do rather well. Two of the oldest subjects—a 
65-year-old man and a 71-year-old woman—were in 
the improved group. Investigators in other Indian 
groups have observed the great sense of responsibility 
and important child-rearing roles among Indian grand- 
parents (31, 32). Social role and expectation may 
account for this somewhat unexpected outcome, al- 
though a larger sample and data from a variety of 
cultures would be needed to prove the point. 
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Some Advantages of Treatment 


These outcome data paint a fairly grim picture, but 
the study did produce some positive findings. First, on 
the basis of other studies (33—35), one would have 
expected a spontaneous recovery rate of only 576—895. 
The recovery rate in our sample was two to three times 
greater—a marked improvement over the presumed 
spontaneous recovery rate. Anecdotal histories from 
former subjects strongly suggested that treatment pro- 
grams and personnel—both their hospital care a dec- 
ade earlier and subsequent treatment—played a major 
role in the recovery of at least 5 of the 7 people who 
were improved. 

From a public health perspective, an important 
finding lay in the roles these 7 people assumed within 
the Indian community. Three of them obtained train- 
ing as alcoholism counselors. One of the 3 established 
a successful outreach program for alcoholics, another 
has stable employment in a treatment facility, and the 
third man, after working for 4 years as a counselor, 
eventually entered a more lucrative field (construc- 
tion), in which he is now a supervisor. All 7 former 
patients have been active in helping other Indian 
people, including their family members and other 
individuals who have alcohol-related problems. Thev 
have also served as role models to Indian people with 
substance-abuse problems. However, carly in their 
recovery from alcohol problems, 3 of them stayed 
away from their Indian relatives and friends for a few 
years. All 3 married non-Indians during that period. 

By providing employment and supervision for recov- 
ering alcoholics, Indian-run treatment programs were 
a critical factor in the recovery of 3 of the 7 former 
patients who have done well. Indian-run programs 
served all of the 7 people at some time during their 
rehabilitation. Industria] alcoholism programs, Alco- 
holics Anonymous, and hospital programs supported 
by private health insurance were not available to these 
subjects early in their recovery. 
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Commentary 





Sexual Misconduct by Psychiatrists: The Ethical and Clinical 
Dilemma of Confidentiality 


Alan A. Stone, M.D. 


Psychiatrists have an ethical obligation to expose 
colleagues who sexually abuse their patients. 
However, this obligation often conflicts with the 
ethical obligation of confidentiality. This principled 
ethical dilemma is grounded in practical clinical 
considerations. The author suggests systematic use of 
consultation as a potential method to address both 
ethical and clinical responsibilities. (Am J] Psychiatry 
140:195—197, 1983) 


D uring the past decade there has been an increase 
in malpractice suits, ethical complaints, and even 
criminal charges against psychiatrists for sexual abuse 
of patients (1). When a psychiatrist is publicly exposed 
because of such abusive conduct, it often turns out that 
a substantial number of his or her colleagues acknowl- 
edge (usually in confidence) that they had long known 
of this unethical conduct. Rarely do these colleagues 
recognize that they may have failed in their own ethical 
responsibilities. Section 2 of APA’s annotated Princi- 
ples of Medical Ethics (2) directs us to “strive to 
expose those physicians deficient in character or com- 
petence.” The sexual abuse of patients is an egregious 
manifestation of deficiencies in character and compe- 
tence (2). Yet standing in the way of this affirmative 
ethical duty to expose such physicians is the equally 
important obligation to protect the confidentiality of 
patients. 

The psychiatrist has usually heard about his or her 
colleagues’ sexual misconduct from patients in the 
course of therapy, during consultations, and, perhaps 
even more often, from other psychiatrists who share 
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such information with the expectation of collegial 
confidentiality. Often this information is in the form of 
vague rumors or even gossip. Rarely is there what 
could be considered well-documented evidence. Thus 
on the one hand the psychiatrist typically has only 
hearsay knowledge and on the other hand he or she 1s 
bound by section 4 of the Principles (2), which requires 
us to "safeguard patient confidences within the con- 
straints of the law." Given these limitations, it is easier 
to do nothing. Even when one does recognize the often 
ignored affirmative duty to “expose” such a colleague, 
one often feels helpless to do anything about it. Doing 
nothing, then, can become the accepted norm of 
professional behavior, while taking action to expose a 
colleague can become the deviant exception to this 
norm. Whatever the reasons for this collective failure 
to act, in retrospect it creates the appearance of a 
"conspiracy of silence." Critics, for instance, charge 
that the ethical duty of confidentiality to the patient is 
used hypocritically to cloak the offending therapist, 
that psychiatrists are more responsive to the require- 
ments of professional etiquette and to each other than 
to their professional responsibility to patients, and that 
the canons of ethics protect the profession and not the 
patient (3). 

Whether or not such criticisms are deserved, it is 
clear that physicians place a high value on confidenti- 
ality, a value which is not limited to patients. Confi- 
dentiality is traditional during the investigation of 
ethical complaints of doctors (2). Even after an offend- 
ing physician has been given a fair hearing, exhausted 
all appeals, and been sanctioned, that result customari- 
ly has remained confidential (2). Although the impulse 
to protect a colleague's career and sympathetically 
encourage a rehabilitative process is laudable, the 
possibility of continued abuse of unsuspecting patients 
is the potential cost of this customary practice. No- 
where in the canons of ethics is this potential cost 
confronted, and nowhere is the psychiatrist given 
guidance as to how to reconcile the conflicting duties 
of confidentiality and of exposing unethical colleagues. 
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SEXUAL MISCONDUCT BY PSYCHIATRISTS 


CONFIDENTIALITY IN PSYCHIATRY 


Confidentiality has merited special consideration in 
psychiatry, not only because it is necessary to protect 
the privacy of patients but also because an expectation 
of privacy is essential to protect the process of psycho- 
therapy itself, particularly the intimate process of 
psychoanalytic therapy. This professional interest has 
led some psychiatrists to oppose their patients’ waivers 
of confidentiality (4). Although this opposition has 
emphasized the patient’s interests in confidentiality 
and the complexities attendant on a fully informed 
waiver, there is also a professional interest in protect- 
ing the therapeutic zone of privacy (5). 

The canons of ethics address these legitimate profes- 
sional concerns, but when confidentiality becomes an 
absolute value—a trump that wins out over all other 
clinical and ethical considerations—we drastically lim- 
it our ability to take responsibility for policing our 
own profession. We fall into a pattern of moral inertia. 
The annotated Principles (2), of course, are not abso- 
lute about confidentiality; they make it clear that a 
psychiatrist may release confidential information with 
the patient's authorization after “apprising him/her of 
the connotations of waiving the privilege of privacy." 

The American Psychoanalytic Association's Princi- 
ples of Ethics for Psychoanalysts (6), in contrast, 
makes no mention of this alternative. Section 6 states, 
“Except as required by law, a psychoanalyst may not 
reveal the confidences entrusted to him." Although 
section 12 urges the psychoanalyst to expose without 
hesitation, in an ethical fashion and through appropri- 
ate channels, illegal or unethical conduct of fellow 
members of the profession," no guidance is given 
about such a waiver of confidentiality. How does the 
psychoanalyst resolve the conflict between section 12 
and section 6? If we assume that a psychoanalyst has 
become convinced that a patient has been sexually 
abused by a colleague, the ethical dilemma is how then 
to proceed “in an ethical fashion" to expose that 
colleague's misconduct when that misconduct has be- 
come known in a context of confidentiality. 

This dilemma is perhaps more common than we 
generally acknowledge, and it is not just an abstract 
conflict of two ethical principles. The ethical dilemma 
is grounded in real clinical problems, which the public 
and our critics may not fully appreciate. If we examine 
the ethical dilemma in more detail, the clinical prob- 
lems will emerge. 


THE ETHICAL AND CLINICAL DILEMMA 


It should be clear to the psychiatrist, if not the 
psychoanalyst, that the patient can resolve the physi- 
cian's conflicting ethical duties by waiving confidenti- 
ality. At once, however, clinical questions arise. First, 
whether the psychiatrist should put this burden on the 
patient is problematic. What is often at issue here is the 
conviction of the psychoanalytically oriented psychia- 
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trist that to focus on his or her own ethical dilenma 
with a patient will disrupt the transference-counter- 
transference, distort the therapeutic process, and give 
the therapist’s concerns priority over the patient's 
treatment. All of this runs counter to traditional 
psychoanalytically oriented training. Thus, for under- 
standable and professionally legitimate reasons, psy- 
choanalytically oriented psychiatrists treating a patient 
who has been sexually abused by a previous therapist 
may put off raising the ethical problem. In that delay 
the decision to do nothing may become the inevitable 
result. 

More 1s at stake, however, than technical consider- 
ations. In the example of the patient who is believed to 
have had sex with her previous therapist, the ethically 
responsible psychiatrist cannot go forward in any 
useful way without the patient's becoming involved in 
substantiating the ethical complaint. Such patients in 
my experience often feel guilty, humiliated, and 
ashamed. Their feelings are not unlike those of a 
woman who has been subjected to an incestuous 
relationship with her father. The sexual activity has 
taken place in the context of a “father transference,” 
and the woman may not have worked through those 
transference feelings and what they mean to her. She 
may be bewildered and uncertain, still in a sense loving 
the therapist and clinging to the notion that the 
therapist really loved her. These are not easy feelings to 
sort out. Just as with incest, once the line of taboo has 
been crossed the ordinary categories of human emo- 
tion seem blurred and confused. Even 1f the patient 
now condemns her therapist-seducer, there is the prob- 
lem of what kind of and how much punishment she 
wants to exact and how she feels about making this 
private matter—including her own sexual activities— 
public. 

Those of us who, on the one hand, have traditional 
training in psychoanalytic therapy and, on the other 
hand, are trying to help a patient cope with all of these 
conflicting emotions are understandably hesitant to 
push the ethical problem. Furthermore, there can be no 
doubt that pursuing any kind of ethical or legal 
complaint will involve the patient in a major real-life 
commitment. Her credibility may be challenged, and 
she must endure in the face of adversarial confronta- 
tion and procedural delay in order to accomplish 
anything. All this must be clearly explained to the 
patient if she is to make a knowing waiver of confiden- 
tiality. Clearly much more is at stake for the patient 
than for the psychiatrist who is impelled to make an 
ethical complaint. Even the psychiatrist runs the risk of 
being labeled “judgmental” or a “troublemaker” by 
some colleagues. 

Some patients, of course, will refuse to waive confi- 
dentiality even when the psychiatrist does present the 
ethical issue. How much then should the therapist 
press the patient and try to convince her that she 
should waive confidentiality and join the psychiatrist 
in taking this burdensome step? Some psychiatrists, 
including even some psychoanalysts, now believe that 
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it is therapeutically important for sexually abused 
women to act. The real-world confrontation is consid- 
ered a crucial therapeutic parameter for such a woman 
to work through and master the trauma of this sort of 
experience. These therapists see no conflict between 
clinical and ethical objectives. Rather, they would 
claim it is central to the therapeutic alliance and to a 
beneficial outcome. They would minimize all of the 
therapeutic reasons for caution and neutrality de- 
scribed above. Of course, they also recognize that the 
patient will need considerable emotional support and 
are prepared to supply it, just as they would with a 
rape victim (7). They would argue that the failure to 
take such action limits the value of any insight therapy, 
including psychoanalysis. 


A POSSIBLE SOLUTION 


There is insufficient evidence to choose between 
these two clinical approaches on empirical grounds. 
But it is quite clear that traditional approaches may 
lead to an aggregate failure of ethical responsibility. 
Ingenious psychoanalytically oriented clinicians have 
devised sensible procedures to balance these seemingly 
contradictory approaches. The therapist-administrator 
split (8), whatever its limitations, may be a technical 
procedure particularly applicable in these situations. 
The therapist who is convinced that a patient has been 
victimized can suggest to the patient that they both 
discuss the situation with a consultant (the administra- 
tor). If the patient agrees, thereafter the consultant 
would assume responsibility for ensuring a knowing 
waiver of confidentiality. The patient and consultant 
can press appropriate ethical and legal remedies, while 
the therapist and patient can remain in a traditional 
therapeutic relationship if that seems desirable. This 
step of consultation will not guarantee that an ethical 
complaint is made; the patient may still decide in favor 
of privacy and confidentiality. Even more commonly 
in my experience, the patient may remain ambivalent, 
hurt, and angry but may not want to harm the career 
or the marriage of the unethical psychiatrist. The 
consultation may serve only as an abreaction to an 
authority figure. 

Nonetheless, enlisting a consultant removes some of 
the traditional inertia. It allows someone who is select- 
ed as a consultant because he or she is knowledgeable 
and skilled about legal and ethical procedures to 
discuss the matter realistically with the patient. Such 
consultants could be designated by local psychoana- 
lytic societies and by APA district branches. To use 
such consultants is an ethically responsible step for the 
therapist to take that violates no ethical principle. 
Indeed, section 9 of the American Psychoanalytic 
Association’s Principles (6) and section 5 of APA’s 
annotated Principles (2) encourage consultation, al- 
though neither explicitly recognizes that consultation 
should be used for ethical problems of this nature. 
Unless convinced that it is contrary to the patient’s best 
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interest, the consultant, in my personal opinion, 
should feel free to encourage the patient to participate 
in some real-world action (ethical, disciplinary, or 
legal) against the unethical psychiatrist and offer to 
assist in that action. 

There are also several less drastic measures a consul- 
tant might take. For example, with the patient’s con- 
sent he or she might notify the offending psychiatrist 
that a consultation has taken place, urge the psychia- 
trist to seek treatment if that seems appropriate, and 
warn him or her about the possible consequences of 
continued sexual abuses. The offending psychiatrist 
will at least be on notice that a consultation has taken 
place and that a concerned and knowledgeable col- 
league has become involved. This procedure by no 
means resolves all problems, but it 1s preferable to the 
present appearance of moral inertia. The use of a 
consultant in this role will not be achieved without 
complications. The problem of split transference, with 
the patient playing off one psychiatrist against the 
other, may occur. The pursuit of ethical or legal 
redress may undermine the significance of therapy and 
the therapeutic alliance. If the patient is married or has 
close relatives, either the consultant or the therapist 
will have to deal with their involvement. If legal 
redress is sought, the lawyer-client relationship may 
add further complications; in my experience, however, 
a sensitive lawyer rapidly takes over the responsibil- 
ities of the consultant and encourages the patient's 
therapeutic relationship with her psychiatrist. 

The vast majority of psychiatrists are ethical and 
competent. They are deeply troubled by the unethical 
conduct of the very few who sexually abuse and 
mistreat patients and discredit the profession. We mav 
feel that these offending colleagues necd treatment 
rather than punishment, but all too often we take no 
action at all because of our conflicting ethical responsi- 
bilities. We owe it to ourselves and our patients to 
confront publicly the conflicting ethical responsibilities 
we experience privately. Like our patients, once we 
openly identify our problems, perhaps we can begin to 
find more effective ways to deal with them responsibly. 
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Editorial 


Missed Seizures and the Bilateral-Unilateral 
Electroconvulsive Therapy Controversy 


free time to time a study appears that urges us to look at our practice. Such a 
report is Electroconvulsive Treatment in Great Britain, 1980, sponsored by the 
Royal College of Psychiatrists (1). Drs. Pippard and Ellam obtained information 
from practitioners by questionnaire, carried out a prospective study, and observed 
the actual practice of convulsive therapy. They found much to commend, but much 
is disturbing: 

Most practitioners emphasized the use of electroconvulsive therapy (ECT) in 
depressive syndromes, particularly in the elderly, and favored bilateral electrode 
placement. Indications, usage, and complication rates were comparable to other 
published experience in the United States (2) and Scandinavia (3, 4). 

The authors visited 100 clinics that administer ECT. Using guidelines of the Royal 
College of Psychiatrists (5), they estimated that 59 clinics met the standards “with no 
more than minor deficiencies" and that in these 59 clinics they would have "few 
reservations about accepting treatment [as a patient]." However, 27 clinics had 
serious deficiencies, such as poor and indifferent care and obsolete apparatus, and 
could not easily be brought to a satisfactory standard. They rated 31% of the 
psychiatrists as unsatisfactory in their handling of ECT treatments. 

There was a high incidence of missed seizures. “On several occasions during the 
visit... we often saw ‘missed fits,’ even in those units [that denied this fact]. In some 
hospitals fewer than 50% of the patients in a session received fits, usually because of 
incorrect criteria for a fit or because the staff did not look at the patient to see. . . . In 
some clinics staff did not look to see whether a bilateral clonic convulsion had 
occurred. Sometimes we saw the operator press the button, remove the electrodes 
and, while turning his head to complete the notes, say that a fit had occurred when it 
had not." 

Considering the wide discrepancies in ECT usage among U.S. public, private, and 
academic hospitals (6), is it not likely that inadequate facilities, poorly trained 
professional staff, and missed seizures are features in many of our treatment centers? 
Do the public concerns about ECT, for example, the referendum outlawing its use in 
Berkeley, Calif., reflect perceptions of callous professional attitudes and improper 
practices of ECT? If so, then our defense along scientific lines (2) may have stemmed 
the emotions, but only for the moment. The British survey is fair warning that the 
American Psychiatric Association should consider a similar survey, focused on 
actual practice, or we could accept the British report as valid for us also and 
undertake needed changes in our practice and teaching. 

These observations also illuminate the controversy about the efficacy of unilateral 
ECT. More than two-thirds of British and U.S. practitioners use bilateral ECT 
exclusively, despite the undisputed advantage of unilateral ECT in reducing amnesia. 
The induction of seizures is more difficult through unilateral electrodes, and missed 
seizures are more frequent, particularly if benzodiazepines are used for sedation and 
the anesthesia is robust. Is it possible that the bias toward bilateral ECT reflects a 
high incidence of missed seizures when unilateral ECT is attempted in practice? 
Pippard and Ellam bear witness to this possibility. 

Fortunately, monitoring the seizure and measuring its duration assure that an 
adequate seizure has indeed occurred. Some therapists use dilatation of the pupils, 
flickering of the eyelids, or jerking of the toes as signs that a cerebral seizure has 


198 Am J Psychiatry 140:2, February 1983 


EDITORIAL 


occurred. However, such signs are not dependable and can result from direct 
stimulation by the electric currents of peripheral pathways. The best way to 
determine that an adequate seizure has taken place is to measure its duration and 
bilateral representation. The EEG, blood pressure cuff, and electromyogram (EMG) 
are each useful. The EEG is the surest way to measure the seizure, but it is 
cumbersome unless one uses a brief pulse ECT instrument that incorporates an EEG 
recorder in its design. The EMG method is as cumbersome as the EEG and is not 
widely used. In the “cuff method,” a blood pressure cuff is inflated above the systolic 
pressure before the introduction of succinylcholine, thus preventing paralysis of 
distal limb musculature and allowing the limb to exhibit the tonic and clonic phases 
of a seizure. If the limb is homolateral to unilateral electrodes, the therapist is 
assured that there clearly was a bilateral seizure. Fortunately, estimates of seizure 
duration by cuff methods are highly correlated with EEG estimates; this method thus 
provides an inexpensive and facile method of monitoring seizures during routine 
ECT (7). 

With increasing usage of ECT in patients who have severe heart disease, 
antiarrhythmic agents such as procainamide, lidocaine, and phenytoin are used to 
decrease cardiac irritability. Such drugs also raise seizure thresholds, often to levels 
where incomplete seizures occur. A direct assessment of the seizure becomes 
necessary to assure an adequate course of ECT. 

If monitoring seizures were part of routine ECT, the efficacy of the treatment 
would improve and the bias toward bilateral ECT, with its additional risk of 
amnesia, should alter. 
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Brief Communications 





Tardive Dyskinesia and Anticholinergic Drugs 


George Gardos, M.D., and Jonathan O. Cole, M.D. 


The evidence from the literature does not support the 
notion that psychotropic drugs with central 
anticholinergic properties (antiparkinsonian drugs, 
neuroleptics, antidepressants) constitute a risk factor 
in tardive dyskinesia. Antiparkinsonian drugs tend to 
produce reversible increases in the severity of 
dyskinetic movements and can be used as 
pharmacological probes in the assessment of 
neuroleptic-induced movement disorders. (Am J 
Psychiatry 140:200—202, 1983) 


he discovery of effective therapeutic agents for 

tardive dyskinesia has remained elusive. Until 
such time that a breakthrough occurs, prevention will 
probably have to remain the best hope of minimizing 
the public health impact of the disorder. A major 
thrust of prevention is the identification and elimina- 
tion of risk factors. Anticholinergic agents, particularly 
antiparkinsonian drugs, have been frequently cited as 
such a risk factor in the genesis of tardive dyskinesia. A 
scrutiny of the evidence implicating anticholinergic 
compounds in the etiology of tardive dyskinesia is 
overdue. 


RELEVANT NEUROPHARMACOLOGICAL ISSUES 


Dopamine-acetylcholine interaction in the basal 
ganglia is pivotal in our current understanding of 
extrapyramidal disorders (1). A substantial proportion 
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of dopamine-mediated nigrostriatal input exerts an 
inhibitory effect on striatal cholinergic interneurones 
(2, 3). Antimuscarinic anticholinergic antiparkinsoni- 
an drugs are also believed to exert their therapeutic 
effects by inhibiting striatal cholinergic neurones (1). 
However, behavioral supersensitivity to dopamine ag- 
onists is not consistently increased by centrally acting 
anticholinergic drugs in animal studies (4). Thus phar- 
macological manipulation of animal models of tardive 
dyskinesia has to date failed to confirm the contribu- 
tion of anticholinergics to dopamine supersensitivity. 
Furthermore, prolonged treatment with antimuscarin- 
ic compounds might also induce a cholinergic receptor 
hypersensitivity analogous to neuroleptic-induced do- 
pamine supersensitivity. This supersensitivity to acetyl- 
choline could counteract the tendency toward develop- 
ing dyskinesia. 

A variety of psychotropic drugs possess antimusca- 
rinic effects at both central and peripheral cholinergic 
sites. Potent antimuscarinic agents include most stan- 
dard antiparkinsonian drugs, some tricyclic antide- 
pressants (particularly amitriptyline and doxepin), and 
certain neuroleptics, such as thioridazine and cloza- 
pine (5, 6). In addition to their antimuscarinic proper- 
ties, some compounds also exert antihistaminic effects 
(7) and complex pharmacological actions on mono- 
amines. All of the above properties may be relevant to 
the influence these drugs exert on extrapyramidal 
movement disorders. Hence, different drugs within a 
class (e.g., antiparkinsonian drugs) may show differ- 
ences in their effects on tardive dyskinesia depending 
on their pharmacological profile. 


CLINICAL DATA 

Anticholinergic Drugs “Causing” Tardive Dyskinesia 
Kiloh and associates (8) described three phenothi- 

azine-treated patients in whom benztropine provoked 


the appearance of dyskinesia. Discontinuation of benz- 
tropine resulted in the disappearance of tardive dyski- 


Am J Psychiatry 140:2, February 1983 


nesia in one, amelioration in one, and no change in the 
third patient. Birket-Smith (9) published an additional 
report of dyskinesia induced by antiparkinsonian 
drugs in six elderly women who had never received 
neuroleptics. Benztropine was prescribed for Parkin- 
son’s disease in four and for tremor in the other two 
patients. The drug evoked buccolinguomasticatory 
movements in all six; two patients also showed chorei- 
form movements of the limbs and trunk. Following 
drug discontinuation, the movements disappeared in 
all six patients in 1-6 weeks, while parkinsonism 
worsened, To alleviate the distressing parkinsonian 
symptoms, four patients underwent a further course 
with a different antiparkinsonian drug. Results were 
the same: appearance of dyskinesia during drug treat- 
ment and disappearance of involuntary movements 
after withdrawal of the antiparkinsonian drug. 

A literature search on dyskinesias following pro- 
longed use of H, antihistamines netted only three cases 
(10). All three patients were over 55 years of age and 
were taking antihistamines for allergic rhinitis. The 
presenting symptom was blepharospasm in each pa- 
tient, progressing to more extensive choreiform move- 
ments, Drug withdrawal resulted in improvement in 
two patients and no change in the third. Antidepres- 
sants such as amitriptyline (11) and imipramine (12) 
have occasionally induced reversible dyskinesias. To 
date, the only documentation of persistent oral dyski- 
nesia secondary to antidepressants is a report of five 
elderly female patients with organic brain lesions (13). 

A different approach to determining whether anti- 
parkinsonian drugs present a risk for tardive dyskine- 
sia is to search for a statistical association between 
tardive dyskinesia and exposure to these drugs in 
cohorts of patients. Mallya and associates (14) com- 
pared 40 patients with tardive dyskinesia with 
matched control subjects on drug treatment variables. 
They found that the group with dyskinesia had re- 
ceived significantly greater amounts of benztropine or 
trihexyphenidyl and for significantly longer than the 
control group. In a similarly designed study, Simpson 
and associates (15) found no statistically significant 
differences between patients with and those without 
tardive dyskinesia on use of antiparkinsonian drugs. 
Gardos and associates (16) found a significant negative 
correlation between amount of antiparkinsonian drugs 
and choreoathetoid dyskinesia in a study group where 
routine prophylactic antiparkinsonian medication was 
the rule. These studies thus yield conflicting results. 
Other epidemiological studies that did not specifically 
look for the effects of antiparkinsonian drugs in tar- 
dive dyskinesia likewise tended to fail to establish a 
statistically significant association. 


Anticholinergic Drugs “Uncovering” or 
“Aggravating” Tardive Dyskinesia 


The severity of abnormal movements in patients 


with tardive dyskinesia has been found to be increased 
by 1) acute administration of scopolamine (17, 18), 2) 
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heavy doses of biperiden (12—18 mg daily! added to 
neuroleptics (18—20), 3) high doses of procyclidine 
added to neuroleptics (21), and 4) trihexyphenidyl and 
amantadine (22). The effects of antiparkinsonian drugs 
were described as “precipitating,” “uncovering,” or 
"aggravating" tardive dyskinesia or “lowering the 
threshold for appearance” of the dyskinctic move- 
ments. Not only previously unseen dyskinesia but also 
the exacerbation of already existing movements were 
observed. By contrast, anticholinergic drugs in normal 
volunteers do not evoke dyskinesia (17). Occasional 
patients have even been found whose dyskinesia im- 
proved after administration of antiparkinsonian medi- 
cation (23, 24). The prognosis of antiparkinsonian- 
drug-induced dyskinesia in these studies was mostly 
favorable: movement levels tended to return to base- 
line after drug discontinuation. 

The mechanism of action for the increase in dyski- 
netic movements is unlikely to be the lowering o 
plasma levels of neuroleptics by antipzrkinsoniar 
drugs; recent research has found very littl: evidence tc 
substantiate such an interaction between these drug: 
and neuroleptics (25). 

The literature on antidepressants and neuroleptics i« 
even scantier than that on antiparkinsonian drugs. Wi 
have noted that tricyclic antidepressants increase th: 
level of tardive dyskinesia in some patients. but the 
effects are inconsistent and amelioration of movement 
is also seen at times. Low-potency neuroleptics such a» 
thioridazine, chlorpromazine, and mesoridazine. 
which are also potent anticholinergics, have been 
associated with significantly more dyskinesia thar 
high-potency neuroleptics in some studies (26, ana 
unpublished 1982 studies of Fann and associates and 
Chouinard and associates), but these findings arc 
tentative and not readily corroborated by clinical 
observations. 


DISCUSSION 


There 1s no compelling evidence to suggest that 
centrally acting antimuscarinic antichol'nergic drugs 
constitute a risk factor in causing tardive dyskinesia. I. 
more clinical terms, this statement imphes that th. 
amount or type of anticholinergic drugs used in pa- 
tients is unlikely to affect the incidence of tardiv: 
dyskinesia. Therefore, any recommendation to avoid 
anticholinergic drugs solely on the basis of increasin« 
the risk of tardive dyskinesia is unwarranted at this 
time. 

At the same time, extensive data are available demor- 
strating that antimuscarinic anticholinergic drugs inflt 
ence extrapyramidal movements in a more or less prc- 
dictable manner. The therapeutic effects o! antiparkir- 
sonian drugs on tremor, rigidity, and akinesia have lon. 
been known and, in fact, formed the basis for the clinic: 
use of these compounds. The lower propensity of neure- 
leptics with marked anticholinergic potency to induc. 
parkinsonian manifestations is likewise generally accep: - 
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ed. The dopamine-acetylcholine balance hypothesis of 
extrapyramidal movement disorders suggests that anti- 
cholinergic compounds worsen the choreiform move- 
ments of tardive dyskinesia. Exacerbation of dyskinetic 
movements by antiparkinsonian drugs was indeed ob- 
served in several acute-dose and long-term studies. How- 
ever, this effect was by no means universal, and, in some 
instances, improvement rather than worsening was not- 
ed, Anticholinergic neuroleptics and tricyclic antidepres- 
sants do not consistently produce worsening of dyskinet- 
ic movements. 

The increase in dyskinetic movements by antiparkin- 
sonian drugs is almost always reversible. Thus anticho- 
linergic antiparkinsonian drugs may lead to pharmaco- 
logical manipulation of extrapyramidal movements. A 
clinical application of this principle is the use of 
antiparkinsonian medication as challenge doses to 
determine the pharmacological characteristics of 
movement disorders. Patients who show worsening of 
tardive dyskinesia when challenged with benztropine, 
for instance, were found to be more likely to respond 
to lecithin as treatment for their tardive dyskinesia 
than patients showing no worsening on benztropine 
challenge (24, and unpublished 1982 data of New- 
house and associates). 

The only clear conclusion to be drawn from this 
brief review is that anticholinergic drugs cannot be 
considered a risk factor in tardive dyskinesia, although 
the administration of psychotropic drugs with anticho- 
linergic properties is likely to make dyskinetic move- 
ments temporarily worse. The complex pharmacologi- 
cal profiles of antiparkinsonian drugs, antidepressants, 
and neuroleptics, however, suggest marked differences 
among these drugs in their effects on extrapyramidal 
movements and may account for the confusing and, at 
times, contradictory research data. 
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Abnormal Cortisol Suppression in Bipolar Patients 
With Simultaneous Manic and Depressive Symptoms 


Ranga R. Krishnan, M.D., Allan A. Maltbie, M.D., and Jonathan R.T. Davidson, M.D. 


The authors studied the cortisol response to 1 mg of 
dexamethasone in 10 patients who simultaneously 
manifested manic and depressive symptoms. All 
patients showed some evidence that normal cortisol 
suppression was lacking. When 3 patients were 
randomly retested after recovery, the results 
suggested the normalization of suppression. (Am J 
Psychiatry 140:203--205, 1983) 


he dexamethasone suppression test (DST) has 

been reported to have a specific diagnostic value 
in melancholia (1). The test has been studied in several 
diagnostic groups, including bipolar patients in the 
manic phase and in the depressed phase of the illness, 
and it has been shown that DST abnormalities are 
found mainly in the depressed phase (2). Bipolar 
patients who are manic have purportedly normal DST 
responses (3, 4). 

In the only report to our knowledge on the use of the 
DST for bipolar patients who simultaneously manifest 
manic and depressive features, Carroll (5) stated that 
nonsuppression of cortisol exists in mixed bipolar 
states. The simultaneous existence of manic and de- 
pressive symptoms was first described by Kraepelin 
(6). Mixed states have been reported in approximately 
30% of bipolar patients at initial evaluation (7). Kotin 
and Goodwin (8) studied 20 hospitalized patients with 
mania and found ratable depression in all of them. 
Beigel and Murphy (9) found that 10 of 12 patients 
had ratable depression during manic periods. The lack 
of reported data on mixed bipolar patients prompted 
us to examine the DST profiles of 10 patients shortly 
after they were admitted to the hospital. 


METHOD 


The DST was administered to patients who satisfied 
DSM-III criteria for mania, which was the reason for 
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admission, and who also had verbal or cognitive 
manifestations of depression. The depressive symp- 
toms had persisted for several weeks. Several of the 
DSM-III features for major depression were present 
(e.g., appetite disturbance, psychomotor change, in- 
somnia), but they are also manifestations of mania; 
therefore, we cannot claim that full DSM-I/I criteria 
for major depression were met. Nevertheless, the de- 
pressive affect was an important part of the patient’s 
illness. Patients were moderately severely or severely 
manic, had grandiose or other manic delusions, but did 
not exhibit any depressive delusions. 

Our sample consisted of 10 consecutively admitted 
patients who exhibited simultaneous manic and de- 
pressive symptoms and had been seen by one of us 
(R.R.K.) during a 6-month period. No patient mani- 
fested any of the exclusion criteria, outlined elsewhere 
(1), for dexamethasone testing. All patients were diag- 
nosed before the DST was administered. Their depres- 
sive features were as follows: 

Patient 1: Verbalization of feelings of depression, 
guilt, grief over mother’s recent death. 

Patient 2: Crying spells, feelings of guilt and empti- 
ness; thoughts of self-reproach; grief over mother’s 
death; current admission on anniversary of mother’s 
death. 

Patient 3: Crying spells; verbalization of feelings of 
depression. 

Patient 4: Expression of grief over father’s death; 
tearful when talking about her father’s funeral. 

Patient 5: Tearful when talking about her boyfriend 
leaving her; feelings of sadness. 

Patient 6: Crying spells; thoughts of self-reproach 
and feelings of guilt. 

Patient 7: Feelings of guilt; thoughts of self-re- 
proach. 

Patient 8: Expression of grief over mother’s death; 
current admission on 10th anniversary of mother’s 
death; feelings of emptiness. 

Patient 9: Verbalization of underlying depression; 
thoughts of self-reproach. 

Patient 10: Expression of grief over uncle’s death; 
current admission on 2nd anniversary of uncle’s death; 
feelings of emptiness and loneliness. 

The DST was performed by administering 1 mg of 
dexamethasone by mouth at 11:00 p.m. and obtaining 
blood samples at 8:00 a.m., 4:00 p.m., and 11:00 p.m. 
the following day. Serum cortisol was measured by a 
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ABNORMAL CORTISOL SUPPRESSION IN BIPOLAR PATIENTS 


TABLE 1. Age, Sex, and Serum Cortisol Levels for 10 Patients With Simultaneous Manic and Depressive Symptoms 


Postdexamethasone Cortisol Level (ug/dl) 


Age 
Patient (years) Sex Time of DST 8:00 a.m. 4:00 p.m. 11:00 p.m. 

1 28 Male Before drug treatment 5.8 2.3 2.3 
2 32 Female Before drug treatment 7.8 9.9 9.6 
3 39 Female Before drug treatment 1.9 349 6.3 
4 49 Female Before drug treatment 14.7 13.3 6.9 
5 29 Female Before drug treatment 4,7 29.8 22.2 
6” 27 Female Before drug treatment 1.3 6.2 13.0 
7^ 54 Female Before drug treatment 5.6 4.0 5.0 
In depressed phase 12.7 10.2 14.0 

8 48 Female Before drug treatment — 9.4 5.6 
After symptom resolution? 1.6 2.1 1.9 

9 26 Female Before drug treatment d 31.1 25.0 
After symptom resolution® 4.4 5.0 6.3 

10 54 Female Before treatment 19.4 13.7 7.9 
After symptom resolution? :9 1.0 1.0 


aPatient 6 is referred to in the text as Ms. B, and patient 7 is referred to as Ms. A. 


bAt retest, patients were taking lithium only. 


radioimmunoassay method. The sensitivity of this 
method is .3 mg/100 ml, and the intraassay coefficient 
of variation is 6.3%. The DST was repeated after 
several weeks in 3 of the 10 patients on a random basis 
just before discharge. We did not obtain repeated 
measurements for all patients because this was not the 
original purpose of the evaluation. The following two 
case reports illustrate the clinical characteristics of our 
patient sample. 


CASE REPORTS 


Case 1. Ms. A, a 54-year-old woman, was admitted to the 
hospital after she ordered $1,500 worth of groceries, which 
she paid for with a bad check. Before admission she had been 
moving in and out of friends’ homes, taking over their 
households, and ordering furniture, which she did not pay 
for; she also had trouble sleeping, had a loss of appetite, and 
had lost weight. Ms. A had one previous admission for a 
similar episode shortly after the death of her father. She had 
a maternal history of depression. 

At initial interview Ms. A was hostile, exhibited rapid 
pressured speech and flight of ideas, and was hyperactive. 
She insisted that her father was alive and telling her to marry 
a person of his choosing. During the next interview on the 
same day she continued to be hyperactive and exhibit rapid 
pressured speech and flight of ideas but became tearful when 
she spoke about her father's funeral and the close relation- 
ship she had had with him. She admitted to underlying 
feelings of depression and guilt. After her second interview 
we gave Ms. A the dexamethasone suppression test and 
found that her cortisol levels were 5.6, 4.0, and 5.0 ug/dl at 
8:00 a.m., 4:00 p.m., and 11:00 p.m., respectively. 

During her first few days of hospitalization Ms. A called 
the President of the United States and the governor of the 
state in which she resided, wrote long letters to several 
government officials, and talked incessantly. She was initially 
treated with haloperidol, followed by lithium. On this regi- 
men her manic symptoms subsided, she became less active, 
her speech was slower, and she appeared calm, coherent, and 
able to talk about her father and the close relationship she 
had had with him. She began to sleep better and her appetite 
returned to normal, but about 2 weeks later she became 
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depressed and withdrawn and her loss of appetite and 
insomnia recurred. Her cortisol levels after a repeat DST 
were 12.7, 10.2, and 14.0 ug/dl at 8:00 a.m., 4:00 p.m., and 
11:00 p.m. 


Case 2. Ms. B, a 27-year-old woman, was hospitalized 
after becoming sexually promiscuous, hyperactive, and over- 
talkative. She had previously been diagnosed as suffering 
from bipolar illness and was taking maintenance doses of 
lithium at the time of admission. She had had two prior 
episodes of mania, and this admission was precipitated by a 
separation from her boyfriend. She was irritable and showed 
rapid pressured speech; her voice was hoarse from talking 
too much. She was hyperactive and restless, jumping from 
one topic to another during conversation. She admitted to 
having a loss of appetite and initial, middle, and terminal 
insomnia. When she started to talk about her boyfriend she 
became tearful and dysphoric, verbalizing feelings of depres- 
sion. There was no evidence of a formal thought disorder. 
Her DST results showed cortisol levels of 1.3, 6.2, and 13.0 
ug/dl at 8:00 a.m., 4:00 p.m., and 11:00 p.m. 


RESULTS 


The DST results for all 10 patients, including Ms. A 
(patient 7) and Ms. B (patient 6), are presented in table 
1. All patients manifested abnormal cortisol suppres- 
sion. For the 3 patients in whom repeat testing was 
done after resolution of symptoms, normal suppres- 
sion occurred. The patient (Ms. A) who developed a 
depressive illness manifested higher cortisol levels dur- 
ing the depressive phase. 


DISCUSSION 


In this small group of patients who had mixed manic 
and depressive features, we saw abnormalities on the 
DST similar to those seen on DSTs of patients with 
melancholia; however, we found a considerably higher 
percentage of abnormal results in our 10 patients 
(100%) than has been found in patients with melan- 
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cholia. Carroll and associates (10) observed a 79% 
incidence of abnormal DSTs in primary unipolar delu- 
sional depressive patients and an 83% incidence in a 
subgroup of delusional patients with depressive spec- 
trum disease. Thus, the presence of delusions, whether 
in unipolar depression or in mixed affective disorder, 
may carry with it a greater frequency of disinhibited 
activity in the hypothalamic-pituitary-adrenocortical 
system. Our finding of 100% of abnormal DSTs in 
mixed patients contrasts with the reported normal 
patterns in manic patients (5) and suggests the possibil- 
ity of a different pathophysiology in the mixed state. 
Graham and associates (11), using 2 mg of dexametha- 
sone, recently reported DST abnormalities in 46% of 
manic patients, but they pointed out that their patients 
may actually have had mixed affective disorder. The 
fact that the 3 patients whom we retested after their 
symptoms resolved had normal DSTs supports the idea 
that DST abnormalities are state rather than trait 
dependent. 
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Psychiatric Aspects of Clinical Neurology 


Randolph B. Schiffer, M.D. 


The author assessed 241 inpatients and outpatients 
on a neurology service for emotional disorders, using 
a systematic interviewing technique. DSM-III 
diagnoses were established in 101 of these patients 
(41.9%). The author presents a descriptive 
assessment of the patients’ emotional disorders as 
well as data concerning the connections between 
neurologic and emotional illness, (Am J Psychiatry 
140:205—207, 1983) 
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ow much psychiatry do neurologists need to 

know? At a time when this question is under 
consideration by the American Board of Psychiatry 
and Neurology (1), there is surprisingly little helpful 
evidence available. An important question that is 
susceptible to empirical study concerns the prevalence 
and nature of emotionally based psychopathology 
confronted by neurologists in representative settings. 
DePaulo and Folstein (2) administered standardized 
rating scales—the Mini Mental State and the General 
Health Questionnaire—to 126 neurology inpatients 
and found that 50% demonstrated emotional distur- 
bance as indicated by a score of 5 or more on the 
General Health Questionnaire. After these authors 
extended their series to 197 (3), this figure remained 
unchanged. Lipowski and Kiriakos (4) have reported 
clinical data on 200 psychiatric consultations per- 
formed in a neurologic hospital but provided no data 
concerning prevalence of psychiatric disorders among 
the neurologic patients. 


205 


PSYCHIATRIC ASPECTS OF CLINICAL NEUROLOGY 


These results are important, but data concerning the 
prevalence of specific emotional syndromes among 
neurologic patients are also needed. In this paper, we 
attempt to provide such data on a preliminary 
basis. 


METHOD 


The subjects for this study were 241 consecutive 
patients whom I saw during the first 6 months of a 
neurology residency training program; 184 were out- 
patients and 57 were inpatients. Each patient was 
interviewed systematically so that the 16 symptom 
areas of the Brief Psychiatric Rating Scale (BPRS) were 
assessed, 

In patients who met DSM-III criteria for psychiatric 
diagnoses, the question arose of the relationship be- 
tween the neurologic and psychiatric illness. The chief 
complaint was used to classify these patients into two 
groups. If the patient had no neurologic disease, the 
chief complaint was classified as primary psychiatric. 
If the patient had neurologic disease that was inactive 
and unrelated to the chief complaint, the chief com- 
plaint was also classified as primary psychiatric. An 
example of such a patient would be someone with 
underlying temporal lobe epilepsy, admitted for evalu- 
ation of a hemiparesis that proved to be a conversion 
disorder. For many patients the chief complaint was 
clearly related to the underlying neurologic illness, but 
important secondary complaints were present that 
could be related to the psychiatric illness. These pa- 
tients were classified as secondary psychiatric. 

For the purposes of this study, cognitive changes 
alone were never considered psychiatric, although 
dementia and delirium are listed as DSM-III diag- 
noses. Headache alone was never considered a psychi- 
atric symptom, nor was back pain, dizziness, or synco- 


pe. 


RESULTS 


Of the 241 patients evaluated, 101 (41.9%) were 
sufficiently symptomatic to justify a DSM-III diagno- 
sis. As shown in table 1, 10 of 57 inpatients were 
admitted to neurology with a chief complaint that 
could be classified as primarily psychiatric. Of these, 5 
had no neurologic illness. Among the 184 outpatients, 
32 were primarily psychiatric; 30 of these had no 
neurologic illness. Thus 17.5% of both inpatient and 
outpatient groups seen on this neurology service had a 
primarily psychiatric difficulty. The most common 
psychiatric diagnoses in these groups were conversion 
disorders, anxiety disorders, and somatoform disor- 
ders. 

In this primary psychiatric group of 42 patients, the 
majority had no neurologic illness. Seven had neuro- 
logic illness that was inactive and had no obvious 
relation to the chief complaint. These 7 patients are 


206 


TABLE 1. Primary Psychiatric Diagnoses in 241 Inpatients and 
Outpatients on a Neurology Service 


Inpatients Outpatients 
(N=57) (N= 184) 
DSM-III Diagnosis N % N % 
Conversion disorder 5 8.8 7 3.8 
Sedative-hypnotic abuse 1 1.8 1 2 
Sleep disorder 1 1.8 1 ES 
Schizophrenia 1 1.8 2 1.1 
Dissociative disorder 1 1.8 0 
Psychalgia 1 1.8 3 1.6 
Somatoform disorder 0 8 4.3 
Anxiety disorder 0 4 2.2 
Depressive disorder (major 
depressive episodes or 
dysthymia) 0 2 1.1 
Psychosis, organic 0 2 1.1 
Motor tic 0 1 3 
Conduct disorder 0 1 „5 
Total 10 17.5 32 17.4 


listed in table 2 with their neurologic and psychiatric 
diagnoses. It can be seen that 4\of the 7 patients had 
partial complex epilepsy and that 2 were mentally 
retarded. 

Table 3 shows the prevalence of secondary psychiat- 
ric disorders among the entire group of 241 outpa- 
tients and inpatients. Alcohol abuse, depressive disor- 
der, and anxiety disorder were the more common 
psychiatric diagnoses to accompany a primary neuro- 
logic illness. 

By stipulation, this entire group of 59 patients 
classified as having secondary psychiatric diagnoses 
experienced simultaneous neurologic and psychiatric 
illness. The most commonly associated diagnoses were 
alcohol abuse and epilepsy (4 patients), depression and 
pain syndromes (5 patients), and anxiety and pain 
syndromes (5 patients). In 37 patients the clinical 
history indicated that the neurologic disease had exist- 
ed before the onset of the psychiatric disease. Twenty- 
one patients gave historical evidence of having had 
their psychiatric illness before the onset of their neuro- 
logic illness. For one individual the time relationship 
could not be established. 


DISCUSSION 


This study confirms what experienced clinical neu- 
rologists already know: they deal with a substantial 
amount of emotional pathology. In this series of 241 
patients who sought help from a neurology service, 42 
(17.5%) had primarily psychiatric complaints, and 
101 (41.9%) had emotional disorders sufficient to 
justify a DSM-III diagnosis. Psychiatric consultation 
was requested for 9 patients-—8.9% of the 42 patients 
with substantial emotional pathology. The remainder 
were managed within the neurologic setting. 

The question of causality between emotional and 
neurologic problems is raised but not answered by this 
study. Among the 59 patients with simultaneous neu- 
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TABLE 2. Psychiatric Diagnoses and Inactive Neurologic Diagnoses in 7 Patients Classified as Primarily Psychiatric 


Patient Age (years) Sex Psychiatric Diagnoses 
1 22 Female Sleep disorder, night terrors 
2 37 Female Conversion disorder, stuttering 
3 24 Female Conversion disorder, epilepsy 
4 32 Female Conversion disorder, epilepsy 
5 45 Male Dissociative disorder, amnesia 
6 22 Female Paranoid psychosis 
7 83 Female Paranoid psychosis 


TABLE 3. Secondary Psychiatric Diagnoses in 241 Inpatients and 
Outpatients on a Neurology Service 


Inpatients Outpatients 

(N=57) (N=184) 

DSM-III Diagnosis N % N % 
Alcohol abuse 8 14.0 4 2.2 
Depressive disorder 3 53 7 3.8 
Adjustment disorder 3 5.3 5 2.7 
Anxiety disorder 2 3.5 7 3.8 
Personality disorder 2 3.9 2 LI 
Psychosis, organic 1 1.8 3 1.6 
Sleep disorder 0 4 2:2 
Sexual dysfunction 0 2 1.1 
Phobic disorder 0 2 1.1 
Conversion disorder 0 2 1.1 
Schizophrenia 0 1 „5 
Manic disorder 0 1 ES 
Total 19: 33.3 40 21.7 





rologic and psychiatric disorders, the neurologic disor- 
ders antedated the psychiatric disorders in 38 (6595) of 
the patients. One wonders whether the neurologic 
disorders predisposed the patient to the development 
of psychiatric difficulties, but for most patients obvi- 
ous causal connections were not evident. 
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Neurologic Diagnoses 


Epilepsy, partial complex; mental retardation, mild 
Epilepsy, partial complex 

Epilepsy, partial complex 

Multiple sclerosis 

Cerebrovascular disease 

Epilepsy, partial complex; mental retardation, moderate 
Dementia, mild 


One might argue from these data that neurology 
residency programs should devote substantial time to 
psychiatric training. These data are preliminary, how- 
ever, and the sample was not truly random. It may be 
that the high percentage of psychiatric syndromes 
described here does not distinguish neurology from 
other medical services. A comparative prevalence 
study would be required to settle this question. The 
study does indicate a fairly selective involvement of 
this neurology service with conversion disorders, alco- 
holism, depression, and anxiety disorders. If psychiat- 
ric training is to be strengthened for neurologists, it 
might well be in those areas. 
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. THIOTHIXENE AND A CHLORPROMAZINE-IMIPRAMINE COMBINATION 


Implications of the Efficacy of Thiothixene and a 
Chlorpromazine-Imipramine Combination 
for Depression in Schizophrenia 


Robert E. Becker, M.D. 


The ineffectiveness of antidepressants, and the 
effectiveness of neuroleptics alone, in the treatment 
of depressed schizophrenic patients is evidence that a 
pharmacologically definable depression cannot be 
demonstrated in schizophrenia. The author reports 
findings from a double-blind 1-month study of 52 
anergic and depressed schizophrenic patients given 
thiothixene-placebo or chlorpromazine-imipramine. 
These findings support DSM-III, which does not 
diagnose intercurrent, secondary depression in the 
presence of schizophrenia. Consistent with most of 
the clinical literature, this study also supports the use 
of a single neuroleptic rather than neuroleptic- 
antidepressant combinations to treat depressive 
symptoms secondary to schizophrenia. (Am J 
Psychiatry 140:208—211, 1983) 


he clinical pharmacological literature to date has 

provided evidence that depressed schizophrenic 
patients respond to neuroleptics as well as, if not better 
than, they respond to neuroleptic-antidepressant com- 
binations. Siris and associates (1) reviewed all con- 
trolled double-blind studies of tricyclic antidepressants 
alone, monoamine oxidase inhibitors alone, and tricy- 
clic antidepressant-neuroleptic combinations. They 
concluded that negative reports predominate regarding 
the usefulness of antidepressants in schizophrenia. 
Since the majority of studies (2—5) have not directly 
compared depressed and anergic schizophrenic pa- 
tients, I decided to study the differential response of 
these two groups to a neuroleptic and neuroleptic- 
antidepressant combination. This approach was sup- 
ported by the suggestion of Hanlon and associates (6) 
that such a combination was more effective than 
neuroleptics used alone in a subgroup of schizophrenic 
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patients who had severe depressive symptoms prior to 
therapy. 

The hypothesis of the current study was that depres- 
sive and anergic symptoms could be more effectively 
managed by a single neuroleptic with antidepressant 
activity than by the combination of an antidepressant 
and a neuroleptic without antidepressant activity. À 
drug utilization review conducted at local hospitals 
revealed that chlorpromazine-imipramine was the 
most frequently used combination (unpublished data). 
Chlorpromazine is not regarded as having antidepres- 
sant activity in addition to its neuroleptic properties. 
Imipramine has been studied less than amitriptyline 
but has been shown to have no greater efficacy when 
combined with chlorpromazine than chlorpromazine 
used alone (1). Individual neuroleptics used alone and 
in combination with an antidepressant have already 
been widely studied (1). The objective of this study was 
to determine whether thiothixene, which has com- 
bined antipsychotic-antidepressant properties, would 
be the drug of choice, because of its antidepressant 
properties (7), over the combination of the antipsy- 
chotic chlorpromazine and the antidepressant imipra- 
mine. The rational pharmacological justification for 
use of a drug combination includes demonstration of 
the combination's increased efficacy over a single 
effective drug and no additional risk from the combi- 
nation that outweighs the added benefit. 


METHOD 


Informed consent was obtained from 52 schizo- 
phrenic patients who either spontaneously reported 
moderate to severe depression or exhibited marked 
anergic symptoms without apparent depression. The 
subjects were selected from newly admitted and chron- 
ically hospitalized patients who matched the DSM-II 
description of the schizophrenic syndrome and met the 
Research Diagnostic Criteria (RDC) for schizophrenia 
(8). 

All patients included in the study also met the RDC 
for major depressive syndrome on the basis of the 
presence of depressed mood or clearly stated pervasive 
loss of interest, even though they denied having depres- 
sive feelings. The RDC for depression were used for 
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TABLE 1. Scores of 52 Schizophrenic Patients on the Brief Psychiatric Rating Scale (BPRS) and the Hamilton Rating Scale for Depression 
During a 4-Week Drug Trial Comparing Thiothixene-Placebo and Chlorpromazine-Imipramine 





Thiothixene-Placebo Trial Chlorpromazine-Imipramine Trial 
Week 4 Change Week 4 Change 
Baseline Score? Baseline Score? 
Scale Mean SD Mean SD Mean SD Mean SD 
BPRS factors 
Anxiety-depression 3.15 1.08 —.82 1.08* Zl 1.33 «190 9b 
Anergia 3.78 1.04 7:54 99 3.40 .93 TU 83° 
Thought disorder 3.00 1.29 —.45 1.16* 2.91 1.36 —.38 81° 
Activation 2.86 MÀ m2 1.47 2.53 1.06 13 1.23 
Hostile suspiciousness 2.88 1.23 —.44 1.57 2.44 1.18 —.04 1.57 
Total 56.9 9.38  —9.46 14.339 51.0 11.89 | —6.54 10.45» 
Hamilton scale factors 
Sleep disturbance 1.01 .61 5430 87° 81 .66 —.49 .65^ 
Somatization 79 „56 ur .63 73 91 «20 42 
Cognitive disturbance 69 56 —,23 37 .67 .78 —.24 36° 
Retardation 1.75 4/4 —.62 82» 1.62 72 -—-,59 fa? 
Total 23.00 9.62  —8.20 9.76 2125 — 1515 28.73 8.53* 


aNo significant difference between the 2 groups at week 4. 
*Significantly lower than baseline (p«.01). 
‘Significantly lower than baseline (p<.05). 


screening and not for diagnosis. All patients meeting 
the RDC were evaluated on the Hamilton Rating Scale 
for Depression (9)—including the separate scales for 
hopelessness, helplessness, and worthlessness—to de- 
termine severity of depressed mood. Subjects included 
in the study consisted of 1) those who had ratings of 
moderate to severe depression (scores of 3 or 4) on the 
Hamilton depression item (depressed schizophrenic 
subjects, N=22) and 2) those who had ratings of 2 or 
less on the Hamilton depression item but had ratings 
of moderate to severe impairment (scores of 3 or 4) on 
the work and activities item (anergic schizophrenic 
subjects, N=30). 

On the basis of a computer-generated code, patients 
were randomly assigned to a double-blind 4-week trial 
comparing thiothixene and placebo against chlorpro- 
mazine and imipramine. Patients were medication free 
for 2 weeks before beginning the study. If a patient's 
clinical state deteriorated and required immediate 
treatment, study medication was begun before comple- 
tion of the drug-free period. There were 21 men and 7 
women in the chlorpromazine-imipramine group; they 
ranged in age from 21 to 63 years (mean 37.6 years). 
The 14 men and 10 women in the thiothixene-placebo 
group ranged in age from 19 to 63 years (mean 39.8 
years). 

Chlorpromazine and thiothixene were supplied in 
identical oval capsules containing either 100 mg of 
chlorpromazine or 5 mg of thiothixene. Placebo and 
25 mg of imipramine were supplied in matched cap- 
sules. Throughout the study, neuroleptic dosage was 
adjusted clinically in the range of 1—12 capsules per 
day. Imipramine and placebo were administered as 
follows: 3 capsules for days 1—2 and 6 capsules for 
days 3—28 with the option of increasing to 10 capsules 
in hospitalized patients between days 15 and 28. 
Benztropine was used as necessary for extrapyramidal 
symptoms, and diphenhydramine for sleep distur- 
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bances. Patients were rated at baseline and weekly by a 
psychiatrist (R.E.B.) using the Brief Psychiatric Rating 
Scale (BPRS) (10), the Hamilton Rating Scale for 
Depression (9), and the Clinical Global Impression 
Scale (11). 

The drug groups were compared by analysis of 
covariance using the standard factors of the Early 
Clinical Drug Evaluation Unit (11) for the BPRS and 
the Hamilton scale. To further investigate the response 
of depressive and anergic symptoms to neuroleptic and 
combined therapy, a principal components analysis of 
the 2 groups’ scores was performed and drug group 
responses were compared using these derived factors. 


RESULTS 


For the 52 patients who completed the 4-week 
treatment period, the mean final daily drug doses were 
640 mg of chlorpromazine, 156 mg of imipramine, 
and 40 mg of thiothixene. 

The patients’ scores on the BPRS and the Hamilton 
scale are presented in table 1. Both treatments were 
effective compared with baseline. Neither thiothixene 
nor the chlorpromazine-imipramine combination was 
statistically superior for any factor. The overall effec- 
tiveness of both treatments was reflected on the Clini- 
cal Global Impression Scale, which showed that 60% 
of both groups were improved, 2796 were unchanged, 
and 1396 were worse. Both anergic and depressive 
symptoms were significantly improved, but neither the 
neuroleptic alone nor the neuroleptic-antidepressant 
combination was superior. A lack of difference in 
outcome between the depressed and anergic patients 
was determined using chi-square comparison of final 
global outcome for these 2 groups and covariate 
analyzed change scores. No intergroup differences in 
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outcome favoring either thiothixene alone or chlorpro- 
mazine-imipramine reached statistical significance. 

Factor analysis of baseline patient ratings produced 
a pattern generally consistent with existing analyses 
for the BPRS and the Hamilton scale. Neither treat- 
ment was statistically superior to the other when 
change scores were calculated using these factors. The 
new Hamilton factor 1 contained the items of de- 
pressed mood, hopelessness, helplessness, and worth- 
lessness. This factor is descriptive of verbalized depres- 
sive affect. The chlorpromazine-imipramine, but not 
the thiothixene, patient group had a significant change 
score on this factor (—.54 versus —.34, covariate 
adjusted change scores from mean baseline [+SD] of 
1.04+.60). Improvement with the chlorpromazine- 
imipramine combination was not significantly better 
than that with thiothixene. 

Patients treated with chlorpromazine plus imipra- 
mine experienced more cardiovascular and sedative 
side effects than the other group (8 versus 3 patients), 
while patients treated with thiothixene plus placebo 
experienced more extrapyramidal side effects (11 ver- 
sus 5 patients). The chlorpromazine-imipramine group 
had more total side effects, and more severe side 
effects, than the thiothixene-placebo group (14 versus 
6 and 35 versus 20, respectively). Four patients on the 
chlorpromazine-imipramine regimen had to stop ther- 
apy with one or both drugs for 4—7 days. One patient, 
without consulting the clinician, discontinued chlor- 
promazine plus imipramine because of drowsiness. 


DISCUSSION 


In 1967 Freeman (12), in an extensive review of the 
literature, concluded that drug combinations were not 
more effective than single agents except possibly for 
the use of amitriptyline with perphenazine in depressed 
schizophrenic patients. However, a later study (2) 
found no additional benefit from this drug combina- 
tion, and other studies (1, 3, 5) have confirmed this 
finding. Speculation has continued on the possible 
benefits from antidepressant therapy in schizophrenia 
(4). Sound clinical pharmacological practice requires 
selection of a single drug rather than a combination 
unless a unique benefit can be obtained from combined 
therapy. In the present study the combination had 
more adverse side effects and no evidence of increased 
efficacy. This finding supports the use of a single 
effective agent such as thiothixene even when marked 
depression or anergia accompanies schizophrenia. 

Among the neuroleptics, thioridazine and thiothix- 
ene have demonstrated antidepressant activity. Earlier 
studies (1) have shown that perphenazine, fluphena- 
zine, thioridazine, and chlorpromazine are as effective 
alone as they are when combined with an antidepres- 
sant. To my knowledge, there have been no specific, 
definitive comparisons among anergic and depressed 
schizophrenic patients to determine whether neurolep- 
tics with recognized antidepressant activity (e.g., thio- 
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ridazine, thiothixene) are more effective than neurolep- 
tics without such activity (e.g., perphenazine, fluphen- 
azine). Most comparisons of a neuroleptic with a 
neuroleptic-antidepressant combination have demon- 
strated equal efficacy for the neuroleptic used alone. 
This finding is not sufficient to conclude that there is 
equal efficacy for all neuroleptics used alone in de- 
pressed or anergic schizophrenic patients. Relatively 
high rates of depression requiring treatment have been 
reported in chronic schizophrenic patients managed 
with fluphenazine (13). This finding suggests that there 
may be marked differences among neuroleptics with 
regard to efficacy against depressive symptoms in 
schizophrenia. 

Preschizophrenic depression (8, 14, 15) suggests an 
affective or schizoaffective diagnosis. Depression aris- 
ing during the course of schizophrenia includes post- 
psychotic depression (16—19) and secondary depres- 
sion (20). These episodes have been regarded as inter- 
current, distinct depressive syndromes or disease 
states. The findings of this study do not justify the 
routine clinical use of antidepressants in treatment of 
the depressed schizophrenic patient. The lack of 
unique efficacy of antidepressants against depressive 
symptoms in schizophrenia supports the present view 
that the secondary depressive syndrome in schizophre- 
nia is distinctly different from the primary depressive 
syndrome diagnosed in the absence of schizophrenia. 
The lack of a unique response to antidepressants 
among depressed schizophrenic patients could be in- 
terpreted as evidence that the secondary depressive 
syndrome either occurs as a result of mechanisms 
different from those involved in primary depressive 
disorder or is responsive to different mechanisms. 

Another possible explanation of secondary depres- 
sive symptoms in schizophrenia is that episodes of 
depression may in part reflect fluctuations in percep- 
tion of mood during the schizophrenic course. Verbal- 
ized depression, anxiety, or other affects in schizophre- 
nia may represent an improvement in the overall 
condition of the patient, since he or she is more in 
touch with the affective state of the self. Some anergic 
schizophrenic patients, unable to perceive or verbalize 
an inner affective state, nevertheless may convey the 
affective dimensions of the disease by anhedonia, 
anergy, loss of interest, apathy, agitation, or increased 
arousal but not by verbal expression of affect. It is 
possible that some of these patients may verbalize 
depression and other affects only when they regain the 
perception of their affective state. This formulation 
implies that affective symptoms are an integral part of 
the schizophrenic disorder. The verbalization of de- 
pressive symptoms may depend on two factors: wheth- 
er depressive symptoms are part of the patient’s schizo- 
phrenic disorder and whether the experience and 
expression of affect are impaired by the schizophrenic 
process. 

These findings support DSM-III, which does not 
diagnose intercurrent, secondary depressive syndromes 
in the presence of schizophrenia. To my knowledge, 
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there is no pharmacological evidence to support a 
diagnosis of postpsychotic or secondary depression in 
schizophrenia as a separate, intercurrent disease entity. 
Depressive symptoms are relatively common in the 
course of schizophrenia and are a difficult but impor- 
tant management problem, since they may portend an 
impending relapse (13). It is the impaired ability to 
perceive and communicate the flow of inner thought 
and affect that distinguishes the schizophrenic patient. 
Schizophrenic patients’ reports of depression may re- 
flect changes in affective alienation that are not fully 
understood and for which no specific pharmacological 
intervention or diagnostic distinction is at present 
clinically useful. 
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The Methylphenidate Test for Differentiating Desipramine- 
Responsive From Nortriptyline-Responsive Depression 


Hector C. Sabelli, M.D., Ph.D., Jan Fawcett, M.D., 
Javaid I. Javaid, Ph.D., and Sushil Bagri, M.D. 


Monitoring tricyclic antidepressant concentrations in 


the plasma of 43 patients with major depressive 
disorders indicated that some responded to 
imipramine or desipramine but not to amitriptyline 
or nortriptyline, or vice versa, even though plasma 
levels were within therapeutic ranges. Mood 
elevation by methylphenidate predicted marked 
improvement from treatment with imipramine or 
desipramine but not with amitriptyline or 
nortriptyline. When methylphenidate failed to 
improve mood, patients responded to amitriptyline 
or nortriptyline but not to desipramine. These results 
suggest differential drug responses with different 
tricyclic antidepressants, the clinical utility of the 
methylphenidate test, and the heterogeneity of 
depressions. The authors question the mechanism of 
action of nortriptyline via blockade of 
norepinephrine reuptake. (Am J Psychiatry 140:212— 
214, 1983) 


po of individual therapeutic response to 
tricyclic drugs remains an unanswered and impor- 
tant question (1). Each tricyclic appears to be effective 
in only a limited percentage of cases; moreover, several 
weeks may be required to ascertain therapeutic re- 
sponse or failure. 

Clinical trials (2) have demonstrated the effective- 
ness of amitriptyline in depressions resistant to imipra- 
mine, and vice versa. Fawcett and coworkers (3, 4) 
showed that mood elevation by d-amphetamine corre- 
lates with therapeutic response to imipramine or desip- 
ramine. Other studies have confirmed these results (5). 
These differences in pharmacological responsiveness 
suggest that depressive disorders may be biochemically 
heterogeneous. The studies of Asberg and associates 
(6) on CSF 5-hydroxyindoleacetic acid (5-HIAA) and 
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of Maas (7) on urinary 3-methoxy-4-hydroxyphenyl- 
ethylglycol (MHPG) have led to the heuristic hypothe- 
sis that depressive disorders may be divided into two 
classes, as suggested by Maas (7): type A, those 
presumably due to low activity of norepinephrine 
synapses, which is manifested by low urinary excretion 
of its metabolite MHPG and the mood-elevating ef- 
fects of such inhibitors of norepinephrine reuptake as 
amphetamine, desipramine, and nortriptyline; and 
type B, those presumably due to low activity of 
serotonin synapses, which is manifested by low CSF 5- 
HIAA and treatable by such inhibitors of serotonin 
reuptake as amitriptyline and chlorimipramine. Be- 
cause of its more rapid demethylation, imipramine 
(but not amitriptyline) was expected to be useful in 
treating type À depression (1—7). 

With the introduction of procedures for measuring 
the concentrations of tricyclic antidepressants in 
blood, it has become evident that many nonresponders 
improve when plasma levels are monitored and the 
dosage is adjusted (8—10). It has been suggested that 
all tricyclic antidepressants are equally effective when 
used in appropriate doses (11). Our purpose was to 
ascertain whether a differential response to tricyclic 
antidepressant occurs when plasma levels are within 
the accepted therapeutic ranges and to reexamine the 
possibility of predicting the antidepressant of choice by 
testing the transient mood-elevating effect of stimu- 
lants. 


METHOD 


This study was carried out during routine clinical 
work without any attempt at a double-blind design. 
We included 43 consecutively admitted adult outpa- 
tients, aged 15—58 years, of both sexes, who were 
diagnosed according to the Research Diagnostic Crite- 
ria as having primary unipolar major depressive disor- 
der. We excluded patients with organic brain syn- 
drome or alcoholism. Our choice of antidepressant 
prescribed was based on each patient's mood and 
behavioral response to methyphenidate. If an adequate 
trial with one antidepressant did not result in clinical 
improvement (no more than one mild target symp- 
tom), we tried another antidepressant after ascertain- 
ing that the plasma levels of the first were within 
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accepted therapeutic ranges (imipramine plus desipra- 
mine, 200 mg/ml; desipramine, 150 mg/ml; amitrip- 
tyline plus nortriptyline, 200 mg/ml; nortriptyline, 50— 
150 mg/ml). Methylphenidate was given orally, start- 
ing with 5—10 mg at 9:00 a.m. and increasing 5—10 
mg/day up to 30 mg b.i.d. (9:00 a.m. and 1:00 p.m.) 
until the patient exhibited a clear behavioral response, 
either positive or negative, within 5 days. We judged 
that a patient had responsed positively if he or she 
fulfilled all of the following criteria: report of mood 
elevation, improved psychomotor activity (reduction 
in retardation or in agitation), improved grooming, 
and less withdrawal. Criteria for negative response 
included lack of positive change or the development of 
dysphoria or agitation. On the basis of earlier clinical 
observations, one of us (H.C.S.) expected that mood 
elevation by methylphenidate would predict a thera- 
peutic response to imipramine or desipramine and that 
increased activity without mood elevation would pre- 
dict responsiveness to amitriptyline or nortriptyline. 
On the basis of current theory (7), one of us (S.B.) 
expected that mood elevation by methylphenidate 
would predict therapeutic response to norephinephrine 
reuptake blockers including nortriptyline. 

Tricyclic antidepressant concentrations in plasma 
were determined by gas-liquid chromatography with a 
nitrogen detector. Severity of depression was evaluated 
individually on the basis of the presence and severity of 
each patient's target symptoms (chief complaints 
among dysphoric mood and eight associated symp- 
toms). 


RESULTS 


Clinical evaluations and concurrent monitoring of 
tricyclic antidepressant concentrations in plasma 
showed that some patients with major depressive 
disorder responded to imipramine or desipramine but 
not to amitriptyline or nortriptyline, or vice versa, even 
though plasma levels were within accepted therapeutic 
ranges. In our clinical practice, we observed that 
desipramine and nortriptyline (at therapeutic plasma 
levels) were not equivalent in their therapeutic actions 
in 30 of our 43 patients from this study. In contrast, 5 
patients treated with amitriptyline were switched to 
nortriptyline without experiencing a change in their 
positive therapeutic response, and 8 patients who 
responded to imipramine were treated with desipra- 
mine without experiencing loss of therapeutic re- 
sponse. 

In our 43 depressed outpatients, 26 (including the 5 
patients who had panic attacks) showed mood eleva- 
tion after taking methylphenidate. This positive re- 
sponse to methylphenidate predicted a therapeutic 
response to imipramine (4 patients recovered and 1 
partially recovered) or desipramine (16 patients recov- 
ered and 5 partially recovered) and a negative response 
to nortriptyline (none of 5 patients improved), Ami- 
triptyline (5 recoveries out of 5 patients) and nortripty- 
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line (8 complete and 4 partial recoveries) were effective 
in 17 patients in whom methylphenidate tailed to 
elevate mood and desipramine was not (all 4 patients 
failed to improve). We believe that the therapist’s 
expectations did not influence the results because 
negative results with nortriptyline were obtained in 5 
patients by a clinician who expected its effectiveness 
when mood was elevated by methylphenidate. These 5 
patients improved after subsequent treatment with 
desipramine; their response to a second tricyclic after 
the failure of the first might have been due to sponta- 
neous recovery, but we also observed a differential 
response when two tricyclics were alternated in 1 
patient. The clinical picture of 4 patients who had a 
negative response to methylphenidate and who re- 
sponded only partially to nortriptyline worsened after 
desipramine was substituted for nortriptyline; a return 
to nortriptyline restored partial improvement in all 4 
patients. In 5 methylphenidate-negative patients, sub- 
stitution of nortriptyline for amitriptyline maintained 
therapeutic response. 


DISCUSSION 


We have reported these findings despite the absence 
of a double-blind design because the results we ob- 
tained contradict current theory and the expectations 
of some of us. The opposite expectations of two of us 
provided an implicit safeguard against subjective bias- 
es in evaluating the data. We believe that in spite of the 
lack of suitable controls, these clinical observations are 
useful. Contrary to some expectations, the secondary 
amine tricyclics, desipramine and nortriptyline, pro- 
duced differential effects in a number of cur patients; 
these results parallel earlier clinical studics that dem- 
onstrated differential response to imipramine and ami- 
triptyline in depressed patients. Our finding that nor- 
triptyline was effective in 5 patients who also respond- 
ed to amitriptyline was expected because of the 
extensive demethylation of amitriptyline. Mood eleva- 
tion from methylphenidate predicted a therapcutic 
response to desipramine, whereas dysphoria or un- 
changed mood after methylphenidate precicted a ther- 
apeutic effect with amitriptyline or nortriptyline. The 
methylphenidate test may thus help clinicians to make 
a rational choice among tricyclic antidepressants. Al- 
though clinical lore and one clinical study (12) suggest 
that agitated or anxious patients respond preferentially 
to amitriptyline and patients with retarded depressior. 
respond to desipramine, some studies (13, 14) indicat 
that retarded depression responds to either imipramine 
or amitriptyline. Fawcett and associates in an unpub- 
lished study of urinary MHPG excretion failed to 
confirm the use of this test in predicting differentia. 
response to tricyclic antidepressants. 

The fact that nortriptyline inhibits norepinephrine 
uptake in laboratory animals challenges the view tha. 
response to stimulants such as amphetamine and meth- 
ylphenidate predicts responsiveness to imipramine-like 
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antidepressants because both types of agents inhibit 
norepinephrine reuptake. Amphetamine and methyl- 
phenidate appear to release 2-phenylethylamine in the 
brain (15) and imipramine increases the brain content 
of this endogenous stimulant amine (16); thus, 2- 
phenylethylamine may be deficient in some forms of 
depression (17). 

Our results support the view that depressions are 
biochemically heterogeneous, but it is not clear that 
the differential drug responsiveness can be accounted 
for by the norepinephrine-serotonin dichotomy. Con- 
trary to popular lore, pharmacological studies have 
not revealed the existence of selective inhibitors of 
serotonin uptake among the tricyclic antidepressants; 
for each of them, inhibition of norepinephrine uptake 
was greater than that of serotonin uptake (18, 19). In 
brain tissue, desipramine is more potent than amitrip- 
tyline in inhibiting serotonin uptake (18). Amitrip- 
tyline is as effective as imipramine in potentiating the 
peripheral effects of norepinephrine and the anticon- 
vulsant effect of stress (20), which is presumably 
mediated by central catecholaminergic neurons. 

On the basis of the differential efficacy of desipra- 
mine and nortriptyline, we speculate that there are at 
least two types of depression: type I, those responsive 
to imipramine-like antidepressants; and type II, those 
responsive to amitriptyline and nortriptyline. This 
pharmacologic classification does not fully overlap 
with the distinction between type A and type B sug- 
gested by Maas (7), which is based on hypothetical 
differences in monoaminergic mechanisms. Amitrip- 
tyline has been shown to be effective when urinary 
MHPG is normal or high (6—8), and nortriptyline has 
been found to be therapeutic when CSF 5-HIAA is not 
reduced (13); thus, there is no evidence for monoamine 
depletion in type II depression. In contrast, imipramine 
and desipramine have been found to be effective when 
urinary MHPG is low (4) and chlorimipramine has 
been shown to be effective when CSF 5-HIAA was 
reduced (6), suggesting that depressions relieved by 
methylphenidate and imipramine-like antidepressants 
may be associated with a deficit of brain monoamines, 
including (but perhaps not exclusively) norepinephrine 
and serotonin. 
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BARRY GLASSNER AND C.V. HALDIPUR 


Life Events and Early and Late Onset of Bipolar Disorder 


Barry Glassner, Ph.D., and C.V. Haldipur, M.D. 


Forty-six subjects with bipolar disorder and their 
relatives and friends were interviewed in depth about 
life events preceding the first and the latest episode of 
the subjects’ affective illness. Twenty years of age was 
the cutting point for dividing the sample into early- 
and late-onset groups. The late-onset group reported 
the occurrence of significantly more stressful life 
events before the first and before the latest episode of 
affective illness than the early-onset group did. (Am J 
Psychiatry 140: 215—217, 1983) 


R esearch in several areas has suggested that bipolar 
affective disorder may be a heterogeneous condi- 
tion. For instance, Hays (1) speculated that hereditary 
factors operate in one subgroup of the disorder and 
organic factors in the other. Taylor and Abrams (2, 3) 
have presented data in support of multifactorial and 
polygenic etiology for the disorder and, unlike James 
(4), who felt that age at onset was not helpful in 
elucidating genetic transmission, they have suggested 
that the transmitted factors are expressed in early 
onset and more bipolar relatives. In this paper, we 
present a serendipitous observation that stressful life 
events may play different etiological roles in early- and 
late-onset bipolar disorders. 


METHOD 


To develop a diverse sample, we collected the names 
of patients diagnosed as manic-depressive from a state- 
funded community mental health center, a general 
hospital psychiatric unit, a private psychiatric hospital, 
and outpatients under the care of private psychiatrists 
in a city in New York State that is generally considered 
to represent a “mean demographics profile” of the 
United States. Of these 240 patients, only 53 met the 
criteria for admission to the study: compliance with 
standard diagnostic criteria (5), diagnosis of bipolar 
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illness made by at least two independent psychiatrists, 
and documented history of cycles of acute mania and 
depression. There were no unipolar manic subjects in 
the sample. Although the subjects were screened prior 
to the publication of DSM-III, the criteria adopted for 
inclusion in the study make us reasonably confident 
that there were no atypical bipolar patients in the 
sample. Five subjects dropped out of the study (four 
could not be relocated after the initial interview, and 
one subject, in her 70s, proved unwilling or unable to 
be interviewed). Children and mentally retarded per- 
sons were excluded from the study. 

We interviewed each subject in depth several times in 
order to obtain a life history. All available family 
members and friends were questioned. The format 
consisted of open-ended discussion with scheduled 
probes concerning precise circumstances and stressful 
life events during childhood and just prior to, during, 
and after episodes of affective illness. All interviews 
were transcribed verbatim, and hospital records were 
obtained or clinical staff interviewed for all subjects. 

[he method used in this study had limitations, 
however. The case history technique does not permit 
sophisticated quantitative analysis, and sample size 
was limited because the approach required the re- 
searchers to spend many hours investigating each case 
(in several instances, we followed subjects for up to 4 
years). The study depended primarily upon retrospec- 
tive data, which presents two major difficulties: people 
may experience events as a result of their disorders but 
may speak of them as preceding the disorders, and 
there may be inaccuracy of recall (6). To reduce these 
threats to validity, we located as many additional 
informants as possible (in each case including at least 
one well-informed person), usually family members or 
long-time friends, who were also interviewed in depth. 
In 64% of the cases two or more informants were 
interviewed, and in several cases we were able to 
include four or five informants. There were no differ- 
ences between the numbers of informants interviewed 
for the early- and the late-onset groups. Findings are 
reported only in cases where all informants gave the 
same report. There may be a risk that the onset of 
mania generates new interpretations of events, and 
thus we considered these extensive efforts to obtain 
detailed interview data and judgments of independence 
to be warranted. Often the informants felt anger 
toward, or a distrust of, the subjects and were quite 
wiling to contradict reports that interviewers had 
gotten from the subjects. Portions of transcribed inter- 
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TABLE 1. Stress Patterns in Manic-Depressive Patients According to Age at Onset of IlIness 


Percentage of Subjects With 


Group? Stress in Year Before Onset 
Early-onset subjects 

First episode (N=13) 23 

Latest episode (N=13) 23 
Late-onset subjects 

First episode (N=33) 64 

Latest episode (N=28)° 61 


Individual Stress Scores Total Grou 


Mean SD Median Stress Score 
20 43 0 372 
13 4 0 269 
32 54 80 1007 
42 45 73 840 


“The cutting point between early-onset and late-onset groups was 20 years of age. Information is given for the 46 patients whose informants confirmed their 


reports. 


"Computed by summing individuals’ stress scores and standardizing as if N=20 in each cell. 
‘Five late-onset subjects were continuous (rapid) cyclers and thus were excluded from this tabulation. 


views and other data have been published elsewhere 
(7). 
We divided the subjects into an early-onset group 
and a late-onset group, using the age of 20 years as the 
cutting point (those with onset at age 20 were placed in 
the early-onset group). At the time of data collection 
and coding we did not expect to find differences 
between early- and late-onset probands. 

We used the Holmes and Rahe scoring procedures 
(8) to obtain a stress score for each subject. 


RESULTS 


As summarized in table 1, there were clear differ- 
ences between the stress scores of the early- and the 
late-onset subjects. In the year before the first episode, 
23% of the early-onset subjects and 64% of the late- 
onset subjects experienced stressful life events. The 
mean stress score during that year for early-onset 
subjects was 20, and for late-onset subjects it was 52. 
This difference approached statistical significance by 
two-tailed independent-samples t test (t=1.96, df=44, 
p<.10). In addition, the late-onset subjects as a group 
noted approximately 2'4 times as much stress before 
the first onset of their illness as the early-onset group. 

For the subjects’ latest episode the results were quite 
similar. During the year before their latest episode, 2396 
of the early-onset subjects and 6196 of the late-onset 
subjects reportedly suffered stressful life events (mean 
stress scores=13 and 42, repectively; t=2.11, df=39, 
p<.05), and the late-onset group again reported about 
2! times as much stress as the early-onset group. 

When the more conventional cutoff age of 30 years 
was used to define early and late onset, the results for 
both the first and latest episodes remained significantly 
different (t=1.85, df=44, p<.10, and t=2.14, df=39, 
p<.05, respectively). We did not compare differences 
within the sample by sex, since there were only 4 male 
subjects in the early-onset group. 


DISCUSSION 


These results suggest that there may be etiological 
differences between early- and late-onset bipolar disor- 
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ders. Any cutoff age for early and late onset is arbi- 
trary. Rather than base it on mean age at onset (30 
years) (9), we chose 20 years, the peak age at onset; 
indeed, as many as one-fifth of the subjects showed 
evidence of the disorder in adolescence (10). Unipolar 
disorder (major depressive illness) begins later and 
evenly throughout adult life (11). Further, for re- 
searchers interested in the role of life events in the 
etiology of affective disorder, this postadolescent peri- 
od constitutes an important developmental mile- 
stone—-a transition from dependence on family to 
autonomy, which for many in our culture is the first 
stressful life event. 

It might be argued that young people typically do 
not experience as many stressful events as older per- 
sons and that the finding can therefore be explained by 
the age difference. This criticism, if valid, does not 
militate against our basic conclusion that stress was 
implicated in the onset history of one group (late-onset 
subjects) and not the other (early-onset subjects). 
Indeed, the differences remained at the time of the 
latest episode, when the mean age of the early-onset 
subjects was 30 years and many of the most stressful 
life events from the scale were prevalent in their lives 
(e.g., marital separation, job loss, gain of a family 
member, death of a family member, work changes). 

Another possible limitation of the study is our use of 
the Holmes and Rahe scoring procedures. We adopted 
these because they are widely used in the literature and 
have been found to measure stressful events as well as 
other scales do (12, 13). Although the scale has been 
criticized (14~18), none of the problems noted by 
these authors obviate its use in assigning crude weights 
to the events uncovered through our qualitative data- 
gathering procedures. 

We speculate that lowering the cutoff age to 20 years 
may reveal equally significant genetic and prognostic 
differences and differences in patients’ responsiveness 
to lithium. For instance, younger bipolar patients may 
be more responsive to lithium than older ones, if 
indeed this group characteristically experiences fewer 
life stresses before the onset of illness. Our research 
design did not permit us to examine these differences 
but suggests a more modest conclusion: that late-onset 
bipolar disorder may have in common with unipolar 
disorder (major depressive illness) a more important 
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role played by life events (19). Early-onset bipolar 
disorder probands may have more relatives with bipo- 
lar illness (2, 3) and fewer precipitating life events. 
This seems, however, to contradict the results of a 
study by Dunner and associates (20), who reported 
that "positive family history occurred equally often 
among patients who reported life events and those 
who did not.” These authors did not discuss whether 
they found differences in history of stress for patients 
of different ages at onset. 

In summary, these results indicate that stressful life 
events play a more significant etiological role in late- 
onset than in early-onset bipolar disorder, thus lending 
further support to the notion that bipolar disorder may 
be a heterogeneous condition. 
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ORGANIC PSYCHOSIS AND VITAMIN Bj; DEFICIENCY 





Organic Psychosis Without Anemia or Spinal Cord 
Symptoms in Patients With Vitamin B4; Deficiency 


Dwight Landis Evans, M.D., M.S., Gail A. Edelsohn, M.D., 
and Robert N. Golden, M.D. 


The authors describe two patients with organic 
psychosis who had vitamin B; deficiency and no 
hematologic or spinal cord abnormalities. They 
review the literature that supports a causal 
relationship between By deficiency and cerebral 
dysfunction, as measured by the EEG, and 
consequent organic mental changes. The authors cite 
evidence that these EEG and organic mental changes 
are reversible with B, replacement. They emphasize 
that psychiatric manifestations may be the first 
symptoms of vitamin Bj deficiency and thus 
antedate anemia and spinal cord disease. They 
recommend consideration of Bı deficiency and 
serum Bı, determinations in all patients with organic 
mental symptoms. (Am J Psychiatry 140:218—221, 
1983 


E is well known that the clinical syndrome of perni- 
cious anemia includes psychiatric manifestations in 
addition to anemia and subacute degeneration of the 
spinal cord. It is less appreciated that psychiatric 
manifestations may be the first symptoms of perni- 
cious anemia and thus antedate anemia or cord disease 
and that the psychiatric symptoms may respond only 
to vitamin B4? replacement (1, 2). 

We report two patients with organic psychosis who 
had low serum B45 but normal hematological profiles 
and no manifestations of spinal cord disease. Both 
patients responded to vitamin B;; replacement. These 
patients manifested a Bj? deficiency state and not 
pernicious anemia per se. 


CASE REPORTS 


Case 1. Ms. A, a 47-year-old woman, was admitted to the 
hospital with an 8-day history of seeing unidentified flying 
objects, increasing religious ideation, social isolation, and 
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decreased appetite. She had lost 3.6 kg in 2 weeks. Her 
family stated she had begun praying fervently after she 
reported being commanded by Jesus to board a space ship. 
On one occasion 10 months earlier, she had seen bright lights 
outside her home but referred to them infrequently and was 
able to perform her household duties. She had no history of 
drug or alcohol abuse or psychiatric problems. 

On admission, Ms. A appeared tired, sad, and older than 
her stated age. She was guarded and suspicious, glancing 
around the room often. Her thought content was fraught 
with religious ideation: “Jesus has hold of my soul; he'll 
come down in a cloud to take me to be his bride." She said 
she would kill herself if Jesus’ voice told her to do so. She 
denied visual hallucinations. Her affect was labile, with 
outbursts of laughter and tears. She was uncooperative, 
refusing cognitive testing. She knew the month and year but 
not the day or date. Her physical examination, including 
neurologic examination, was unremarkable. No neuroleptics 
were given. Blood chemistries, CBC (hematocrit=46%, 
MCV=92 fl, no hypersegmented neutrophils), thyroid func- 
tion tests, urinalysis, heavy metals, and spinal fluid studies 
were within normal limits. The VDRL was nonreactive. Two 
days after admission the EEG showed 6—7 cycle/sec theta 
activity in the posterior area of the brain and less than 7 
cycle/sec upper delta lower theta activity in the temporal 
area, consistent with diffuse neuronal dysfunction. Her ini- 
tial serum Bı, level was 135 ug/ml (normal 200—900 gug/ 
ml); a repeat level was 198 ug/ml. Her serum folate levels, 
her gastric pH, and her results on the Schilling test were 
normal; the results of an antiparietal cell antibody test were 
negative. She was given a composite organic battery includ- 
ing Bender-Gestalt, Trails, Finger and Ballistic Tapping, and 
WAIS subtests (comprehension, similarities, digit span, and 
block designs); results suggested mild cerebral dysfunction 
(moderate impairment on recent and remote memory, ab- 
stract thinking, concept formation, and on the Bender- 
Gestalt; mild impairment on gross and fine motor movement 
and judgment). 

On the 15th hospital day, after hematologic consultation, 
vitamin B4; replacement therapy was initiated with hydroxy- 
cobalamin, 1000 ng/day i.m. for 10 days, followed by 
biweekly injections. On the 19th hospital day, a nasopharyn- 
geal EEG, done after Ms. A had not slept for 27 hours, 
showed diffuse slowing with 6—7 cycle/sec theta activity in 
the posterior area of the brain; delta activity was not present. 
At the same time, her mental status improved. She was 
oriented in all spheres, no longer spoke of unidentified flying 
objects or of hearing voices, and began participating in ward 
activities. She became less seclusive and talked to her thera- 
pist about her family and her feelings. On the 41st hospital 
day, the organic battery showed improvement across all 
visual-motor and cognitive spheres and some residual signs 
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of organicity. She was discharged on the 44th day; follow-up 
appointments were scheduled at a mental health center, and 
monthly B, injections were prescribed. Her EEG was essential- 
ly normal 1 month after discharge—8-—8'5 cycle/sec alpha 
activity in the posterior area of the brain—and the organic 
battery showed further improvement on verbal tasks, concept 
formation, recent and remote memory, and the Bender-Gestalt 
test. Residual organic findings in the perceptual-motor field 
were seen as reflecting baseline function or depression. 


Case 2. Ms. B, a 58-year-old woman, was admitted to the 
hospital after 10 days of increasingly bizarre behavior. She 
had been in her usual state of good health until 2 weeks 
before admission, when she suffered an exacerbation of her 
chronic obstructive lung disease. A few days later she became 
irritable and spoke in a disorganized manner. She began to 
chastise and threaten family members and threw objects 
around at home. Three days before admission her internist 
prescribed chlordiazepoxide, 10 mg q.i.d., and lithium car- 
bonate, 300 mg b.i.d., which she took for 1 day and then 
refused further medication and food. Consequently the fam- 
ily brought her to the emergency room. 

Ms. B had had an episode of behavior change 5 years 
earlier. At that time her internist prescribed haloperidol, 4 
mg/day, and imipramine, 25 mg b.i.d. She was hospitalized, 
and during that admission she demonstrated a psychotic 
organic brain syndrome. An evaluation for organic factors 
was negative, and her serum B}; level was normal (327 pg/ 
ml) This episode resolved 2 weeks after all psychotropic 
medications were discontinued. 

Át the current admission Ms. B was agitated, uncooper- 
ative, and disoriented to time and place. She threatened her 
family and the ward staff. Her thought process was tangen- 
tial, and she experienced visual illusions. Her mood was 
irritable, and her affect was labile. She recalled 1 of 3 objects 
at 5 min. Her physical examination was unremarkable 
except for diffuse pulmonary rales and wheezes. 

She was evaluated for organic factors. Blood chemistries, 
CBC (hematocrit=42%, MCV=89 fl, no hypersegmented 
neutrophils), arterial blood gases, thyroid function tests, 
serum folate levels, and spinal fluid studies were normal. A 
CT scan of her brain showed low density areas consistent 
with an old infarction. The EEG findings were within normal 
limits. Her serum B, level was 86 pg/ml; a repeat B,, level 
was 83 pg/ml (normal=200~900 pg/ml). A gastric analysis 
finding of zero basal and maximal acid output was compati- 
ble with pernicious anemia. The Schilling test showed nor- 
mal absorption. At the time of admission she was taking 
beclamethasone dipropionate, 2 inhalations q.i.d., ampicil- 
lin, 500 mg q.i.d., theophylline, 400 mg b.i.d., ibuprofen, 
400 mg t.i.d., and terbutaline, 4 tablet b.i.d. All pulmonary 
medication was discontinued except for a bronchial aerosol 
(isotharine) and ampicillin. Although Ms. B’s pulmonary 
status returned to baseline, her mental status did not im- 
prove. Vitamin B4, replacement therapy was started with 
hydroxycobalamin, 1000 ng/day i.m. for 5 days. Because of 
persistent severe agitation, she received trifluoperazine, 5 mg 
b.i.d. One week after Bj, therapy was initiated Ms. B's 
mental status improved dramatically. The trifluoperazine 
was discontinued, and her symptoms did not return. Ms. B's 
mental status continued to improve over the next several 
weeks. At the time of discharge she was back to her baseline 
mental status, Her serum B; level was then 550 g/ml. Nine 
months after her discharge she continued to receive monthly 
B4; replacement, and her internist reported no evidence of 
psychosis or organicity. 
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DISCUSSION 


Both of the patients we have described had an 
organic psychosis, no other signs or symptoms of 
neurologic deficit, and normal hematologic findings. 
Both had a decreased serum B,; level, which was 
associated with an abnormal EEG in Ms. A. Resolu- 
tion of the organicity followed B4; replacement within 
4 days (case 1) and 7 days (case 2). Indeed, in the first 
patient B43 replacement was followed by a resolution 
of organicity and improvement in formal psychologi- 
cal testing and the EEG. The second patient was 
treated with antipsychotics for 1 week in addition to 
By replacement, and resolution of her organic brain 
syndrome resulted; EEG and formal psychological 
testing were not done. 

A wide range of psychiatric symptoms has been 
associated with pernicious anemia. A number of fac- 
tors point to a causal relationship between Bj; defi- 
ciency and cerebral dysfunction and consequent organ- 
ic mental change. Uncorrected vitamin B,) deficiency 
can lead to dementia and cerebral lesions that are 
similar to spinal cord lesions in subacute, combined 
degeneration of the cord (1, 3). 

EEG studies have demonstrated abnormalities in 
patients with pernicious anemia that are reversible 
with B4; replacement. Walton and associates (4) stud- 
ied 80 patients with pernicious anemia and found the 
EEG to be abnormal in 51 untreated patients (6496). 
For their 7 patients with organic reactions, the pre- 
treatment EEG was abnormal. For the 73 patients with 
no organicity, the EEG was abnormal in 44 (60%). 
When they studied the effect of B4; treatment on 76 of 
the patients with pernicious anemia, they found that 
the EEG returned to normal in 31 of the 47 patients 
(6696) for whom the initia] EEG was abnormal. They 
repeated the EEG after vitamin B4? treatment in the 29 
patients who initially had normal tracings and found a 
significant increase in the mean alpha frequency and a 
significant diminution in overall amplitude in 14 
(48%). Of the remaining 47 patients with initially 
abnormal tracings, 42 (89%) showed a clinical im- 
provement with treatment; the EEG returned to nor- 
mal in 31 (74%), and 11 (26%) showed a persisting 
excess of generalized delta activity. In those patients in 
whom EEG improvement occurred, it began about 7— 
10 days after the start of B4; treatment and continuec 
for 3—6 months. 

In a similar study, Wallace and Westmoreland (5. 
found abnormal EEGs in 21 of 35 untreated patient: 
(60%) with pernicious anemia. They found the great- 
est EEG slowing in those patients who demonstrated 
cerebral dysfunction (17 of 19, 89%) and generally 
found the degree of slowing to correlate with the 
degree of organicity. Likewise, Romano and Engel (6! 
described 2 patients with pernicious anemia and deliri- 
um who had EEG slow wave abnormalities. Samson 
and associates (7) found EEG slowing in 13 patients 
with delirium and pernicious anemia; 10 recovered 
completely with B4; treatment, 2 improved, and 1 did 
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not change. These investigators found a positive corre- 
lation between EEG improvement and clinical re- 
sponse. Furthermore, Roos and Willanger (8) found 
abnormal EEGs in 48% of 42 patients with low serum 
B,2; all of the EEGs reverted to normal after B 
treatment. 

In a study of cerebral blood flow and metabolism in 
pernicious anemia, Scheinberg (9) found impaired 
cerebral oxygen and glucose consumption in 16 pa- 
tients with pernicious anemia. He found a positive 
correlation between the mental status deficits and a 
decrease in cerebral metabolism. His conclusion, that 
the mental disturbance was the result of the Bj; 
deficiency and not the anemia per se, is consistent with 
findings from other studies (4, 5), in which no relation- 
ship was found between the degree of EEG abnormali- 
ty and the severity of the anemia. The evidence sug- 
gests that an undefined cerebral metabolic deficiency 
leads to organic mental status changes in pernicious 
anemia that are reversible with B43 treatment. 

These organic changes in mental status may be the 
first symptoms of B,, deficiency and can predate 
anemia and spinal cord or peripheral neurologic symp- 
toms by as much as several years (1, 2, 10). Because an 
assay for serum B4; had not then been developed, the 
early reports were made retrospectively after anemia 
and/or spinal or peripheral neurologic impairment 
occurred. However, Strachan and Henderson (11) 
reported 3 patients with B,, deficiency who had organ- 
ic mental changes but no evidence of spinal involve- 
ment (2 patients did not have anemia, and 1 had 
hypochromic anemia). These patients had normoblas- 
tic bone marrows and positive results on parietal cell 
antibody tests and labeled B4; absorption studies. In a 
study of 1,000 psychiatric patients who had assays for 
serum B4; (12), 13 had a level 150 ug/ml and none had 
a hemoglobin below 11.5 g. Similarly, Henderson and 
associates (13) found that 9 of 1,012 psychiatric 
patients had a serum By level below 160 pg/ml; 6 of 
the 9 had a normal hemoglobin. Carney and Sheffield 
(14) did a retrospective study of folate and B43 levels in 
272 new psychiatric inpatients selected for male sex 
and advancing age and found that 26% had low serum 
B42; patients with an organic disease had significantly 
lower mean serum B; levels than all other diagnostic 
groups. Hematologic abnormalities correctly predicted 
for 76% of the low folate and for 79% of the low B4; 
patients. Thus, 21% of the low Bj; patients with a 
normal hemogram would have been missed. 

Our two patients did not have the historical risk 
factors and hematologic findings indicative of B,, 
deficiency. Thus, we recommend that evaluation of an 
organic psychosis include assessment of serum B42. We 
did not determine the cause of low B43 in our patients. 
Neither patient had findings compatible with perni- 
cious anemia, and neither had had gastric surgery. It is 
unlikely that the patients’ low B4; was a consequence 
rather than the cause of the organic mental changes, 
because they had normal levels of folic acid and no 
history of dietary abnormality. 
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Our cases support the thesis that a By) deficiency 
state, regardless of etiology, can cause (case 1) and 
contribute to (case 2) an organic mental state with 
psychosis. These patients demonstrate that a B43 defi- 
ciency state may initially present with psychiatric 
manifestations and normal hematologic and neurolog- 
ic findings. Thus, contrary to what has been espoused, 
routine hematologic studies and neurologic examina- 
tions may not be sufficient to screen for B4; deficiency 
states in psychiatric patients. Ms. A, despite normal 
RBC and neurologic studies, had a low serum B43 level 
in association with an organic psychosis, an abnormal 
EEG, and organic deficits in neuropsychological test- 
ing. Parenteral B,, replacement led to resolution of the 
psychosis and progressive improvement on the EEG 
and formal psychological testing. That Ms. B's organic 
psychosis resolved after B1; replacement and 1 week of 
neuroleptic treatment suggests that her low serum B4; 
played a role in the development of her organic 
psychosis, She had an episode of psychosis years earlier 
during which a normal serum B}, was recorded; 
however, the radioimmunoassay used to determine her 
B4, level at that time has since been found to mask B4; 
deficiencies (15, 16). The assay detected cobalamin 
analogues that resemble B4; but do not have biologic 
activity and thereby gave an overestimation of true 
serum B,> levels. Given her subsequent development of 
Bi, deficiency, we wonder if her first episode of 
psychosis was B, related. 

Because the essential replacement therapy for pa- 
tients with organic psychosis will be lacking if the 
clinician relies on historical information, hematologic 
profiles, and spinal or peripheral neurologic symptoms 
to rule out B4; deficiency, we recommend consider- 
ation of B4,5 deficiency and serum B4; determinations 
in all patients with organic psychiatric symptoms. 
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Quality Review of Outpatient Psychopharmacological 
Practice With APA Task Force Criteria 


Frederick Kass, M.D., Edward Charles, M.A., Timothy Walsh, M.D., 
and John Barsa, M.D. 


The autbors conducted quality review of outpatient 
psychopharmacological practice in 180 cases with the 
screening criteria of the APA Task Force on 
Psychopharmacological Criteria Development and a 
subset of 12 criteria involving higher-risk practices. 
Excessive duration of drug treatment was the most 
common questionable practice, and no relationship 
was found between frequency of questionable 
practices and patients’ sex, age, social class, or 
Global Assessment Scale score. An educational 
exercise based on the audit resulted in a 
nonsignificant decrease in the bigher-risk practices. 
(Am J Psychiatry 140:221—224, 1983) 


( progress has been made in developing 
and implementing methods for ensuring the quali- 
ty of psychopharmacological practice. Kupfer and 
Detre (1) emphasized the importance for patient care 
of keeping precise and individualized records, which 
are informative about the treatment prescribed and its 
effectiveness. À number of studies have demonstrated 
that with adequate records and explicit criteria for 
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review it is possible to influence clinicians to reduce the 
frequency of questionable drug practices. Barton (2) 
demonstrated the value of computer-generated infor- 
mation in reducing polypharmacy in an inpatient 
setting. Diamond and associates (3) were able to 
reduce the overuse of antiparkinsonians in a communi- 
ty mental health center. Perhaps the most ambitious 
quality review project was described by Laska and 
associates (4); using the Multi-State Information Sys- 
tem to review drug prescriptions in a large inpatient 
facility, they were able to reduce significantly the 
percentage of orders that involved polypharmacy and 
doses outside the usual range. 

The recent publication of screening criteria by the 
APA Task Force on Psychopharmacological Criteria 
Development (5) is a significant advance in quality 
review of psychotropic drug treatment. A detailed list 
of criteria for case review is offered for each major 
drug category: indications, dose range, treatment du- 
ration, concomitant drug use, adverse developments, 
critical adjunctive services, and relative contraindica- 
tions (see appendix 1). The guidelines are particularly 
useful in monitoring the use of antipsychotics; separate 
guidelines are provided for psychotic and nonpsychot- 
ic disorders. Modifications of criteria are offered for 
hospital clinics, community mental health centers, and 
other outpatient settings. Clinical centers are encour- 
aged to adapt criteria to accomplish local review goals. 

As a number of experts contributed to the project, 
differing clinical viewpoints are represented. The crite- 
ria are offered for flexible application and are intended 
for identifying deviant cases rather than as a rigid 
guideline for pharmacological practice. A relatively 
untrained person may use these criteria to select cases. 
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OUTPATIENT PSYCHOPHARMACOLOGICAL PRACTICE 


The review method, thus, has high sensitivity but low 
specificity. 

The purpose of our study was to answer the follow- 
ing questions: 1) According to the ADA criteria, what 
are the type and frequency of questionable drug prac- 
tices in a hospital-based outpatient clinic? 2) Is there a 
correlation between the frequency of questionable 
drug practice and patient demographic variables? and 
3) To what extent would feedback of results of an 
audit reduce the frequency of questionable drug prac- 
tices? 


METHOD 


The study was conducted at the Vanderbilt Clinic of 
the Colümbia-Presbyterian Medical Center. The clinic 
is a major teaching unit of the New York State 
Psychiatric Institute Residency Training Program. Sen- 
ior attending psychiatrists from the faculty of Colum- 
bia University College of Physicians and -Surgeons 
provide supervision, didactic teaching, and administra- 
tive services. Patients are treated by psychiatric resi- 
dents, psychology interns, and social work students, as 
well as by attending psychiatrists, social workers, and 
nurse practitioners. 

The clinic serves a metropolitan catchment area of 
approximately 100,000 individuals. Each year about 
600 new patients are evaluated. There are approxi- 
mately 800 patients in ongoing treatment at any one 
time and about 20,000 annual clinic visits. Patients are 
primarily from classes III, IV, and V on the Hollings- 
head two-factor index of social position. Approxi- 
mately two-thirds of the patients are female. About 
one-third of patients are black, one-third white, and 
one-third Hispanic. The patients range in age from 16 
to 86 years; three-fourths are between the ages of 20 
and 59 years. About half of the patients have been in 
treatment for over 1 year. Approximately 30% of the 
patients are diagnosed as having a DSM-III axis 1 
diagnosis of major affective disorder, 2096 have anxi- 
ety disorders, 1696 have adjustment disorders, and 
1596 have schizophrenic disorders. 

Eighty-five percent of patients are in individual 
psychotherapy, 25% in group therapy, and 11% are in 
family treatment (some patients are treated with more 
than one modality). Medication is prescribed for 6496 
of the patients. The Global Assessment Scale (GAS) (6) 
is completed periodically for all patients in treatment; 
90% of the baseline GAS ratings are between 35 and 
70, and the mean GAS score is 59.6. 

A computerized record system was used to obtain 
the information necessary to screen cases with the APA 
criteria. Clinicians complete records for all patients at 
the time of initial evaluation, every 4 months thereaf- 
ter, and at termination. Records include a psychophar- 
macology section that includes medications prescribed, 
treatment target(s), dose, treatment duration, side ef- 
fects, and outcome ratings. We selected cases from the 
clinic population only if the ongoing treatment includ- 
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ed any of the following six drug types: antianxiety 
agents, antiparkinsonians, antipsychotics for psychotic 
disorders, antipsychotics for nonpsychotic disorders, 
hypnotics, and tricyclic antidepressants. For each drug 
type, 30 patients were randomly selected for review 
and removed from the total pool of cases. Thus, of the 
total 180 cases, none were reviewed more than once. 
Data on lithium and MAO inhibitors were audited but 
they are not presented here because of small sample 
size. 

For review purposes we used two sets of criteria: 1) 
the entire original APA list of over 100 criteria and 2) a 
selected list of 12 criteria that involved practices which 
we felt posed special risk to patients (see table 1). We 
analyzed the data from the initial audit to show the 
frequency of questionable practices and higher-risk 
practices within each of the six drug categories, and we 
correlated the mean frequency of questionable prac- 
tices per case with a number of patient variables, 
which included sex, age, race, social class, and GAS 
score. 

We organized a teaching conference to inform the 
clinical staff of the results of the initial audit; we 
distributed copies of the APA criteria and presented 
slides of the results. Discussion focused on the relevant 
psychopharmacology literature as well as clinical ma- 
terial, and there was a special focus on the higher-risk 
practices. We told the staff that drug practice would be 
audited again in several months. 

We performed the second audit approximately 5 
months after the first audit and 3 months after the 
teaching exercise. We again selected 180 charts from 
the clinic patient population, with the same procedure 
as used in the first audit. Data from the second audit 
(independent sample) were analyzed to show the fre- 
quency of questionable practices and of the higher-risk 
practices to compare frequencies before and after the 
teaching exercise. | 


RESULTS 


Table 1 contains the criteria for further review that 
were met in more than 25% of the cases and all of the 
criteria involving higher-risk practices. Antianxiety 
agents and antipsychotics for nonpsychotic disorders 
were the drug categories most often flagged, and 
excessive duration was the most frequent type of 
practice flagged. The mean number of questionable 
practices per patient was 1.1, and the range was 0 to 4; 
26% of the cases involved no questionable practices, 
45% involved 1, 21% involved 2, and 7% involved 3 
or 4. No correlations were found between any of the 
patient variables and the number of questionable 
practices. 

The percentage of cases involving 1 or more higher- 
risk practices decreased from 37% of the cases, before 
the teaching exercise, to 2796; this difference ap- 
proaches significance (chi-square test adjusted for 
overlap in samples; x^—2.84, df=1, p<.10). 
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TABLE 1. APA Criteria for Review of Psychotropic Drug Use Met in an Outpatient Clinic 





m 


l'requency 


"o of Cases 
Drug Category Criterion N iN 180) 
Any criterion met in 2596 of the cases 
Antianxiety Duration >3 months 25 83 
Uncommon indications 10 34 
Use with antipsychotic 8 27 
Hypnotic Duration 77 consecutive days 22 73 
Tricyclic Dose under 100 mg/day of amitriptyline, desipramine, 14 46 
or imipramine 
Antiparkinsonian Duration 74 months 26 87 
Antipsychotic for nonpsychotic disorders Duration >6 months 20 7 
Dose under 50 mg/day of thioridazine 16 53 
Use with more than one other psychotropic drug of any class 9 30 
Criteria involving higher-risk practices 
Antianxiety Use with more than one other psychotropic drug of any class 4 13 
Hypnotic Use with more than one other psychotropic drug of any class 6 20 
History of addiction to sedatives/hypnotics 6 20 
Tricyclic Dose under 100 mg/day of amitriptyline, desipramine, 13 42 
or imipramine 
No improvement after 42 days 4 13 
Use with more than one other psychotropic drug of any class 2 7 
Antipsychotic for psychotic disorders Dose over 800 mg/day of chlorpromazine equivalents 7 23 
Use with more than one other psychotropic drug of any class 4 13 
Antiparkinsonian Use with any tricyclic antidepressant 6 20 
Presence of tardive dyskinesia 2 D 
Antipsychotic for nonpsychotic disorders Duration 76 months 20 67 
Use with more than one other psychotropic drug of any class 9 30 


DISCUSSION 


An important result of this study for our clinic was 
the identification of the most frequent questionable 
pharmacological practices. The most common ques- 
tionable practice was the continued prescription of 
drugs over excessive periods of time. This finding 
contrasts with the results from drug audits on inpatient 
settings, where polypharmacy and excessive doses are 
most frequent (2, 4). Definitive studies of the efficacy 
and safety of the long-term use of the benzodiazepine 
compounds used to treat anxiety and sleep distur- 
bances are not available, but several review commit- 
tees (7) have expressed concern about the risk of 
chronic use of these agents. The long-term use of 
antiparkinsonian drugs for the prophylaxis of extrapy- 
ramidal side effects in patients receiving neuroleptics 
remains controversial (8). Some studies (9—12) suggest 
that, for a substantial number of patients who have 
received chronic neuroleptic treatment, antiparkinson- 
ian agents can be discontinued without the emergence 
of extrapyramidal side effects. These studies, however, 
did not adequately measure the frequency of akinesia. 
Finally, with the possible exception of patients with 
borderline personality disorder, most authorities (9, 
13) agree that the chronic administration of antipsy- 
chotics to nonpsychotic patients is of limited use and 
should be discouraged because of the risk of tardive 
dyskinesia. 

The finding of a high number of questionable prac- 
tices per patient in the initial audit in part reflects the 
inclusion in the APA guidelines of a wide range of 
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criteria for each drug category. The number of patients 
whose cases were flagged for further review on the 
basis of higher-risk practices (N66) was only onc- 
third of the total. This proportion, one-third of pa- 
tients receiving medication (one-fifth of ali patients), is 
a manageable number for more intensive review. 

The results of the audit and teaching exercise wert 
encouraging. There was a moderate decrease in the 
number of higher-risk practices. Further work is under 
way in our clinic to review specific cases with clini- 
cians. Only by carefully reviewing an irdividual pa- 
tient's history, previous treatment, current problems, 
and overall treatment strategy can one decide whethe: 
a questionable drug practice is contraindicated and 
inadvisable. The APA screening criteria were meant to 
be overinclusive and do not necessarily imply tha: 
errors were being made. 

On the basis of our experience, we recommend the 
use of the recently published APA task force criteria fo 
review of pharmacological practice. We found the 
criteria to be specific, easily applied, anc comprehen- 
sive. Our derivation of criteria for higher-risk practices 
allowed emphasis on practices of special concern ia 
our own setting. 
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APPENDIX 1. APA Task Force Criteria for Reviewing Tricyclic 
Antidepressant Use, Adapted for Outpatient Treatment 
Common indications (review case if absent) 


1. Depressive neurosis 
2. Manic-depressive illness, depressed type or phase 
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3. Psychotic depressive reaction 
4. Involutional melancholia 
Dose range (review case if dose is above or below) 
. Amitriptyline hydrochloride, 100—300 mg/day 
. Desipramine hydrochloride, 100—300 mg/day 
. Doxepin hydrochloride, 100—300 mg/day 
. Imipramine hydrochloride, 100—300 mg/day 
. Nortriptyline, 50—150 mg/day 
. Protriptyline hydrochloride, 20—60 mg/day 
Duration (review case if present) 
1. Less than 3 days 
2. More than two changes of psychotropic medication in 
any 7-day period 
Concomitance (review case if present) 
1. Any other tricyclic antidepressant 
2. MAO inhibitor 
3. More than one other psychotropic medication of any 
class 
. Anticholinergic antiparkinsonian drug 
. Reserpine 
Critical adverse developments (review case if present) 
No improvement after 42 days 
Marked sedation or lethargy after 1st week 
Urinary retention 
Syncope 
Intentional overdose 
. Psychosis, hallucinosis, or delirium beginning during 
treatment 
Critical adjunctive services (review case if absent) 
1. Basic laboratory studies on admission 
2. ECG on admission for patient older than 65 years or 
with history of cardiovascular disease 
Relative contraindications (review case if present) 
1. History of allergy to this drug 
2. Myocardial infarction within 6 weeks 
3. History of acute-angle glaucoma 
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Mental Patients’ Knowledge of In-Hospital Rights 


Mark J. Mills, J.D., M.D., Thomas G. Gutheil, M.D., Mary Ann Igneri, M.S., 
and Lester Grinspoon, M.D. 


The authors questioned 52 recently admitted patients 
about formally receiving information regarding 
patients’ rights and about their knowledge of that 
information. Of the 13 day hospital patients, 12 
recalled being given the information, but only 20 of 
39 inpatients recalled receiving the information. Most 
patients, irrespective of their diagnosis or legal status, 
knew their rights. Surprisingly, comparison with a 
group of patients who did not receive information on 
their rights revealed no relationship between 
receiving this information and knowledge of patients’ 
rights. On the basis of these and other findings, the 
authors discuss some difficulties with presentation of 
patients’ rights and offer recommendations. (Am J 
Psychiatry 140:225—228, 1983) 


The most effective short-range reform, however, would 
be to require the mandatory assignment of counsel and a 
mandatory judicial hearing . . . either before or promptly 
after psychiatric hospitalization. 

—~Ennis (1) 


ow, a decade after these words were written, 

many states and most hospitals permit patients to 
consult counsel. Hospitals often notify patients at the 
time of admission that they have this and other rights 
and (ideally) display a list of the rights for patients to 
examine. The present study was prompted by one 
patient-advocacy group's concerns about the adequacy 
of information regarding patients’ rights given at the 
Massachusetts Mental Health Center. (An allied con- 
cern is the extent to which psychiatrists know patients’ 
rights and use that information during the process of 
civil commitment or the subsequent hospitalization (2, 
3]. The advocacy group claimed that patients were 
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not receiving information about their rights; however, 
patient records documented that a “rights brochure” 
had been given to most patients (4). Why this dispari- 

> 

To study this question, we formulated one central 
hypothesis: patients were so ill and/or confused at 
admission that they often did not recall receiving the 
information. More specifically, we anticipated that 
patients who were psychotic on admission would be 
less likely to recall the information than nonpsychotic 
patients. We anticipated further that this difference 
would be reflected in the patients’ legal status (the 
more disturbed patients are likely to be involuntary) 
and in the type of hospitalization (less disturbed 
patients often receive day hospitalization). Last, we 
believed that the expectations would be confirmed not 
only by the patients’ recollection of receiving the 
material but also by their knowledge of specific rights. 

Wider concerns also prompted us to study patients’ 
rights. The last decade has brought a series of civil suits 
nationwide against state departments of mental health, 
the most limiting of which (from the perspective of 
providing treatment) has been Rogers v. Okin in 
Massachusetts (5). Vigilance about patients’ rights, 
especially the right to refuse treatment, has been 
judicially mandated (6). Rogers v. Okin has now been 
appealed to the Supreme Court, suggesting that the 
way in which Massachusetts deals with these matters 
may become the nationwide standard (7). This is true 
despite psychiatrists’ vigorous criticism of this case’s 
version of patients’ rights (8, 9). 

Finally, the controversies in this area are too often 
unsupported by empirical data; our survey attempts to 
address this deficiency (10). 


METHOD 


The original study group consisted of all patients 
admitted to the Massachusetts Mental Health Center 
from November 1, 1980, through January 5, 1981 
(N=59). Fifty-two of these patients (88%) were will- 
ing to participate. All of these patients were admitted 
to one of the two inpatient services (although adminis- 
tered separately, they are functionally indistinguish- 
able) or to the day hospital. 

Demographic characteristics of the study group can 
be summarized. Ages ranged from 18 to 75, with the 
largest percentage in the 25—45-year-old group. Men 
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MENTAL PATIENTS’ KNOWLEDGE OF IN-HOSPITAL RIGHTS 


TABLE 1. Positive Responses to Patients’ Rights Survey Items by Day Hospital Patients and Inpatients? 


Survey Item 


Delivery of material on patients’ rights 
Recall receiving material? 
Recall explanation of rights> 
Knowledge of patients’ rights 
May wear one’s own clothes 
May make phone calls 
May be evaluated by the superintendent of the hospital 
May know the risks of treatment 
May be placed in seclusion or restrained to protect self or others 
May consult with an attorney 


Day Hospital Inpatients Total 
Patients (N=13) (N=39) (N=52) 
N % N % N % 
12 92 14 50° 26 634 
6 46 11 39° 17 4is 
13 100 37 95 50 96 
13 100 38 97 51 98 
4 31 18 46 22 42 
12 92 33 85 46 88 
10 T4 32 82 42 81 
9 69 36 92 45 87 


“Unclear responses were not included; however, unless noted, percents are based on N=13, N=39, and N=52. 


"This question was asked of only 28 inpatients. 
(N=28. 
tN=41, 


and women were equally represented. Thirty patients 
(58%) were voluntary, 14 (27%) were civilly commit- 
ted, and 8 (15%) were criminally committed. Twenty- 
six (5096) were diagnosed as schizophrenic, 10 (19%) 
as having an affective disorder, 4 (8%) as having a 
paranoid state, 6 (12%) as having a personality disor- 
der, and 6 (12%) as having another illness (1 alcohol- 
ism, 1 transitional disturbance, 2 neurosis, and 2 
diagnosis deferred). 

After consent was obtained, patients were asked 
eight brief questions about whether they had received 
information regarding patients’ rights and whether 
they understood those rights. This structured interview 
lasted 10 min. 

One of us (M.A.I.) later reviewed the patients’ charts 
to document the delivery of the material on rights and 
to gather demographic information. Finally, an at- 
tempt was made retrospectively, on the basis of materi- 
al in the chart, to assess the patients’ receptivity to the 
material on rights at the time it was presented. For that 
assessment, all of the patients’ early clinical evalua- 
tions were examined, with the focus on the pa- 
tients’ levels of agitation and/or internal preoccupa- 
tion. 


RESULTS 


Table 1 summarizes the patients! responses to the 
eight questions. Almost all of the day hospital patients 
but only about half of the inpatients recalled receiving 
the material on their rights. This difference is signifi- 
cant (x*=4.87500, df=1, p«.05). 

The survey also found that patients had considerable 
knowledge of their specific rights; there was no signifi- 
cant difference between inpatients and day hospital 
patients in this knowledge (table 1). Only one item was 
answered incorrectly by more than one-third of the 
patients: 17 (47%) of the 36 inpatients and 4 (31%) of 
the 13 day hospital patients responding to the question 
believed that they had the right to be personally 
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evaluated by the superintendent of the hospital. This 
nonexistent right had been included as a “null”? ques- 
tion. All except two other items were answered cor- 
rectly by more than three-quarters of the respon- 
dents. 


Recollection of Receiving Material 


Several other significant relationships were observed 
through cross tabulation. All but 1 of the 27 voluntary 
patients responding to the question recalled being 
given the material on patients’ rights, but only 7 (58%) 
of the 12 civilly committed patients responding to the 
question recalled receiving the material (y7=9.19739, 
df=1, p<.005, corrected chi-square), There was no 
relationship between a patient’s sex and recollection of 
receiving the materials on rights, but most of the 14 
men responding to the question (71%, N=10) recalled 
the subsequent verbal explanation, and most of the 24 
women responding to the question (71%, N=17) did 
not (x?=4.79277, df=1, p<.05). There was no signifi- 
cant relationship between the presence of a psychotic 
diagnosis and recollection of receiving the material; of 
those patients who received the brochure, about one- 
fourth of each group (psychotic and nonpsychotic) 
failed to recall receiving the material (y*=3.25675, 
df=2, n.s.). Thus, voluntary status and assignment to 
day hospital correlated with recall of receipt of the 
material on patients’ rights; gender and psychotic 
diagnosis did not. 

It is noteworthy that a positive relationship, but not 
a significant one, was observed between recollection of 
receiving the material and actually receiving the mate- 
ral (x*=2.02500, df=1, p=.16). It is even more 
noteworthy that, of 12 patients answering this item 
who did not receive the material, a majority (67%, 
N=8) falsely recalled receiving the material; in con- 
trast, only 2 (8%) of 24 patients answering this item 
who actually received the material falsely remembered 
not receiving it. That is, false positive “recalls” far 
outweighed false negatives. 
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Actual Receipt of Material 


We found that all 13 of the patients without psy- 
chotic diagnoses were actually given the material, but 
only about half (5696, N=19) of those with psychotic 
diagnoses were given the material (x*=6.51572, df=1, 
p=.01, corrected chi-square), We also found that, due 
to an error in hospital procedure, none of the 8 
criminally committed patients had received their mate- 
rial on rights. 

A striking finding was that, in comparing those 
patients who did not receive the information with 
those who did, no difference in knowledge was found 
(x?=.10000, df=1, p=.75, corrected chi-square). That 
is, receipt of the material on rights appeared to have 
essentially no influence on patients’ knowledge of their 
rights. 

About two-thirds of the patients were either clearly 
or probably receptive to receiving rights material at the 
time they were admitted, but one-third of the patients 
were only questionably receptive at that time. 


DISCUSSION 
Recollection of Receiving Material 


Overall, our central hypotheses are supported by the 
data: voluntary status and assignment to day hospital- 
ization (the service for less ill patients) correlated 
significantly with recollection of being given material 
on patients’ rights. We had also speculated that in- 
creased severity of illness (judged by clinical diagnosis) 
at the time of admission would be correlated with a 
decrease in recollection, but no such relationship was 
found. 

The fact that diagnosis did not correlate significantly 
with recollection about receiving the material on rights 
appears contrary to our expectation, The finding can 
probably be best accounted for by observing that more 
than three-quarters of admitted patients carry psychot- 
ic diagnoses. Thus the number of nonpsychotic pa- 
tients was insufficient to meaningfully test the hypoth- 
esis. 

The intriguing finding that a number of patients 
who did not receive the material falsely recalled receiv- 
ing it (whereas only 2 patients who received the 
material did not recall receiving it) may have a very 
straightforward explanation. That is, a number of the 
patients who did not receive a copy of the rights packet 
did receive an explanation of those rights (since ward 
staff and therapists are instructed to discuss rights with 
patients). When later questioned about receiving the 
rights packet, patients may have confused receiving the 
packet with the later verbal explanation. This observa- 
tion might suggest that such information ought to be 
related on several occasions. 

The fact that all nonpsychotic patients received the 
material but only half of the psychotic patients did 
may be attributed to the conditions of each patient’s 
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admission. That is, the psychotic patients may have 
been so disturbed on admission that the examining. 
psychiatrists thought it futile to give them the materia 
at that time. In fact, some of the psychotic patients 
specifically refused to accept the brochure or to have 
their rights discussed. This explanation is supported by 
the data on receptivity to material on paticnts’ rights 
all of the patients judged as questionably receptive tc 
the material carried a psychotic diagnosis. This wa. 
not true of the nonpsychotic patients, all of whon. 
were clearly receptive to the information. 


Knowledge of Specific Rights 


The single most striking finding of this study was th ` 
lack of relationship between receiving the material on 
rights and knowledge about rights. All patients, irre 
spective of receiving the material, irrespective of men- 
tal status at the time of admission, irrespective c 
diagnosis, and irrespective of legal status, knew thei- 
in-hospital rights to a remarkable degrec. 

An explanation for this finding may lie in th. 
existence of other available sources of information o1 
rights; many of the rights (e.g., to make phone calls, t: 
wear personal clothes) are a part of the patient: 
everyday life; through this and other avenues, patient- 
may learn their rights regardless of officiai brochures. 

It is possible that some patients, when ¿sked abor: 
their knowledge of rights, may have merely answerc.! 
yes to all questions, regardless of their actual know - 
edge. Although one *null* question was included as 2 
partial check, this “‘response-set” explanation canne: 
be ruled out. 

Certainly, it is reassuring to find that most patients, 
most of the time, know their rights, yet questio: s 
remain about how one can reach the patients who do 
not know their rights and what one shculd do above 
the floridly psychotic or greatly agitatec patient who 
appears unreceptive to receiving the meterial. At tke 
Massachusetts Mental Health Center the therapis: 
routinely tries to help the patient understand that he or 
she has the rights until the patient is able to compre- 
hend the fact or until the patient is declared legal v 
incompetent. On the other hand, the therapist has 
many other duties to the patient (something that 
patient advocates sometimes overlook), so that sucn 
rights-oriented discussions do not (and should no:) 
consume the bulk of the therapist-patient interchange. 
Patients! rights are prominently displayed on eveiv 
service, and patient advocates and/or attorneys ave 
available on a pro bono basis formally at least every 
week and on an “as needed" basis. We believe tht 
such an arrangement enhances patients’ understandn g 
of their rights beyond mere formality. 

Hospital staff, as noted above, subscribed to the 
mistaken view that criminally committed patients d J 
not need to receive information on patients’ rights. 
This error may have derived from the staff’s notic 
that court cases had already been "processed" hy 
lawyers, judges, and hearings, and thus further incv - 
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cation of rights would be superfluous. One fringe 
benefit of our study was the detection and correction 
of this oversight. 

Two related points should be mentioned. First, there 
are some patients who will never meaningfully com- 
prehend their rights. In the main, these are patients for 
whom guardianship or some other vicarious consent 
procedure will eventually be necessary, and therapists 
should document this fact. Second, when in doubt 
about apprising patients of their rights, hospital staff 
should err on the side of presumed competence and full 
disclosure (11). 


CONCLUSIONS 


Our study has attempted to fill the void in empirical 
data concerning information on patients’ rights and its 
impact. Absence of actual data leaves therapists sailing 
between Scylla and Charybdis: wanting both to avoid 
inadequate, pro forma delivery of rights and to escape 
from excessively legalistic encounters with patients. 
We believe that genuine attention to patients’ rights 
should be neither formalistic nor contratherapeutic. 
Fortunately, it appears possible to protect rights with- 
out inappropriately elevating them to a center of 
therapeutic concern. The present study should thus be 
reassuring in two regards: first, most patients, most of 
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the time, know their rights; and, in any case, an easily 
implemented procedure can enhance the transmission 
of this information. 
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Seclusion and Restraint and Prediction of Violence 


Paul Phillips, M.A., and Suhayl J. Nasr, M.D. 


The authors studied the use of seclusion and restraint 
on an inpatient unit in a state psychiatric hospital. 
Of 69 randomly selected inpatients, 51% 
experienced seclusion or restraint at least once. More 
psychotic than nonpsychotic patients required 
seclusion or restraint. However, neither psychosis/ 
nonpsychosis nor voluntarylinvoluntary admission 
status predicted the likelihood of violent threats or 
actions, Patients experiencing seclusion and restraint 
showed a nonsignificant trend toward longer mean 
length of stay in the hospital. The frequency of 
patient behavior leading to seclusion or restraint 
appeared to be directly related to the stimulation 
caused by the presence of many staff members and 
other patients. (Am J Psychiatry 140:229—232, 1983) 


he prevalence of violence in the United States has 

become an increasing concern in recent years. The 
committing of violent acts by persons who may have 
psychiatric disorders has, in some instances, had a 
powerful impact both on the lives of the immediate 
victims and on our society as a whole. This had led to 
an increased interest in the prediction and control of 
violence committed by patients in psychiatric treat- 
ment settings. One measure of the occurrence and 
control of threats or instances of physical violence 
among psychiatric inpatients is the imposition of phys- 
ical seclusion (placement of a patient in a locked 
seclusion room) or physical restraint (use of mechani- 
cal means, such as leather straps, to confine a patient 
to his or her bed). In recent years, several authors (1—3) 
have discussed the indications, counterindications, and 
techniques applicable to the use of seclusion and 
restraint. Others (4—10) have reported the relationship 
between the use of seclusion and restraint and diagnos- 
tic, demographic, and length-of-stay variables. There is 
agreement in these studies about the clinical justifica- 
tion of the use of seclusion or restraint as a last resort. 
However, frequency of use varied widely—from 496 
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(8) to 66% (7) (mean, 2196)—depending on the nature 
of the patient population, staff policy (e.g., length or 
medication-free evaluation period), and length of stay 
(see table 1 for details). 

Soloff and Turner (10) recently reviewec the litera- 
ture on the use of seclusion and restraint and reported 
their findings in a prospectively designed study. Ac: 
tions or threats of violence toward others and potentia 
violence variously described as "increased agitation," 
"poor impulse control," or “excessive stimulation"' 
accounted for most of the instances of seclusion and 
restraint (see table 1). 

We present here a retrospective report on the use o* 
seclusion and restraint on a 29-bed unit at the Illinois 
State Psychiatric Institute (ISPI). Most patients admit- 
ted to this unit reside in an area of ethnically heteroge- 
neous, lower- to lower-middle-class neighoorhoods fo- 
which the facility has responsibility for providing; 
inpatient treatment. (Since ISPI’s mandate stresses it: 
role in research and training mental health profession- 
als, it maintains a staff-patient ratio and an access to 
psychiatric consultation that are superior to those of 
other Illinois state mental health facilities; thus, result; 
of this study cannot be viewed as applicable to othe: 
inpatient units in Illinois state mental health facilities.. 


METHOD 


The initial focus of this study was on whether our 
unit's practices with regard to seclusion had changed 
following the implementation of the new Illinois Men- 
tal Health Code, which took effect on January 1, 1979. 
The new code required, among other things, prior 
order of a physician for all impositions of seclusion 
except those based on a behavior modification plan 
designed specifically for the patient. 

Working from a list of all patients admitted to the 
unit, we examined the medical records of every fifti 
patient admitted between July 1, 1978, and December 
31, 1978, and between July 1, 1979, and December 
31, 1979. We found that results for all measured 
variables did not differ for these two time periods. 
suggesting that our seclusion practices before the im- 
plementation of the new mental health code wer: 
consistent with the provisions of the new code. There- 
fore we combined the data in our presentation cf 
results. 

The second focus of the study was on whether z 
patient's admission status would predict violent behav - 
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TABLE 1. Review of Data on Seclusion and Restraint in Eight Studies 


Patients 
Requiring 
Number Seclusion 
of or Restraint 

Study Patients (%) (96) 
Wells (8) 15 4 
Mattson and Sacks (4) 223 fee) 
Wadeson and Carpenter (7) 62 66 
Plutchik et al. (9) 236 26 
Soloff (6) 58 3.6 33 
Soloff and Turner (10) 594 10.5 51 
Schwab and Lahmeyer (5) 52° 36.6 10 


Phillips and Nasr 
(present study) 69 51 30 


aDefined as actions or threats of violence toward others. 
b“ Agitation,” “overstimulation,” “ 


Violence 
Toward 
Others? 


32.8 


Reason for Seclusion or Restraint 


Potential 
Violence?  Other® 
(%) (96) Type of Hospital 
_ — Private university hospital 
34.4 32.8 Private psychiatric hospital 
— — NIMH (prolonged drug-free periods; 
criteria for use of seclusion and 
restraint not specified) 
»21.1 55.7 University-affiliated municipal 
hospital 
16 51 Military hospital 
24 25 University hospital (prospective 
study) 
60 30 University hospital (prospective 
study} 
31 39 State research unit 


poor impulse control,” or possible threat to milieu stability. 


All other categories, including violence toward self, public nudity, screaming, medical procedures, etc. 


dPlus 159 controls. 
*Plus 90 controls. 


ior during the ensuing hospitalization. Specifically, 
patients admitted on an emergency or involuntary 
basis because of a senior clinician's opinion that their 
mental state made them a likely danger to self or others 
would be expected, as a group, to show more threats 
and actions of violence and therefore to be subject to 
seclusion and restraint more frequently than voluntari- 
ly admitted patients. 

Each chart was examined for the following varia- 
bles: age, race, sex, Research Diagnostic Criteria 
(RDC) diagnosis, length of stay, voluntary/involuntary 
status at admission, number of occurrences of behav- 
ior leading to imposition of seclusion or restraint, time 
of day of each occurrence, and chronological day of 
occurrence (e.g., fifth day of patient's stay). 

Student's t test was used to evaluate the difference 
between mean lengths of stay for patients who experi- 
enced seclusion or restraint and those who did not. 
Other statistical comparisons between groups were 
carried out by means of chi-square analysis. Since 
quantitive findings for seclusion did not differ from 
those for restraint, we combined the two for all 
analyses. 


RESULTS 


Sixty-nine patients were included in the study. Their 
mean (+SD) age was 30-9 years (range, 17—62 years). 
There were 41 men (59%) and 28 women (41%). Ten 
(1496) of the patients were white, 50 (7296) were 
black, and 9 (1496) were Hispanic—a distribution that 
is consistent with our overall patient population. Diag- 
noses were established according to the third edition of 
the RDC. Fourteen patients were given a diagnosis of 
schizophrenia; 2 schizoaffective disorder, manic type; 
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2 schizoaffective disorder, depressed type; 2 unspeci- 
fied functional psychosis; 2 psychotic major depressive 
disorder; 2 manic disorder; 6 bipolar I disorder; 5 
minor depression; 1 hypomanic disorder; 9 alcohol- 
ism; 4 antisocial personality; 6 other psychiatric disor- 
der; 3 not mentally ill; and 11 unknown. 

We found that 35 patients (5196) experienced seclu- 
sion or restraint one or more times during their 
hospitalization. Fourteen (40%) of this *'ever-seclud- 
ed-or-restrained" group had only one such experience 
during their hospital stay. Only 4 patients (11% of the 
group) experienced seclusion or restraint more than 
five times during hospitalization. We found no differ- 
ence between the ever-secluded patients and patients 
who were never in seclusion or restraints with respect 
to age (mean=30 years for both groups), sex (x?=.32, 
df=1), or ethnic group (x^-.15, df=2). 

We classified the staff's written explanations for 
each instance of the use of seclusion or restraint (133 
instances) into one of three categories: violence toward 
others, potential violence, and “other.” Table 1 indi- 
cates that 3096 of the occurrences of seclusion and 
restraint were related to actual or potential physical 
harm to others, and 31% were related to other poten- 
tially violent behavior. 

Since numbers within specific diagnostic categories 
were too small for statistical comparison, we com- 
bined the patients with diagnoses of schizophrenia, 
schizoaffective disorder, unspecified functional psy- 
chosis, psychotic major depressive disorder, manic 
disorder, and bipolar disorder into a group we labeled 
“all functional psychoses” (N=30). All others were 
classified as nonpsychotic (N=28), except for the 
patients with unknown diagnosis (N=11), who were 
excluded. Results indicated that a significantly greater 
proportion of the functionally psychotic patients (20 
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of 30, 67%) than of the nonpsychotic patients (8 of 28, 
29%) experienced seclusion or restraint one or more 
times (x7=4.38, df=1, p<.05). However, in examin- 
ing the categories of behavior leading to the imposition 
of seclusion or restraint for psychotic and nonpsychot- 
ic patients, we found that more psychotic patients than 
nonpsychotic patients engaged in nonviolent behavior, 
i.e, were agitated, behaved grossly inappropriately, 
and attempted to elope (11 of 30 versus 3 of 28 
patients, respectively). Thus, when these nonviolent 
behaviors were excluded, psychotic patients did not 
threaten or initiate violence more often than nonpsy- 
chotic patients (9 of 30 versus 8 of 28, respectively). 
(Three nonpsychotic patients experienced seclusion or 
restraint for violent and nonviolent behavior.) 

It was possible to clearly classify 63 of the 69 
patients according to voluntary or involuntary admis- 
sion status. We found no significant difference between 
the two groups with respect to voluntary (ever-seclud- 
ed patients=21, never-secluded patients=27) versus 
involuntary (ever-secluded=9, never-secluded=6) ad- 
mission status (x^—.68, df=1). Involuntary patients 
were also not more significantly represented among 
those patients experiencing seclusion or restraint five 
or more times (1 involuntary patient versus 4 volun- 
tary patients). Moreover, the proportion of seclusion 
or restraint experiences that stemmed from threats or 
acts of violence toward self or others was not signifi- 
cantly greater for the involuntary patients (42%) than 
for the voluntary patients (66%). 

We tabulated the frequency of all incidents of seclu- 
sion and restraint according to hour of clock time (e.g., 
1:00 a.m. to 1:59 a.m.) and according to hospital shift. 
Results indicated that of the total initiations of seclu- 
sion or restraint for which time could be specified 
(N=117) the vast majority occurred during the day 
shift (8:00 a.m. to 3:59 p.m.) (N=68, 58%), with 
fewer during the evening shift (4:00 p.m. to 11:59 
p.m.) (N=32, 27%) and still fewer at night (N=17, 
15%). In general, frequency of occurrence was lowest 
in the hours just after midnight, steadily increased to a 
peak between the hours of noon and 2:00 p.m., then 
steadily declined throughout the afternoon and eve- 
ning. 


DISCUSSION 


The results of this study are above the average but 
within the range established by other studies reporting 
overall frequency of occurrence of seclusion and re- 
straint. A relevant factor determining frequency of use 
of seclusion and restraint is the degree of acceptance by 
patients of violent actions as appropriate responses to 
feelings of fear, anger, or frustration. This acceptance 
could be related either to the effects of psychopatholo- 
gy or to subculturally determined attitudes. In our 
experience on the unit, a number of patients, including 
nonpsychotic patients and those whose psychosis was 
in remission, have explicitly endorsed physical threat 
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or attack as an appropriate way to deal with what is 
experienced as provocation by others. To some extent. 
then, the unit staff’s intolerance of such behavior 
comes into conflict with the standards held by the 
subcultural milieus from which many of our patients 
come. 

Two other factors may have contributed to the 
relatively high percentage of patients in the ever 
secluded group: the large proportion of psychotic 
patients and the practice of not medicating many of the 
patients (including all research patients) until baseline 
behavioral and biological ratings have been made. (It i 
interesting to note the similar finding by Wadeson anc. 
Carpenter [7] of a 66% rate of seclusion at NIMH.. 
The factors leading to seclusion or restraint of psychot- 
ic patients require special attention. We found, as othe 
studies did, a higher rate of seclusion and restrain’ 
among psychotic than among nonpsychotic patients. 
However, once we excluded bizarre behaviors typica: 
of psychotic patients (e.g., public nudity) from the 
frequency of seclusion and restraint, we found no 
difference in the frequency of seclusion and restrain. 
for violent behavior between the two groups. This 
suggests that psychotic patients are not necessaril" 
more prone to violence toward others than nonpsy- 
chotic patients are. This finding, if replicated in othe~ 
studies, challenges the common misconception tha: 
mentally ill patients—usually implying psychotic pa- 
tients—are prone to violence. 

Soloff and Turner (10) found that committed pa- 
tients had a higher frequency of seclusion and restrairt 
than voluntary patients. However, in our study, pa- 
tients admitted against their will did not behave mor: 
dangerously during their hospitalization than did vo'- 
untarily admitted patients. One possible explanation is 
that the knowledge of having been admitted involur- 
tarily and having to face a legal hearing regarding 
possible commitment led some potentially dangerous 
patients to exercise greater self-control. Another poss - 
bility is that some potentially dangerous patients either 
recognized their need for admission or responded to 
pressure from family or intake staff and so accepted 
hospitalization voluntarily. 

Our results are different from those of Schwab and 
Lahmeyer (5) with respect to the time of day of mos: 
seclusion and restraint (10:00 p.m. to 2:00 a.m. fc: 
their patients versus 12 noon to 2:00 p.m. for ours . 
The most likely explanations for our >atients’ pa- 
tern—a pattern also described by Plutchick and asso- 
ciates (9) ——are that for most situations in which seclu- 
sion or restraint 1s imposed 1) patients need to be 
awake and out in the public areas of the unit in order 
to engage in behavior that comes to the staff's atten- 
tion and requires staff's intervention, and 2) the stimu- 
lation produced by interaction with manv other peop'e 
tends to lead to the agitation, aggressiveness, and 
socially inappropriate behavior that necessitate the use 
of seclusion and restraint. 

The results of this study have to be considered in tke 
context of two shortcomings that can be corrected for 
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in future studies. First, this was a retrospective study in 
which the advantage of spontaneous behavior on the 
part of the nursing staff had to be weighed against the 
loss of more accurate recording of certain important 
data, such as the mental status of the patient at the 
time of seclusion, and better categorization of the 
behaviors leading to seclusion and restraint. Although 
most seclusion and restraint occurred in the first week 
of hospitalization, many patients with a diagnosis of 
functional psychosis may not have been psychotic at 
the time they were secluded or restrained. 

The second shortcoming is the small number of 
diagnoses in each category. A larger prospective study 
may help in analyzing the effect of diagnosis or specific 
behaviors on the frequency of seclusion and restraint. 

In summary, the ability to predict violence in men- 
tally ill patients is a matter of great importance for 
legal and therapeutic purposes. Among the 69 ran- 
domly selected patients in our study, neither voluntary/ 
involuntary admission status nor psychotic/nonpsy- 
chotic diagnosis was predictive of the occurrence of 
violent threats or actions. This finding, especially if 
confirmed in other studies, points to the need for more 
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reliable predictions of violence in psychiatric popula- 
tions. 
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Clinical and Research Reports 


Preliminary Report on Affective Symptoms in the Early 
Stages of Senile Dementia of the Alzheimer Type 


John William Knesevich, M.D., Ronald L. Martin, M.D., 
Leonard Berg, M.D., and Warren Danziger, Ph.D. 


The authors rated 30 probands with senile dementia 
of the Alzheimer type and 30 healthy controls for 
depression at the beginning of a longitudinal study 
and 1 year later. Significant degrees of depression. 
were not found in either group at either time. (Am J 
Psychiatry 140:233—235, 1983) 


he presence of affective symptoms in patients with 

a dementing illness is allegedly quite common. 
However, there have been few reports (1) of systematic 
inquiries for affective complaints in a carefully defined 
group of patients with dementia. Confounding the 
problem is the ability of an affective disorder to mimic 
a dementing illness (2). 

Many rating scales have been developed recently to 
rate systematically the degree of depression in patients. 
The Hamilton Rating Scale for Depression (3) is a 
widely used examiner-administered scale. Its reliability 
and validity have been demonstrated with well-defined 
groups of depressed patients (4). The Zung Self-Rating 
Depression Scale (5) has been used to rate the severity 
of depression by self-report. Both scales address symp- 
toms common in depressive illness. 

The purpose of this article is to report a systematic 
inquiry into depressive symptoms elicited with the 
Hamilton and Zung scales in a 1-year longitudinal 
study of elderly patients who had well-defined senile 
dementia of the Alzheimer type. Depressive symptoms 
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were also assessed in a control group of healthy elderly 
individuals, 


METHOD 


We administered the Hamilton and Zung scales to 
30 mildly demented probands with senile dementia of 
the Alzheimer type and to 30 control subjects matched 
for age, sex, race, and social position; the scales were 
completed both upon their enrollment in the longitudi- 
nal Washington University Memory and Aging Project 
and 12 months later. Demented probands had to fit a 
clinical profile of senile dementia of the Alzheimer type 
with regard to onset and course and were exluded if 
there was evidence of another etiology. Subjects with a 
history of depression or other psychiatric problems (at 
any time during their lives) were not enrolled as 
probands or controls. The mean age (+SD) of the 
demented probands was 71.2+4.7 years and the age of 
the controls was 71.3+5.1 years. All subjects were 
Caucasian. Additional diagnostic and recruitment in- 
formation can be found elsewhere (6). 

Each proband and a collateral source (a first-degree 
relative or, if a relative was unavailable, a close friend) 
were interviewed separately to ensure completeness 
and accuracy. The interview contained questions that 
explored clinical mood, intellectual problems, and the 
onset, course, and accompanying symptoms of demen- 
tia. Experienced research clinicians (neurologists and 
psychiatrists) administered all interviews. The total 
time required for the semistructured interviews was 
60—90 min. Pfeiffer's Short Portable Mental Status 
Questionnaire, the Blessed Dementia Scale, and the 
Face-Hand Test were included in the protocol as 
briefer assessments of dementia. All demented pro- 
bands had a clinical dementia rating (7) of 1 (mild 
dementia). Controls had a dementia rating of 0 
(healthy, no dementia). At the end of the interview a 
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clinician administered the Hamilton scale. The pro- 
bands and controls then rated their depression with the 
Zung scale. We used the paired t test to analyze the 
results. 


RESULTS 


The mean scores of the subjects with dementia and 
of the controls on the Pfeiffer questionnaire, the 
Blessed scale, and the Face-Hand Test were significant- 
ly different (p<.0001). The mildly demented probands 
had mean scores of 5.2, 5.2, and 6.6 on the respective 
scales, and the control subjects had mean scores of .4, 
.2, and .9. The Hamilton scale scores and Zung scale 
scores for the two groups at the initial interview and 1 
year later are given in table 1. The Zung scores of the 
two groups were not significantly different, and, al- 
though the probands’ score on the Hamilton scale was 
significantly higher (more depressive symptoms) at 
both interview times, the means of both groups were in 
the nondepressed range. We examined each item of the 
Hamilton scale and found that item 7 (work and 
activities) accounted for the probands’ higher mean 
score at both the initial and 1-year interviews; 21 
probands but only 1 control had had a decline in work 
and activities at the first interview, and 1 year later 12 
probands but only 3 controls were rated as having 
declined in these areas. This item accounts for the fact 
that some of the proband scores reached the mildly 
depressed range. 


DISCUSSION 


As expected, the probands and controls were well 
differentiated by the brief assessments of dementia. By 
design, the initial Hamilton scale and Zung scale 
scores were in the nondepressed range for both groups. 
There was no change in the depression scale scores for 
the probands 1 year later; both scores remained in the 
nondepressed range. This result contrasts with that of 
Miller (1). 

These findings can be interpreted in several ways. 
First, it may be that symptoms rated by the Hamilton 
and Zung scales are not congruent with a depressive 
syndrome seen in senile dementia, Alzheimer’s type. 
We feel that this is unlikely because experienced re- 
search clinicians interviewed both probands and col- 
lateral sources. A section of the interview inquired into 
mood disturbances in an open-ended fashion and if 
there was a question of depressive syndrome, despite a 
low score on the Hamilton or Zung scale, the case was 
reviewed with the other members of the team. No 
doubtful cases were included at the outset and no 
doubtful cases were found at the second interview. 

A second possibility is that there are two subgroups 
of subjects with Alzheimer’s disease: those who devel- 
op a depressive syndrome during the early course of 
their illness and those who do not. Certainly a possible 
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TABLE 1. Scores on the Hamilton Rating Scale for Depression and 
the Zung Self-Rating Depression Scale of 30 Probands With Senile 
Dementia, Alzheimer's Type, and 30 Controls 


Hamilton Scale Score? Zung Scale Score 


Group Mean SD Mean SD 
Initial interview 
Probands 5.50 4.69 47.23 9.93 
Controls 3.07 2.75 44.93 7197 
] year later 
Probands 4.17* 3.26 46.43* 7.91 
Controls 2.03? 2.63 44.87 7.60 


"The probands’ scores on the Hamilton scale were significantly higher (p<.05) 
than the controls’ scores at both times, but the means of both groups were in 
the nondepressed range. 

bN=29, 

cN=23; 7 patients were unable to complete the Zung scale because of 
cognitive impairment. 


criticism of this study would be that we quite success- 
fully avoided the former group through our strict 
exclusion criteria. This was an unavoidable situation 
as we had to maximize our ability to clinically diag- 
nose Alzheimer’s type dementia and to reduce the 
chance of including subjects with pseudodementia 
secondary to an affective disorder. 

Finally, there is the possibility that patients with 
Alzheimer’s type dementia rarely develop a depressive 
syndrome. Fluctuating symptoms in the early stages of 
dementia (8, 9) and the dementia syndrome of depres- 
sion (10) have been described, but it may be that if a 
depressive syndrome appears, it is an independent 
disorder. If this suggestion is valid, it has strong 
implications for treatment of patients with Alzheimer’s 
type dementia and a depressive syndrome. Any de- 
mented patient who has a depressive syndrome might 
therefore benefit from aggressive treatment of the 
affective symptoms despite the fact that the usual 
pharmacologic agents used have substantial anticho- 
linergic activity. 

Since this is a preliminary report of an ongoing 
study, further observations may clarify the significance 
of these results. 
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Case Reports of Anorexia Nervosa and Caffeinism 


John A. Sours, M.D. 


Many patients with anorexia nervosa drink large 
quantities of beverages containing caffeine—e.g., 
coffee and diet cola—which have few calories and 
suppress the appetite while increasing energy. The 
author describes the clinical aspects of caffeinism in 
two such patients. (Am J Psychiatry 140:235—236, 
1983) 


js the literature on anorexia nervosa there is little 
mention of caffeinism (1, 2). However, it is common 
for anorectic patients—both those who starve them- 
selves and those who alternately gorge and purge 
themselves, as well as those who do both—to drink 
large quantities of coffee, tea, and other caffeine-laced 
beverages, particularly diet colas, which dampen both 
appetite and hunger while at the same time restoring 
energy, heightening vigilance, and decreasing reaction 
time. 

I present two cases of anorexia nervosa to illustrate 
the clinical aspects of caffeinism when combined with 
an eating disorder: that of a midadolescent girl with a 
typical anorectic syndrome and that of a woman with 
late-onset, atypical anorexia nervosa precipitated by 
marriage and pregnancy (1). 


CASE REPORTS 


Case 1. Ms. A, a 16-year-old high school student, was 
referred by her family physician because of her refusal to eat, 
loss of weight, fear of obesity, obsessive concerns about body 
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fat, irritability, suspiciousness, hyperactivity, increased ener- 
gy, preoccupation with food and cooking, and manipulative 
and coercive behavior toward her mother. She was restless, 
jumpy, and fearful and begged her mother to let her stay with 
her and then threatened to run away. Ms. A’s physician had 
become increasingly alarmed by her falling weight, the 
appearance of frequent bulimia and vomiting, and her admis- 
sion that she drank 4 to 6 quarts of diet cola each day, much 
of it in the mornings after she had returned from her daily 
run of 6 miles. She insisted that she needed the diet soda to 
replace fluid lost in running, but it was apparent that the 
caffeine content of the cola revived her energy in the morning 
and during the afternoon relieved what fatigue she could 
acknowledge to herself. 

Since she was on the verge of emotional and physical 
collapse, she required hospitalization for nutritional treat- 
ment, withdrawal from caffeine, family therapy, and the 
beginnings of intensive individual treatment. 


Case 2. Ms. B was a 34-year-old married woman who 
came for consultation because of coercion from her husband, 
parents, and sisters. Six months before consultation, she had 
given birth to a healthy girl by cesarean section after having 
gained 23 kg during pregnancy—a time when she felt 
fulfilled as a woman, gratified by the care and attention from 
her husband, and less mindful of her weight and caloric 
intake. Since adolescence, she had been preoccupied with her 
weight and body in a mildly anorectic way, as had her 
mother and sisters. However, she had never severely dieted. 
gorged, or vomited in the past. She had no family history of 
depression or addiction. 

After the cesarean section, Ms. B had been disappointed 
that the pregnancy was over and feared her new responsibil- 
ities. She breast-fed the infant every 2 hours and went on a 
diet; she was dismayed that she was now fat—13 kg over her 
usual weight. Her dieting became more severe, and once or 
twice a week she ate excessively and then vomited. At the 
time of consultation, her weight had fallen to 41 kg; her 
weight immediately after giving birth had been 62 kg, and 
her usual weight was 50 kg. She resented her husband, who 
was not as solicitous of her after the birth of their daughter 
but was more so of the baby. She directed much of her anger 
toward her daughter, whom she blamed for her not returning 
to work. Increasingly fatigued and weepy, she began to drink 
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black coffee and diet cola almost around the clock, as much 
as 12 cups of coffee and a gallon of diet cola a day, which she 
believed were necessary to give her energy for baby care, 
eliminate her hunger, and make her feel good about herself. 
She acknowledged that she was alarmed by her restlessness, 
jumpy legs, muscle tension, twitchings, anxiety, palpitations, 
fast speech, diarrhea, heartburn, and onset insomnia, symp- 
toms she knew were due to her caffeine consumption. 
Nevertheless, Ms. B announced at the beginning of treatment 
that she would not give up her coffee and diet cola. 

Only after a therapeutic alliance had been established 
would Ms. B consider withdrawal and be willing to tolerate 
for a few days the symptoms of headaches, drowsiness, 
inability to concentrate, lethargy, yawning, irritability, de- 
pression, and nausea. 


DISCUSSION 


Both patients experienced the range of symptoms of 
caffeinism (3, 4). Serious side effects were not encoun- 
tered; fatalities are rare (5), as is increased epileptogen- 
icity (6). Heartburn is common and appears to be due 
to gastroesophageal reflex rather than increased gas- 
tric secretions (7). Caffeine is addictive and in large 
amounts leads to the withdrawal symptoms reported 
for the second patient; withdrawal symptoms may 
persist for a week. 

Anorectic individuals, as well as people overly in- 
volved in diet and exercise, which our culture stresses, 
are attracted to diet beverages with caffeine. A 12-oz 
can of diet cola contains more than 40 ml of caffeine 
(8), and diet colas are especially popular with anorec- 
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tics because they provide a sweet-tasting, low-calorie 
drink in a potentially unlimited quantity for the self- 
starving individual. The persistent depressive affect of 
the anorectic patient—from the sense of loss of the 
primary object, impounded anger, and the feeling of 
failure in the face of exalted self-standards (9)—pushes 
the anorectic individual toward caffeine-laced bever- 
ages, to the point that caffeine symptoms become 
dominant. Nevertheless, the anorectic person, even if 
markedly tremulous with restless legs (10), usually 
refuses to give up the addiction until engagement in 
treatment occurs. 


REFERENCES 


1. Sours JA: Starving to Death in a Sea of Objects: The Anorexia 
Nervosa Syndrome. New York, Jason Aronson, 1980 

2. Bruch H: Eating Disorders: Obesity, Anorexia Nervosa and the 
Person Within. New York, Basic Books, 1973 

3. Gilliland K, Andress D: Ad lib caffeine consumption, symptoms 
of caffeinism, and academic performance. Am J Psychiatry 
138:512—514, 1981 

4. Victor BS, Lubetsky M, Greden JF: Somatic manifestations of 
caffeinism. J Clin Psychiatry 42:185—188, 1981 

5. McGee MB: Caffeine poisoning in a 19-year-old female. J 
Forensic Sci 25:29—32, 1980 

6. Chu NS: Caffeine—and aminophylline-induced seizures. Epi- 
lepsia 22:85—94, 1981 

7. Cohen S: Pathogenesis of coffee-induced gastrointestinal symp- 
toms. N Engl J Med 303:122—124, 1980 

8. Consumers Union report. New York Times, April 21, 1982, p C6 

9. Sours JA: Depression and the anorexia nervosa syndrome. 
Psychiatr Clin North Am 4:145—158, 1981 

10. Lutz EG: Restless legs, anxiety and caffeinism. J Clin Psychiatry 

39:693—698, 1978 


Am J Psychiatry 140:2, February 1983 


CLINICAL AND RESEARCH REPORTS 


Panic Disorder in Genotypic HLA Identical Sibling Pairs 


Owen S. Surman, M.D., David V. Sheehan, M.B., B.Ch., B.A.O., 
Thomas C. Fuller, Ph.D., and Joanne Gallo 


The authors describe two HLA identical sibling pairs 
with panic disorder. To their knowledge, this is the 
first report of histocompatibility testing in patients 
with anxiety disorders. (Am J Psychiatry 140:237— 
238, 1983) 


here is accumulating evidence (1) that panic disor- 

der is genetically transmitted. The inheritance 
pattern appears consistent with transmission by a 
single gene (2). However, twin studies and studies 
using genetic marking techniques are lacking. Histo- 
compatibility testing for HLA antigens can provide 
evidence for a genetic linkage with specific disease 
states (3); some studies (4—7) have compared histo- 
compatibility types in alcoholic, depressed, and schizo- 
phrenic populations. 

In this paper we describe two pairs of siblings who 
were donor and recipient in a renal transplant and had 
identical HLA genotypes, were concordant for panic 
disorder (8), and had similar, satisfactory therapeutic 
responses to similar doses of tricyclic antidepressants. 


CASE REPORTS 


Case 1. Ms. A was a 46-year-old woman with a history of 
end-stage renal disease secondary to malignant hypertension. 
She received a donor kidney from her sister, Ms. B, who was 
genotypic HLA identical (A2, B14, C1; A3, B7, C-, mixed 
lymphocyte culture, nonstimulatory). Despite excellent post- 
operative renal output, Ms. A became depressed on standard 
immunosuppressive treatment with prednisone and azathio- 
prine. She complained of “looking like a freak" because of 
cushingoid changes in her appearance. 

Ms. A had a 5-year history of spontaneous panic attacks 
occurring up to 10 times a week and met 10 of the 12 DSM- 
III criteria for panic episode. She recalled an episode of 
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syncope at her first communion at age 7. She also had a 
lifelong history of motion sickness. Às an adult, she exhibited 
phobic avoidance of enclosed places, public bathrooms, 
automobile travel, fire, and water sports. She was married, 
had four children, and depended heavily on her husband. 

Ms. A was treated with desipramine, diazepam, supportive 
psychotherapy, and hypnotherapy for anxiety control and 
phobic desensitization. Satisfactory resolution of anxiety and 
depression ensued. Later she maintained excellent renal 
function and continued to take desipramine, 250—300 mg/ 
day, and diazepam. 

Her sister, Ms. B, was 41 years old, had been married 
twice, had six children, and had been separated from her 
second husband for 4 years. Six years earlier she had 
undergone a hysterectomy, after which she had been de- 
pressed and had gained excessive weight. Nine months after 
surgery she began to be seen for depression and anxiety 
attacks associated with nocturnal episodes of chest pain, 
dyspnea, and hyperventilation. These responded to desipra- 
mine. There was no concurrent medical illness to explain 
these symptoms. Ms. B lived in impoverished circumstances 
and had numerous social problems, for which appropriate 
social services were enlisted. Her depression and anxiety 
attacks continued to respond to 250—300 mg/day of desipra- 
mine and to diazepam. 

One of Ms. A's brothers, aged 40, and two of her sons, 
aged 27 and 31, underwent HLA typing during the pretrans- 
plant family evaluation. None of these relatives had anxiety/ 
panic attacks or symptoms. Her brother’s HLA genotype 
was À3, B7, C-; Aw32, B40, C-. The younger son's genotype 
was A11, B7, C-; A2, B14, C-, and he had a social phobia. 
The other son's genotype was A3, B7, C-; Aw24, Bw35, C-, 
and he had attempted suicide. 


Case 2. Ms. C, a 35-year-old married woman, developed 
generalized anxiety after it was proposed thar she donate a 
kidney to her sister. Her tonsillectomy at age 8 had been 
followed by excessive bleeding. On one occasion during her 
youth she had been locked in a closet. Subsequently she 
developed phobic avoidance of enclosed places and heights. 
For 1—1'^ years before learning of her proposed surgery she 
experienced spontaneous anxiety attacks, typically 3 or 4 per 
week. These episodes were associated with 9 of the 12 DSM- 
II criteria for panic episode. She began treatment with 
desipramine, 50 mg/day, and was instructed in self-hypnosis 
for anxiety reduction. She proved to be well motivated for 
surgery and afterward she felt considerable pleasure with her 
sister's excellent outcome. Her anxiety attacks continued to 
be well controlled by desipramine and later by imipramine, 
75 mg/day. 

Her sister, Ms. D, a 23-year-old unmarried woman, had a 
history of hypophosphatemic rickets and end-stage renal 
disease secondary to vitamin D toxicity. Her HLA genotype 
(A24, Bw51, C1; Aw32, B14, C-, mixed lymphocyte culture, 
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nonstimulatory) was identical with that of her donor sister, 
Ms. C. Ms. D had had daily spontaneous panic attacks since 
early childhood and experienced separation anxiety when 
entering school. She subsequently developed multiple pho- 
bias, e.g., for water (swimming), meeting strangers, being 
alone in the dark. She experienced intense anxiety about her 
impending surgery. She was treated with desipramine, 50 
mg/day, and relaxation training with hypnosis. Supportive 
psychotherapy continued after the operation. After 1% years 
she continued to have excellent renal function, and her 
anxiety episodes were controlled with imipramine, 50—75 


mg/day. 


DISCUSSION 


HLA typing has provided supportive evidence for a 
genetic susceptibility to several diseases, e.g., juvenile- 
onset diabetes, unipolar depressive disorder (6). HLA 
typing is of clinical diagnostic value in ankylosing 
spondylitis. The major histocompatibility gene com- 
plex may be linked to specific genetic deficiencies; an 
example is HLA-B,D linked to 21-hydroxylase defi- 
ciency in congenital adrenal hyperplasia. 

In this report, we have presented two sets of geno- 
typic identical siblings, all concordant for panic disor- 
der. (The probability that two siblings will inherit 
identical HLA genotypes from their parents is 2596.) 
All responded to standard drug therapy for panic 
disorder and the effective therapeutic dose was similar 
for the patients in each sibling pair. Three relatives of 
Ms. À and Ms. B shared up to three HLA antigens with 
them and did not have panic disorder. Of these 
relatives, Ms. A’s younger son had a social phobia and 
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the greatest genotypic HLA similarity to Ms. A and 
Ms. B. HLA B14 was present in all four patients with 
panic disorder and in this son of Ms. A. 

Because of the limited sample size, caution is neces- 
sary in interpreting these observations. It is notewor- 
thy that we have found panic disorder to be uncom- 
mon among transplant donors and recipients. The 
possible association between panic disorder and the 
major histocompatibility gene complex invites more 
detailed studies with larger samples. 
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Case Report of Adverse Effect of Reserpine 
on Tardive Dyskinesia 


Anthony Donatelli, M.D., Lee Geisen, Ph.D., and Ezra Feuer, M.D. 


The authors used reserpine to treat a case of tardive 
dyskinesia. Like neuroleptics, reserpine improved the 
symptoms of tardive dyskinesia during 
administration but appeared to aggravate the 
underlying illness, as evidenced by increased 
symptoms after reserpine discontinuation. (Am J 
Psychiatry 140:239—240, 1983) 


W Je treated a case of tardive dyskinesia secondary 

to long-term neuroleptic therapy with reserpine 
over 8 months. The choice of reserpine, a dopamine- 
depleting agent, was based on the dopamine receptor 
supersensitivity theory of tardive dyskinesia. Accord- 
ing to this theory, rather simply stated, after prolonged 
dopamine receptor blockade caused by neuroleptics, 
the postsynaptic cells in the striatum develop more 
dopamine receptors, thereby becoming supersensitive; 
this supersensitivity results in tardive dyskinesia. Thus, 
neuroleptics both cause and cover up tardive dyskine- 
sia by blocking dopamine from the supersensitive 
receptors, so that tardive dyskinesia improves with an 
increase in neuroleptics and worsens with their discon- 
tinuation. Some proponents of the supersensitivity 
theory (1) suggest that a dopamine-depleting agent, 
such as reserpine, which also has antipsychotic proper- 
ties, may be a logical therapeutic approach to tardive 
dyskinesia. However, on the basis of our case study we 
feel that reserpine, by making dopamine unavailable to 
the supersensitive postsynaptic cell, may also succeed 
in covering up tardive dyskinesia while contributing to 
its pathophysiology. Thus, although reserpine has been 
used in the treatment of tardive dyskinesia, its use 
remains controversial because of the possibility of such 
a vicious circle, as with neuroleptics. The reports on 
the beneficial effects of reserpine (2, 3) did not raise 
this issue because no baseline evaluation of the tardive 
dyskinesia without neuroleptics was made and reser- 
pine was not withdrawn, as in this case study. 
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CASE REPORT 


Mr. À was a 19-year-old man with a 6-year history of 
undifferentiated schizophrenia. He had been :reated first 
with trifluoperazine, 20 mg/day, but experienced oculogyric 
crises and was therefore given thioridazine, 200 mg/day. Two 
months later, during his first psychiatric hospitalization, he 
developed leukopenia, and his medication was changed to 
molindone, 200 mg/day, with 10 mg/day of procyclidine for 
extrapyramidal side effects. After discharge, Mr. A was 
maintained on a combination of 20 mg/day of trifluopera- 
zine, 10 mg/day of procyclidine, and 10 mg/day of haloper- 
idol, for approximately 3 years. Because of persistent extra- 
pyramidal side effects, 200 mg/day of thioridazine was 
eventually substituted for this combination. He had a second 
psychiatric hospitalization at age 17 and was treated with 
chlorpromazine, 1000 mg/day. After discharge. Mr. A was 
treated with 2600 mg/day of chlorpromazine, 20 mg/day of 
trifluoperazine, and 200 mg/day of amantzdme for 6 
months. The trifluoperazine was then discontinued and the 
chlorpromazine dose was lowered to 600 mg/day, with two 
drug-free weekends per month. At this time Mr. A was 18 
years old and he was displaying symptoms of tardive dyski- 
nesia. In the ensuing 5 months, attempts to marage both his 
schizophrenia and tardive dyskinesia with low doses of 
thioridazine, trifluoperazine, haloperidol, loxapine, trihexy- 
phenidyl, and diphenhydramine failed. His tardive dyskine- 
sia worsened to the point that all medications were discon- 
tinued and he was referred to an institution conducting an 
outpatient study of tardive dyskinesia. Extensive clinical and 
laboratory studies confirmed the diagnosis of tardive dyski- 
nesia. Evaluation of his immediate family revealed that his 
father suffered from a chronic benign facial tic, a probable 
predisposing factor for Mr. A's tardive dyskinesia. His family 
psychiatric history included a maternal grandmother treated 
with ECT at age 65 and a paternal great-uncle with multiple 
psychiatric hospitalizations. Diagnoses in both cases were 
unobtainable. 

At the time of admission to our facility, Mr. A had been 
medication free for 3 months. On physical examination he 
demonstrated buccal-facial-mandibular and buccal-lingual 
movements, ballistic-type movements when walking, and 
tonic contractions of the neck resulting in hyperextension of 
the neck. He had a belligerent attitude, extreme thought 
blocking, poverty of speech, derailment, auditory hallucina- 
tions, and well-developed delusions. A neurological exami- 
nation confirmed the diagnosis of tardive dysk:nesia. 

Over the next 9 months Mr. A's tardive dyskinesia was 
evaluated with the Abnormal Involuntary Movement Scale 
(AIMS) (4). The averages of the ratings, done by a neurology 
resident, a psychiatry resident, and an attending psychiatrist, 
appear in table 1. 
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TABLE 1. Abnormal Involuntary Movement Scale (AIMS) Scores of 
a Patient With Tardive Dyskinesia Treated With Reserpine 


Weeka Mean AIMS Score 
0 2.4 
2 .9 
4 1.0 
6 1.6 

13 2.2 
14 1.1 
19 12 
20 1.1 
26 1.3 
27 1.2 
28 1.3 
32 1.2 
39 3.2 


‘High-dose reserpine treatment (8 mg/day for 20 days and 10 mg/day for 10 
days) began in week 1 and ended in week 4. Low-dose reserpine treatment (2 
mg/day) began in week 13 and ended in week 39, 


Initially, Mr. A was placed on a progressive regimen of 
oral reserpine so that at the end of 1 week he was receiving 8 
mg/day. At this time, he was still psychotic but his tardive 
dyskinesia had much improved, as evidenced by a marked 
decrease in the AIMS score. He was maintained on reserpine 
for 1 month: 8 mg/day for 20 days and 10 mg/day for 10 
days. At the end of the month of therapy, the only remnant 
of tardive dyskinesia was the hyperextension of the neck, 
which, although present, had markedly improved. Mr. A still 
displayed some derailment and well-developed delusions, but 
he had no more thought blocking, denied hallucinations, and 
could now perform his baseline daily activities. The reserpine 
treatment was discontinued and Mr. A was observed for 2 
weeks. At the end of the 2 weeks, his mental status remained 
unchanged but the AIMS revealed that his tardive dyskinesia 
was beginning to worsen. He was discharged without reser- 
pine for further evaluation. 

An outpatient follow-up appointment 7 weeks later indi- 
cated an unchanged mental status but recurrence of Mr. A’s 
buccal-facial-mandibular involuntary movements. At this 
time a maintenance regimen of reserpine, 2 mg/day, was 
begun. Follow-up evaluations with the AIMS in the next 6 
months demonstrated that this regimen, which was super- 
vised by his parents, was successfully controlling the tardive 
dyskinesia, Throughout this time Mr. A was functioning at 
his baseline; he lived at home with his family and was able to 
attend to his personal hygiene, prepare his own food, and 
spend time engaged in sports activities with the few friends 
he had. He was not able, however, to work or finish high 
school. 

Mr. A missed his 9th follow-up evaluation, but 2 weeks 
later he was brought to the clinic by his family after an 
urgent call for an appointment. They explained that they had 
not given him any reserpine in the last 6 weeks because he 
looked so well but that his tardive dyskinesia now appeared 
worse than ever. On physical examination he demonstrated 
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buccal-facial-mandibular movements that now interfered 
with his ability to speak. He displayed severe tonic contrac- 
tions of the neck that resulted in exaggerated hyperexten- 
sion, which, combined with truncal tonic contractions, inter- 
fered with his ability to walk and stand. His mental status 
was similar to that of the previous months. He had derail- 
ment, delusions, and a constricted affect with no evidence of 
depression or agitation. His tardive dyskinesia appeared to 
be worse than ever and he had the highest AIMS rating that 
he had ever obtained. 


DISCUSSION 


The clinical manifestation of our patient’s tardive 
dyskinesia was much worse after 8 months of reserpine 
therapy than while he was taking no medication. To 
our knowledge, this is the first report of a patient’s 
baseline tardive dyskinesia being made worse by reser- 
pine. Although reserpine controlled the tardive dyski- 
nesia while the patient was taking it, it seems to have 
contributed to the hypothesized pathophysiology of 
tardive dyskinesia; that is, it enhanced dopamine re- 
ceptor supersensitivity. Indeed, a 20% dopamine re- 
ceptor binding increase has been shown in rats pre- 
treated with reserpine (5), and at least one case in 
which reserpine alone actually caused tardive dyskine- 
sia has been reported (6). Therefore, we suggest that 
reserpine is not any better than neuroleptics in control- 
ling tardive dyskinesia and, in fact, has the same 
profile: improvement while the patient is taking medi- 
cation and significant deterioration when medication 
is discontinued. Thus, we feel that there is a great need 
for caution in the prescription of dopamine-depleting 
agents for tardive dyskinesia, as well as in the manage- 
ment of schizophrenia with antipsychotics. 
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Desipramine and Methylphenidate Combination Treatment 
for Depression: Case Report 


Eric J. Drimmer, M.D., Michael J. Gitlin, M.D., and Harry E. Gwirtsman, M.D. 


The authors successfully treated a chronically 
depressed man with a combination of desipramine 
and methylphenidate. Methylphenidate did not 
change his serum desipramine level, and the authors 
speculate that its ability to potentiate tricyclic 
responsiveness may be due to its dopaminergic 
activity. (Am J Psychiatry 140:241—242, 1983) 


T reatment-resistant depressions have stimulated a 
search for effective adjunctive agents to enhance 
the efficacy of currently used tricyclic antidepressants. 
The following case report illustrates the effective and 
necessary addition of methylphenidate to desipramine 
in the treatment of a depressed man. 


CASE REPORT 


Mr. A was a 39-year-old man who had been well until age 
29, when he experienced the onset of a mild chronic depres- 
sion. At age 33 he had had his first depressive episode, which 
was characterized by insomnia, hyperphagia, psychomotor 
retardation, suicidal ideation, and feelings of hopelessness. 
After that he had at least one depressive episode per year. In 
addition, he had occasional hypomanic episodes that lasted 
up to 1 month. During the 6 years before we saw him, he had 
been treated unsuccessfully with a number of antidepressants 
and with lithium. A trial of amoxapine, 150 mg/day, pro- 
voked a week-long manic episode; the manic episode re- 
solved spontaneously and was followed by a relapse into 
depression, which was unresponsive to 350 mg/day of amox- 
apine. Mr. A also had a history of having a brief euphoric 
response to diet pills containing a stimulant. 

On admission to the clinic Mr. A met the Research 
Diagnostic Criteria (1) for bipolar depression with hypoma- 
nia. His score on the Beck Depression Inventory was 41, 
indicating a moderate to severe depression. The result of an 
overnight dexamethasone suppression test (DST) was abnor- 
mal; a 4:00 p.m. serum cortisol level was 9.9 «g/dl. 

Mr. A began treatment with desipramine, 150 mg/day. A 
brief response during the 3rd week of treatment was fol- 
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lowed by a complete return of depressive symptoms. A 
steady-state plasma desipramine level determined during the 
4th week of treatment, with a dose of 200 mg/day, was 90 
ng/ml. During the Sth week methylphenidate, 10 mg b.i.d., 
was added, and marked improvement in mood and agitation 
was noted within 3 days. The methylphenidate dose was 
gradually tapered as the desipramine dose was increased to a 
maintenance dose of 250 mg/day. The total time of treatment 
with methylphenidate was 18 days. 

During the 14th week of treatment, after a series of 
environmental stresses, Mr. A experienced depressive symp- 
toms similar to those he had had previously. One week later 
a DST showed normal suppression; a 4:00 p.m. serum 
cortisol level was 1.0 wg/dl. The plasma desipramine level 
determined during the 15th week of treatment, with a dose 
of 250 mg/day, was 105 ng/ml. Methylphenidate, +0 mg/day, 
was gradually added to the desipramine during the 17th 
week of treatment. Mr. A again had a complete remission of 
symptoms, 4 days after reaching the 40-mg dose. This 
euthymic mood has persisted for 5 months except for one 
brief period of depression during an attempt to taper his 
methylphenidate dose. This is his longest euthymic period in 
7 years. With his current regimen of 250 mg/day of desipra- 
mine and 40 mg/day of methylphenidate, his plasma desipra- 
mine level is 76 ng/ml. 


DISCUSSION 


This case provided drug and nondrug comparisons 
within a single patient. After an initial response to 
desipramine, Mr. A required the addition of methyl- 
phenidate to remain euthymic despite a plasma desip- 
ramine level of 90 ng/ml, which is within the reported 
therapeutic range (2). Discontinuation or tapering of 
methylphenidate resulted in the recurrence of depres- 
sive symptoms on two occasions. Remission was 
achieved within 4 days when methylphenidate treat- 
ment was restarted at the dose customary for Mr. A. 
We found no increase in his plasma desipramine level 
with the addition of methylphenidate but, rather, a 
small decrease. If Mr. A was taking the desipramine at 
the dose prescribed, this case report suggests that the 
mechanism causing this behavioral change does not 
involve an increase in plasma tricyclic levels, as previ- 
ously reported (3). Although we cannot exclude the 
possibility that methylphenidate was the only active 
agent, we believe that methylphenidate potentiated the 
effect of desipramine on this patient. 

To our knowledge, Wharton and associates (3) 
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reported the only nonanecdotal description of com- 
bined tricyclic-methylphenidate treatment. They treat- 
ed seven patients whose depressions had been refrac- 
tory to tricyclics by adding methylphenidate, 10 mg 
b.i.d., for 10-21 days while measuring the plasma 
tricyclic antidepressant levels of three of the patients, 
who were taking imipramine. Five of the seven patients 
improved dramatically with the addition of methyl- 
phenidate. The plasma levels of imipramine and desip- 
ramine combined for the three patients treated with 
imipramine were 30%—400% higher after methylphe- 
nidate was added; for example, one patient’s com- 
bined level rose from 350 to 650 ng/ml. Wharton and 
associates assumed that methylphenidate’s mechanism 
of action was an increase in tricyclic levels. However, 
Glassman and associates (4) showed, in the same 
laboratory, that the combined level of imipramine and 
desipramine in the blood correlated with therapeutic 
effect and that combined levels of 225 ng/ml or greater 
were associated with maximal response. For the three 
patients in Wharton and associates’ study whose plas- 
ma drug levels were determined, the levels of two 
patients were well above the therapeutic threshold 
even before the addition of methylphenidate, and the 
level of the third patient was near the threshold. 
Therefore, it is unlikely that the increase in plasma 
levels observed with the addition of methylphenidate 
was responsible for the therapeutic effect. Further- 
more, the observed increase in combined antidepres- 
sant levels was due primarily to an increase in the 
imipramine level; the desipramine levels were less 
affected in the two patients for whom data were given. 

There is reason to speculate that the effect of methyl- 
phenidate on response to tricyclic antidepressants is 
due to its action on the dopaminergic system. Methyl- 
phenidate has been shown (5, 6) to be a potent 
stimulant for human growth hormone release. Because 
human growth hormone is thought to be regulated by 
a central excitatory dopaminergic system, it is likely 
that methylphenidate affects this system either directly 
or through releasing dopamine from presynaptic sites. 
In addition, Brown and associates (5) showed that 
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methylphenidate's effect on growth hormone is prefer- 
entially correlated with its ability to cause “elation.” 
The fact that L-dopa causes hypomania in bipolar 
depressive patients (7) supports the role of dopamine 
in mood disorders. 

Methylphenidate appears to stimulate dopamine 
systems more than it affects norepinephrine and sero- 
tonin (8). Methylphenidate has been shown (9) to 
produce an increase in dihydroxyphenylacetic acid, a 
major metabolite of dopamine, in rat brains, but to not 
increase 3-methoxy-4-hydroxyphenylglycol, a major 
metabolite of norepinephrine. Cortisol secretion, 
which is probably regulated by norepinephrine and 
serotonin, is not increased by methylphenidate infu- 
sion (6). 
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Adverse Interaction Between Disulfiram 
and Marijuana: A Case Report 


Roy B. Lacoursiere, M.D., and Rob Swatek 


The authors describe a hypomanic-like reaction in a 
patient taking disulfiram and marijuana 
simultaneously and suggest there was an adverse 
interaction between the two drugs. (Am J Psychiatry 
140:243—244, 1983) 


hypomanic-like reaction occurred in an alcoholic 

patient who was taking disulfiram and also 
smoked marijuana. Such an adverse drug interaction 
was not detected by investigators who studied the 
therapeutic use of disulfiram and marijuana in a small 
number of patients being treated for alcoholism (1); it 
was not reported by the manufacturer of disulfiram; 
and, to our knowledge, it has not been reported in the 
literature. We describe here a well-documented case 
history of a man who took disulfiram and marijuana 
concurrently and immediately thereafter behaved ab- 
normally. His unusual behavior appears to have been 
the result of an adverse interaction between disulfiram 
and marijuana. 


CASE REPORT 


Mr. A, a 28-year-old man, was admitted to the hospital 
because of problems he had had with the use of alcohol, 
amphetamines, cocaine, and marijuana—agents he had tak- 
en frequently for 10 years for the usual effects. At the time of 
his admission he was intoxicated with alcohol; he denied 
using phencyclidine (PCP) and LSD. 

The results of a physical examination and routine labora- 
tory tests done at the time of Mr. A’s admission were 
unremarkable. Results from a urinalysis, done by enzyme 
immunoassay, were negative for opiates, amphetamines, 
barbiturates, meperidine, and cocaine; we did not then test 
for tetrahydrocannabinol (THC). He was treated with 250 
mg h.s. of disulfiram given under supervision and crushed in 
liquid; no other medication was prescribed, The day after the 
second dose he became euphoric and hyperactive and had 
mild pressure of speech; he stated that he could not sleep and 
felt like he was "speeding." The dose was reduced to 125 mg/ 
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day, but there was little change in his symptoms. so the drug 
was stopped. By this time results from the urinalyses taken 
during Mr. A's disulfiram treatment became available; they 
were positive for THC and negative for amphetamines, 
cocaine, barbiturates, opiates, meperidine, and alcohol. Mr. 
A admitted using 2—4 marijuana cigarettes nightly all the 
time he was taking disulfiram, but he denied using other 
drugs. Marijuana had never affected him in this way before, 
and he specifically said he felt like he was taking amphet- 
amines. The marijuana that he used was from a stock that he 
had used previously without such effects; it was not thought 
to be contaminated with any other chemicals. 

Within 48 hours after discontinuing disulfiram, Mr. A 
returned to his usual calmer state, although he continued to 
use marijuana, as documented by his own report and urinal- 
yses. He was discharged. 

Nine months later Mr. A was readmitted because of 
alcohol abuse. Once again he was given 250 mg/day of 
disulfiram under supervision, but this time he had no hypo- 
manic effects. Throughout this period of disulfiram treat- 
ment, results from urinalyses showed that Mr. A was free 
from the drugs of abuse for which we tested (as previously 
listed). Then one day, he uncharacteristically became quite 
irritable and uncooperative and complained about the need 
to take disulfiram. Results from a urinalysis at thar time were 
positive for THC but negative for alcohol and the other 
drugs for which we tested. Mr. A admitted smoking 1 
marijuana cigarette 18 hours before the urine «ample. He 
showed no signs of “speeding,” and his behavior became 
more normal within a day. Results from neuropsychological 
tests and an EEG were normal, and Mr. A was discharged 
from the hospital. 

He was readmitted 4 months later because of problems 
associated with smoking 10—15 marijuana cigarettes a day 
and drinking a moderate amount of alcohol. This time Mr. A 
was not treated with disulfiram. Results from urinalyses 
were repeatedly positive for THC (negative for all other 
tested drugs), but he did not show signs of "speeding" or of 
excessive irritability. 


DISCUSSION 


It is highly likely that Mr. À developed a hypomanic 
toxicity from the disulfiram and marijuana combina- 
tion on his first admission, and a related reaction may 
have occurred on his second admission bv the rechal- 
lenge of the disulfiram with a smaller marijuana dose. 
We cannot be certain that there is not some other 
explanation for his erratic behavior, such as adultera- 
tion of marijuana with PCP. However, this explanation 
does not seem plausible because Mr. À had no adverse 
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reaction to marijuana taken from the same supply 
when he used it on other occasions. Why this reaction 
occurred is uncertain; it may have been associated with 
increased central catecholamine effects (2). 

Disulfiram in normal doses inhibits aldehyde dehy- 
drogenase (3), which can lead to increased levels of 
acetaldehyde, a stimulator of catecholamine release; 
increased peripheral levels of norepinephrine occur 
with 500-mg doses of disulfiram but not with 250-mg 
doses (4, 5). Disulfiram can inhibit dopamine B- 
hydroxylase, the catalyzer of dopamine to norepineph- 
rine, but it is unclear if it does so significantly with 
250-mg doses (5, 6). Such inhibition could decrease 
central norepinephrine and increase dopamine, which 
is still consistent with a psychostimulating effect. In 
one report (7) patients who took 250 mg/day or 500 
mg/day of disulfiram had pretreatment levels of plate- 
let monoamine oxidase (MAO) that were not signifi- 
cantly different after 3 and 6 weeks of medication, but 
the patients with psychotic reactions to disulfiram 
took 500-mg doses and had lower pretreatment MAO 
levels. The one patient who had a “mixed toxic- 
manic” reaction had the lowest predisulfiram MAO 
activity. 

Disulfiram slows the metabolism of a number of 
drugs (3), but it is unknown if it does so with 
marijuana. The final effects of disulfiram are compli- 
cated by the variability in disulfiram metabolite levels 
(4, 8) and the fact that various metabolic effects can 
interact. 

We are at a preliminary stage of knowledge about 
the interactions between marijuana and THC in man, 
and findings from research on animals have often been 
contradictory (9). The literature includes evidence that 
chronic marijuana smoking can reduce platelet MAO 
activity (10) and that THC potentiates amphetamines 
(9). We located no animal studies or human biochemi- 
cal studies examining the combination of marijuana or 
THC with disulfiram. 

Our patient may have had increased norepinephrine 
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and/or dopamine activity from disulfiram that alone 
was asymptomatic, but the activity may have been 
synergistic with and made symptomatic by the other- 
wise asymptomatic catecholamine-enhancing effects of 
marijuana, perhaps by genetically predisposed low 
MAO activity (7). With the increasing therapeutic use 
of marijuana and THC, similar adverse interactions 
may occur between these agents and other drugs that 
inhibit aldehyde dehydrogenase, such as chlorprop- 
amide, or with other drugs that inhibit dopamine B- 
hydroxylase or MAO. 
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The Dexamethasone Suppression Test 
in Depressed Outpatients and Normal Control Subjects 


Eric D. Peselow, M.D., Ngaere Goldring, Ph.D., 
Ronald R. Fieve, M.D., and Ruth Wright 


In contrast to a recently published report by 
Amsterdam and associates, the authors noted a 
higher frequency of abnormal dexamethasone 
suppression test results in 88 outpatients with 
primary depression (particularly the endogenous 
subtype) than in 49 normal controls. (Am J 
Psychiatry 140:245—247, 1983) ; 


(x the past 8 years much has been written 
concerning hyperactivity of the hypothalamic- 
pituitary-adrenal axis in depression. Despite varying 
methodologies used to categorize depression, abnor- 
mal dexamethasone suppression test (DST) results 
have been demonstrated in 25%—60% of patients with 
primary affective disorders. Carroll (1) noted that the 
test had an overall sensitivity of 4596 and a specificity 
of 96% among depressed patients. 

Many of the studies reviewed by Carroll (1) involved 
inpatients. In general, the rates of abnormal DST 
results in depressed outpatients have been lower (2—5). 
One study by Amsterdam and associates (5) indicated 
that there was no difference in abnormal DSTs be- 
tween depressed outpatients with primary affective 
disorder and normal controls. In this study we exam- 
ine the frequency of abnormal DSTs in outpatients 
with major depressive disorder and normal controls. 


METHOD 


Eighty-eight patients with primary affective disorder 
and 49 controls gave voluntary informed consent to 
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participate in this evaluation. The 88 patients with 
primary affective disorder were all suffering from a 
major depressive episode as defined by Rescarch Diag- 
nostic Criteria (RDC) (6); had Hamilton depression 
scores (7) of 16 or greater; and, in the opinion of the 
treating psychiatrist, required antidepressants for the 
alleviation of their depressive symptoms. The controls 
evaluated had no history of current psychiatric illness 
and no history of pharmacologic treatment for psychi- 
atric disorder. All were free of medical illness, sub- 
stance abuse, and endocrinopathy. 

Because Carroll (1) has pointed out that a positive 
DST is more specific for endogenous depression than 
for primary affective disorder, the 88 patients with 
primary affective disorder were subdivided into those 
who met definite RDC for endogenous depression and 
those who did not. In this report data will be presented 
on the frequency of positive DSTs for the endogenous 
and nonendogenous patients. 

All individuals who participated were given 1 mg of 
dexamethasone at 11:00 p.m., and the next day all 
returned for a 4:00 p.m. blood drawing to determine 
their cortisol levels. All subjects were questioned by 2 
observers as to whether they took the dexamethasone 
pills and at what time, in order to ensure the accuracy 
of results obtained. 

Attempts were made to keep all patients free of 
medication for as long as clinically possible before the 
testing. Unfortunately, this was not practical for the 
patients with primary affective disorders, many of 
whom had had prior episodes of severe depression and 
mania. In all, 47 of the 88 patients were medication 
free for a minimum of 5 days before testing. Those 
who were not medication free were taking lithium or 
antidepressants or a combination of lithium and anti- 
depressants. These medications have not been shown 
to interfere with the DST (8). We will present data 
comparing the medication-free patients with those 
who were taking medication. 

Since there is a question about the plasma cortisol 
criterion for positive DSTs in outpatients (3), we 
examined outpatients with primary depression (endog- 
enous and nonendogenous subtypes) and normal con- 
trols at criterion values of more than 3 ug/dl, more 
than 4 ug/dl, and more than 5 wg/dl. We also examined 
postdexamethasone mean cortisol levels for patients 
with primary endogenous depression, patients with 
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TABLE 1. DST Sensitivity in Patients With Primary Affective Disor- 
der and Control Subjects 


Patients With Abnormal DSTs, 
by Cortisol Level 


>3 ug/dl 74 ug/dl 3 pp/dl 
Diagnostic Group N y N % N %o 


Primary affective 
disorder (N=88) 344 38.6 25> 28.4 20° 22.7 


Endogenous 

(N=52) 24, 246.1 17: 32.7 13° 25.0 

Nonendogenous 

(N=36) 10 27.8 8 22.2 7 194 
Control (N=49) 6 12.2 4 8.2 2 4.1 


‘Significantly higher than controls (356.80, df=1, p.01). 
bSignificantly higher than controls (x*=6.56, df=1, p«.02). 
Significantly higher than controls (3329.37, d£ 1, p<.01). 
sSignificantly higher than controls (x*-:12.30, df=1, p<.001). 
Significantly higher than controls (x^-7.79, df=1, p«.01). 
‘Significantly higher than controls (y*=7.15, df=1, p<.01). 


primary nonendogenous depression, and normal con- 
trols. 

Plasma cortisol levels were measured by a competi- 
tive protein-binding method described by Carroll and 
associates (8). The between assay coefficient of varia- 
tion was 8%. 


RESULTS 


The mean (+SE) age of the patients with primary 
affective disorder and normal control subjects was 
37.11.97 and 37.18:€ 1.57 years, respectively. Of the 
88 patients with primary affective disorder, 46 were 
men and 42 were women, while 35 of the control 
subjects were men and 14 were women; this difference 
between groups was significant (x^—4.35, df=1, 
p<.05). The control group contained a larger percent- 
age of men than did the group with primary affective 
disorder; however, an equal percentage of men and 
women (16%) had cortisol values that were higher 
than 5 ug/dl. 

The major results of our study are summarized in 
table 1. At all plasma cortisol criterion values there 
was a higher frequency of patients with primary 
affective disorder than in the normal controls. When 
one compared the patients with primary affective 
disorder, endogenous subtype, with the normal con- 
trols the difference was even more striking. The mean 
(XSE) postdexamethasone 4:00 p.m. cortisol values 
were 4.25.60 gpg/d| for the primary endogenous 
group, 3.66.56 pe/dl for the primary nonendogen- 
ous group, and 1.98+.35 pg/dl for the normal control 
group (F=4.69, p<.02). Using the Scheffé procedure 
to determine the significance of the difference, we 
found that patients in the endogenous subgroup had 
significantly higher mean cortisol levels than normal 
controls (F=8.91, p<.02). There was no difference in 
mean cortisol levels between patients in the endoge- 
nous and nonendogenous subgroups or between pa- 
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tients in the nonendogenous subgroup and normal 
controls. ; 

Of the 47 medication-free patients, 10 (21.396) had 
plasma cortisol levels greater than 5 pg/dl, compared 
with 12 of the 41 medicated patients (29.2%); this 
difference was not significant. 


DISCUSSION 


The low sensitivity of abnormal DSTs in outpatients 
with primary affective disorder, endogenous subtype 
(32.7% at 4 ug/dl and 25% at 5 g/dl) deserves 
comment. It is possible that the outpatients have less 
severe depressions than the inpatients and that this 
might contribute to the low sensitivity (E. Peselow, S. 
Deutsch, J. Rotrosen, unpublished data); however, 
other groups have not found this to be true (8). The 
fact that only one sample at 4:00 p.m. was obtained 
may have contributed to the low sensitivity. It has been 
shown that obtaining a 4:00 p.m. sample alone causes 
a sensitivity loss of 18% compared with obtaining 
4:00 p.m. and 11:00 p.m. samples (8). Obtaining an 
11:00 p.m. sample for outpatients is often clinically 
impractical, and the cost effectiveness of obtaining one 
remains to be demonstrated. 

The rate of abnormal DSTs in normal controls has 
not been intensively studied. Carroll and associates (8) 
examined 4:00 p.m. samples of 103 melancholic pa- 
tients (54 inpatients and 49 outpatients) and 70 nor- 
mal controls after both groups had been given 1 mg of 
dexamethasone. An abnormal DST was found in 55 of 
the 103 melancholic patients (53.4%) and in 3 of the 
70 normal controls (4.3%). Amsterdam and associates 
(5) examined 8:00 a.m. and 4:00 p.m. values and 
noted abnormal DSTs in 15 of 58 primary depressed 
outpatients (25.9%) and in 8 of 53 normal controls 
(15.1%); this difference was not statistically signifi- 
cant. 

Although recent evidence suggests that the frequen- 
cy of abnormal DSTs is higher in individuals with 
more severe endogenous depressive features (9) and in 
individuals who meet Carroll and associates’ criteria 
for clinical endogenous depression (2, 9) than in 
patients who meet the RDC symptom checklist criteria 
for endogenous depression, the clinical utility of the 
DST for outpatients remains to be evaluated. Carroll 
(1) reviewed evidence for the predictive and construct 
validity of the DST. Recent work by our group (9), 
however, shows that the DST did not predict response 
to somatic treatment, and for the majority of outpa- 
tients the DST was not helpful in supplementing clini- 
cal judgment regarding depressive episodes and clinical 
recovery. 

Although the clinical utility of the DST requires 
further study, our data, in contrast to those of Amster- 
dam and associates (5), suggest that outpatients with 
primary depression (particularly the endogenous sub- 
type) have a statistically greater frequency of abnormal 
DSTs than normal! controls. 
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Case Report of Carbamazepine-Induced Reticulocytosis 


John A. Warren, Pharm.D., and Richard M. Steinbook, M.D. 


The authors present the case of a woman with 
bipolar disorder who developed reticulocytosis after 
two trials of carbamazepine. They urge that blood 
indices be carefully monitored whenever 
carbamazepine is used. (Am J Psychiatry 140:247— 
249, 1983) 


Cas has been reported (1—3) to be effec- 
tive, if administered acutely, in treating certain 
affective disorders when lithium is not effective or 
when side effects or other conditions preclude lithium 
use. Bipolar disorder has been shown to respond to 
carbamazepine at doses of 600—1600 mg/day. Re- 
sponse has been correlated with serum levels of 8—12 
pg/ml. Both depressive and manic symptoms have 
responded to adequate treatment. In addition, carba- 
mazepine has been shown (4) to be of prophylactic 
value in controlling the symptoms of bipolar disorder. 

Carbamazepine's side effects vary widely, from nau- 
sea, dizziness, and ataxia to severe hematological 
changes including a potentially irreversible aplastic 
anemia (5). Careful monitoring of hematological indi- 
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ces is indicated with use of this drug (6). Recently, the 
value of extensive hematological monitoring has been 
questioned because of the relatively low incidence of 
problems of this type (7). In this report we describe a 
case of reticulocytosis in a patient who was given 
carbamazepine for bipolar disorder. 


CASE REPORT 


Ms. A, a 34-year-old woman, sought psychiatric interven- 
tion because of confusion, depression, and dwelling on past 
events. This was her third psychiatric hospitalization; the 
first was 6 years earlier and the last was 1 year earlier. Ms. A 
had previously received a diagnosis of bipolar disorder, 
mixed, and had no family history of hematological disorders. 
Over several years she had been treated with various psycho- 
tropic agents including tricyclic antidepressants, lithium, and 
monoamine oxidase inhibitors. Lithium controlled the mood 
swings but, because of its tendency to exacerbate her already 
existing psoriasis, was not readily acceptable to Ms. A; 
despite multiple interventions, the psoriasis could not be 
controlled during lithium treatment. One month before this 
admission Ms. A had stopped taking lithium but continued 
to take nortriptyline, 100 mg/day. 

Carbamazepine was considered as a substitute for lithium 
and after a discussion with Ms. À of risks versus benefits she 
signed a consent to treatment. She began taking carbamaze- 
pine, 200 mg b.i.d. at mealtimes, and chlorpromazine, 200 
mg h.s., and stopped taking the nortriptyline. Over the next 
2 days the carbamazepine dose was titrated upward to 800 
mg/day. The chlorpromazine was discontinued and after 8 
days Ms. A's serum carbamazepine level was 8.0 pg/ml. 
Upon her admission to the hospital, all of her blood chemis- 
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TABLE 1. Blood Chemistry Values of a Patient Treated With Carbamazepine 


RBC (X105/mm?) 
Daye (normal=3.6—-4.1) 


WBC (X103/mm?) 
(normal=5.0--10.0) 


Hemoglobin (g/dl) 
(normal=11.2—16.0) 


Hematocrit (95) 
(normal=35—45) 


Reticulocytes (96) 
(normal=.5--1.5) 


Iron (g/d!) 
(normal-50--170) 


1 4.09 6.7 13.5 


17 4.20 7.0 13.7 
23 4.10 9.5 13.6 
2f 3.87 9.3 13.1 
32 4.27 6.8 14.0 


39,5 1.1 124 
40.0 3.25 118 
393 1.0° 169 
37.9 2.6 -— 
41.3 1i — 


?Carbamazepine treatment was begun on day 8, and on day 16 the serum carbamazepine level was 8.0 ug/ml (therapeutic range=4—12 ug/ml). Carbamazepine 
treatment was discontinued on day 18, restarted on day 26, and discontinued again on day 27. The patient later began lithium treatment, and on day 32 her serum 


lithium level was .45 mEq/liter (therapeutic range=.5—1.2 mEg/liter). 
PPeripheral smear showed bizarrely shaped red blood cells. 


cPeripheral smear showed normocytic, normochromic cells with no evidence of microspherocytes or schistocvtes. 
yuc, P y y 


try measures were within normal limits (see table 1), and 
they were all normal at discharge. Ms. A's bipolar symptoms 
resolved and she was discharged after 8 days of hospitaliza- 
tion. Approximately 9 days after discharge she was seen 
again and blood tests revealed a dramatic increase in her 
reticulocyte count (5.996). She was not menstruating at that 
time and except for a slightly elevated mean corpuscular 
hemoglobin (32 pg), all other blood measures were within 
normal limits. A peripheral smear showed bizarrely shaped 
red blood cells described as crenated, and tests for occult 
blood were negative. Carbamazepine treatment was discon- 
tinued and over the next 7 days Ms. A’s reticulocyte count 
returned to normal. Results of a direct Coombs’ test and 
measurements of antinuclear antibodies (ANA), haptoglo- 
bin, liver enzymes, and both direct and indirect bilirubin 
obtained during this time were all normal. 

Ms. A’s mental condition began to deteriorate after discon- 
tinuation of carbamazepine. She became increasingly upset, 
began to spend money wildly, and made telephone calls all 
over the country. Her family convinced her to return to the 
hospital for further treatment. During this hospitalization 
she was given chlorpromazine, 300 mg/day, and carbamaze- 
pine, 400 mg/day with meals. Within 24 hours her reticulo- 
cyte count was again elevated and all drugs were discontin- 
ued, All other laboratory results remained normal except for 
the reticulocyte count. Tests for occult blood remained 
negative. Ms. A was then treated with lithium and chlorpro- 
mazine, which, despite worsening of her psoriasis, effectively 
controlled the bipolar symptoms. The reticulocyte count 
normalized within 48 hours and no further abnormalities in 
her blood chemistries occurred. 


DISCUSSION 


We have not found other cases of carbamazepine- 
induced reticulocytosis in the literature. Reticulocyto- 
sis may occur whenever the body’s requirement for 
new red blood cells is increased. Acute blood loss, 
decreased red cell life span, and increased red blood 
cell destruction may create conditions requiring in- 
creased erythropoiesis. Also, it is likely that any chemi- 
cal stimulation of the bone marrow may result in 
reticulocytosis. Some of the more common conditions 
associated with reticulocytosis are paroxysmal noctur- 
nal hemoglobinuria, traumatic hemolytic anemia, he- 
reditary spherocytosis, glucose-6-phosphate dehydrog- 
enase deficiency, pyrimidine-5'-nucleotide nucleosi- 
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dase deficiency, spur cell anemia of liver disease, 
unstable hemoglobins, sickle cell anemia, immunohe- 
molytic anemia, pyruvate kinase deficiency, and acute 
blood loss. Some of these conditions may be seen in the 
absence of drug therapy, but glucose-6-phosphate de- 
hydrogenase deficiency, immunohemolytic anemia, 
and acute blood loss may be precipitated or worsened 
by specific medications (8). Drug-induced reticulocyto- 
sis most often indicates hemolytic anemia resulting 
from either metabolic defects or immunological reac- 
tions (9). Glucose-6-phosphate dehydrogenase defi- 
ciency can be exacerbated by agents such as dapsone 
and chloramphenicol. Characteristic Heinz bodies may 
be found in the red cells of patients with these disor- 
ders. Immunological hemolytic anemias also can result 
in accelerated demand for red cells, usually because of 
increased destruction of the cells. Methyldopa and 
penicillin produce changes that lead to increased red 
cell destruction by the immune system. Laboratory 
findings may vary with severity and duration of the 
condition. The blood smear may show macrocytes, 
spherocytosis, and reticulocytosis as high as 50%. In 
addition, a Coombs’ test may be positive. Rarely, acute 
blood loss secondary to drug use can also cause a 
normochromic, normocytic anemia. Ulcerogenic 
agents such as aspirin and phenylbutazone can cause 
blood loss in susceptible patients. The aplastic anemia 
associated with carbamazepine is characterized by a 
reticulocytopenia, and to our knowledge this condition 
is not immediately preceded by a sudden increased 
erythropoiesis. Rather, the bone marrow suppression 
and resulting reticulopenia have an insidious onset. 
In our patient the indirect bilirubin, direct bilirubin, 
the haptoglobin, plasma hemoglobin, and the lactic 
dehydrogenase values were within normal limits. Also, 
no evidence of occult blood was found in the stool and 
she was not menstruating. Results of other tests to 
confirm anemia were also within normal limits. Be- 
cause the initial increase in the reticulocyte count 
occurred over several days and the increase after 
rechallenge occurred within 24 hours, we feel that the 
reaction was an idiosyncratic response to carbamaze- 
pine. The reticulocyte count returned to normal after 
discontinuation of carbamazepine in both instances. 
We feel that close monitoring of the blood indices must 
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be performed whenever carbamazepine is used because 
the consequences may be quite severe. 

Carbamazepine has not been approved by the U.S. 
Food and Drug Administration as a treatment for 
bipolar illness, and, although its use for this illness 
does not violate FDA regulations, the physician should 
be aware of the liabilities incurred when using a drug 
for a nonapproved indication. The minimum appropri- 
ate safeguards when using carbamazepine for bipolar 
illness include a complete discussion with the patient 
of risks and benefits, a signed consent form stating that 
the patient understands the potential adverse effects 
associated with carbamazepine treatment, and ade- 
quate laboratory support, which is essential in detect- 
ing problems and in monitoring plasma drug concen- 
tration. 
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Antidepressant Withdrawal Symptoms Treated 
With Anticholinergic Agents 


Steven C. Dilsaver, M.D., Michael Feinberg, M.D., Ph.D., and John F. Greden, M.D. 


The authors describe three patients who developed 
withdrawal symptoms after discontinuation of 
antidepressants. Their symptoms were successfully 
treated with atropine. Central cholinergic overdrive is 
implicated in the genesis of the symptoms. (Am J 
Psychiatry 140:249—251, 1983) 


S everal authors have reported that withdrawal 
symptoms may follow the discontinuation of anti- 
depressants (1—4). Common withdrawal symptoms are 
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gastrointestinal distress (diarrhea, nausea, vomiting, 
abdominal pain, anorexia); insomnia; drowsiness or 
behavioral activation; increased anxiety and agitation; 
irritability; apathy and withdrawal; headaches; mood- 
iness; and worsening of an underlying depression or 
recurrence of depressed mood. The incidence of these 
symptoms is reported to be from 21% (15 of 70 
subjects [2]) to 55% (25 of 45 subjects [3]). 

Despite clear documentation that some patients 
suffer withdrawal symptoms after discontinuing anti- 
depressants, to our knowledge nothing has been writ- 
ten about a specific treatment apart from the reinstitu- 
tion of the discontinued drug. We treated three patients 
whose withdrawal symptoms resolved after they took 
belladonna alkaloids. The first patient had predomi- 
nantly gastrointestinal symptoms, the second patient 
had a sleep disturbance, and the third had withdrawal 
symptoms even when the medications were tapered. In 
addition to discussing these three patients, we will also 
discuss the etiology of antidepressant withdrawal 
symptoms. 


249 


CLINICAL AND RESEARCH REPORTS 


CASE REPORTS 


Case 1. Mr. A, a 41-year-old man, was admitted to our 
unit with a diagnosis of major depressive disorder according 
to the Research Diagnostic Criteria (RDC) (5). He had been 
treated unsuccessfully elsewhere for 8 months with 150 mg/ 
day of amoxapine and 10—20 mg/day of prazepam. 

On several occasions Mr. A had attempted to gradually 
discontinue all medications so that he could be evaluated 
while he was drug free; each time he experienced nausea, 
increased anxiety, and worsening of his sleep disturbance. 
He repeatedly aborted efforts to become drug free. When his 
affective disorder became incapacitating, he agreed to be 
hospitalized. After his admission, both medications were 
abruptly discontinued. Within 48 hours he developed severe 
nausea, anorexia, anxiety, excessive sweating, and worsen- 
ing of his sleep disturbance. 

We treated Mr. A's symptoms with .8 mg of oral atropine 
sulfate, as needed, every 6 hours. Forty-five minutes after the 
first dose he experienced complete relief from his gastrointes- 
tinal distress. Toward the end of the dosing period, his 
symptoms recurred, but they always responded within 30— 
45 min after the next dose. 


Case 2. Mr. B, age 27 years, had a diagnosis of major 
depressive disorder according to RDC. He was treated 
unsuccessfully with 300 mg/day of imipramine for 4 months. 
He agreed to an abrupt withdrawal of imipramine so that he 
could eventually start taking phenelzine. 

When Mr. B was evaluated on day 2 after the withdrawal 
of imipramine, he complained of loss of appetite, nausea, 
myalgias, malaise, “jitteriness,” and irritability. He reported 
that although he generally went to sleep within 30 min, it 
had taken him 3 hours to fall asleep the previous night and 
he had waked up frequently. His total sleep time was 4 
hours. On day 3 after the withdrawal of imipramine Mr. B 
felt as if he had the flu; he had a persistent dull headache, 
dizziness, and more severe nausea. He slept about 4 hours 
and awoke approximately every 45 min. We gave him .8 mg 
of oral atropine sulfate, but he showed no noticeable im- 
provement; 30 min later we repeated this dose. An hour later 
his pupils accommodated normally to 8.9 cm, and his pulse 
rate had fallen from 96 to 93 beat/min. His nausea had 
ceased. Two hours later he experienced a marked reduction 
in myalgias, anxiety, and irritability. Mr. B's global improve- 
ment lasted 4 hours. On day 4 after withdrawal of the 
imipramine, he complained of vivid and excessive dreaming 
with severe initial and middle insomnia. On day 5 he 
complained that his sleep was getting progressively worse, 
and he was particularly upset about *'vivid, violent, strange 
dreams." His other symptoms also persisted. For 3 consecu- 
tive nights we treated Mr. B with 2 mg of oral atropine 
sulfate 1 hour before he retired. During the course of this 
treatment he generally fell asleep within 30 min; he experi- 
enced generalized improvement in his sleep, although he 
reported excessive dreaming during the second half of the 
night. He slept 8 hours nightly. The only side effect he 
reported was mild dryness of the mouth. 

On days 8 and 9 we treated Mr. B with propantheline, an 
anticholinergic drug that does not cross the blood-brain 
barrier. He reported excessive vivid and violent dreams and 
frequent awakenings through the night. On day 10 we 
prescribed 4 mg of benztropine mesylate 1 hour before bed. 
The next day he reported that he fell asleep within 15 min, 
experienced no middle insomnia or dream disturbance, and 
slept about 10 hours. He had no side effects. After one more 
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bedtime dose of benztropine (4 mg) Mr. B was able to forgo 
the use of an anticholinergic agent but continued to have 
severe initial insomnia, headache, fatigue, and dizziness; all 
these symptoms developed after the withdrawal of imipra- 
mine. 

This case demonstrates a severe withdrawal reaction with 
multiple somatic symptoms and sleep disturbance respond- 
ing to high-dose atropine, a centrally active drug with a short 
half-life. The sleep disturbance was not responsive to pro- 
pantheline, which suggests that a central action of atropine is 
efficacious. Finally, benztropine promoted normal sleep 
throughout the night; this may have been due to its long 
duration of action compared with atropine. 


Case 3. Ms. C, a 52-year-old woman, was admitted to our 
unit for the evaluation and treatment of major depressive 
disorder according to the RDC. We treated her with desipra- 
mine for 6 weeks. She failed to respond to 250 mg/day at 
bedtime despite adequate plasma levels of drug, and we 
decided to discontinue treatment. The dose was decreased by 
50 mg/day over the next 5 days. Within 16 hours after she 
received the last 50-mg dose (before the first missed" dose), 
she complained of nausea and anorexia. These symptoms 
responded to 1 mg of oral atropine sulfate given up to 3 
times per day as needed. We decreased the dose to .4 mg after 
5 days and discontinued the drug 3 days later. Ms. C 
reported no further gastrointestinal distress. 


DISCUSSION 


We believe that our patients’ symptoms after they 
discontinued taking antidepressants with anticholin- 
ergic properties were caused, at least in part, by 
cholinergic overdrive. Our patients’ dramatic response 
to antimuscarinic drugs supports this idea, as does the 
relative insensitivity of Mr. B to belladonna alkaloids. 
Further, tricyclic antidepressants are peripheral and 
central muscarinic antagonists (6, 7). Drugs with these 
properties are known to produce tolerance and addic- 
tion. Patients treated with belladonna alkaloids for 
Parkinson's disease develop withdrawal symptoms 
when those drugs are discontinued too abruptly (8) 
that are identical to those reported by our patients. 
Antidepressant withdrawal symptoms are similar to 
those following administration of cholinomimetics (9). 
Jaffe and Sharpless (10) have shown that chronic 
scopolamine administration to rats produces central 
cholinergic supersensitivity, as inferred from an exag- 
gerated hypothermic response to pilocarpine while the 
animals are in a withdrawal state; this finding suggests 
central changes as a consequence of chronic anticho- 
linergic administration. 

Antimuscarinic drugs could work centrally, periph- 
erally, or at both sites to have the effect we report. The 
issue of what symptoms are of central or peripheral 
origin could be further clarifed by treating patients 
withdrawn from antidepressants with either a centrally 
active anticholinergic drug or a compound such as 
propantheline. A third, placebo group would complete 
the study. 

The patients we report here all developed withdraw- 
al symptoms after antidepressants were abruptly dis- 
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continued or rapidly tapered. In every instance these 
symptoms responded to the administration of anticho- 
linergic agents. The patients did not have serious side 
effects and their condition improved. Our findings 
suggest that these drugs may be of general value in the 
treatment of antidepressant withdrawal symptoms. 

The use of anticholinergics to treat withdrawal 
symptoms is likely to be of greatest importance when 
antidepressants must be discontinued immediately, as, 
for example, when a patient has an allergic reaction or 
experiences a drug-induced mania. 
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TRANSCULTURAL PSYCHIATRY 


Culture, Mind and Therapy: An Introduction to Cultural 
Psychiatry, by Wen-Shing Tseng, M.D., and John E. McDer- 
mott, Jr, M.D. New York, BrunnerlMazel, 1981, 286 pp., 
$25.00. 


This book was written by a cultural psychiatrist from 
Taiwan and by a senior American psychiatrist, both of whom 
now teach at the University of Hawaii, where the latter is 
department chairman and where they have provided their 
department of psychiatry with a cross-cultural orientation 
that seems highly appropriate in that multiethnic setting. 
Their ambitious attempt at introducing residents and stu- 
dents to psychiatry's small, still not generally well known, 
but rapidly expanding cross-cultural subdiscipline is based 
on their teaching and clinical experience and is clearly well 
intentioned. Tseng has already contributed several key pa- 
pers on subjects covered in the book. From the outset, he and 
McDermott make clear that they take cultural matters 
seriously in relation to many of psychiatry's core concerns 
(e.g., schizophrenia, depression, help seeking, therapy) and 
that they want their readers to do the same. 

In a time of biological revanchism, when the psychosocial 
domain in psychiatry seems to be palpably narrowing by the 
month and an integrated biopsychosocial model seems more 
comfortably associated with academic primary care than 
with academic psychiatry, the authors commendably argue 
for the importance of cultural issues in normal psychological 
processes, in the etiology and phenomenology of illness, and 
in therapy. What 1s more impressive, they routinely attempt 
to integrate cultural explanations with biomedical and psy- 
chosocial ones in their understanding of a variety of compar- 
ative cross-cultural findings and individual case illustrations. 
Tseng and McDermott even set out a credo for cultural 
psychiatrists that few psychiatrists, cultural or otherwise, are 
likely to find difficult to agree with: 


We share the belief that the world holds a great 
diversity of cultural systems and human behaviors, that 
cultural, as well as biological and psychological, factors 
influence the manifestations of mental illness to such an 
extent that the clinical picture is modified; thus appro- 
priate nosological consideration is necessary. (p. 42) 


Between the covers of a fairly large volume, the authors 
overview a number of subjects. Some are fairly standard: 
culture and human behavior, cultural concepts of mental 
illness, cultural influences on major and minor psychiatric 
disorders, culture-bound syndromes (which Tseng and 
McDermott relabel “culture-related specific psychiatric con- 
ditions”). Others are a bit more venturous for a survey of this 
type: youth cults, intermarriage, religion, and psychopathol- 
ogy. The book obviously was written to introduce residents 
and medical students to cultural psychiatry. But I have 
serious doubts that it will attract many to develop a substan- 
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tial interest in cultural psychiatry. Few, to be sure, will be led 
astray by what is written. However, although the authors do 
review some of the relevant findings, the chief problem is 
conceptual: they stay very much at the surface of the issues 
they discuss, leaving the reader unsatisfied with conclusions 
that read like simple common sense and disappointed with a 
survey that makes an inherently provocative and questioning 
field somehow sound flat. In part the problem is specifically 
organizational and stylistic. There is so much overlap and 
repetition between sections of the book that in spite of clear 
and frequently lively prose the reader has the disquieting 
feeling that every argument travels the same well-worn rut of 
a closed circle going around and around from cultural 
differences to psychiatric universals via pathoplastic and 
pathogenetic way stations. But the book also suffers from a 
failing that affects the cross-cultural field generally: wide- 
ranging comparisons are made which treat such a large 
number of concrete cross-cultural findings that the reader 
becomes numbed by the sheer number of discrete bits of 
cultural data. These data just don’t seem to be made to 
convincingly relate to each other, but they do make one 
acutely and uncomfortably aware that something crucial is 
amiss at the very center of the subject. “The center doesn’t 
hold; things fall apart.” 

What is amiss, I believe, is that the multileveled relation- 
ship between culture and psychiatry, whose complexity is 
apparent in each of the chapters of the book in spite of the 
often oversimplified and sometimes stereotyped description 
of ethnic beliefs and behaviors—a relationship that has 
powerfully motivated many of the contributors to the field— 
is never provided with a satisfactory analysis. Nor is one 
shown an intellectual framework for conducting such an 
analysis. For example, the very concept of culture escapes 
from any substantial attempt to operationally define and 
translate it into psychiatry as the basis for resolving the 
inherent tension between psychiatric disease viewed simulta- 
neously as a cultural category and as a biobehavioral univer- 
sal. Rather, the authors, like many other cultural psychia- 
trists, mention in a secondhand way a few of the musings of a 
few anthropologists, most of which, by the way, are no 
longer central and fail to express the contemporary state of 
anthropological discourse on culture, and then move on to 
use this largely unexamined category as their main explana- 
tory device. Until culture becomes a serious theoretical 
concern for cultural psychiatrists and is operationalized in 
clinical research and teaching, the problems I have described 
with this volume will be endemic to the field and the concept 
of culture will remain as irrelevant to our ethnocentric 
psychiatry as it is currently absent from our culture-bound 
DSM-III (an absence noted by Tseng and McDermott). 

This pervasive weakness in cultural psychiatry—there is 
hardly any autonomous theory—results from ignoring 
anthropology, the basic science discipline underlying this 
clinical field. No more than biological psychiatry can ad- 
vance without its practitioners developing expert, in-depth 
knowledge of relevant fields of basic biological science—not 
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just blindly importing methods and instruments but under- 
standing their uses and limits—can cultural psychiatry ad- 
vance until psychiatrists who contribute to it are schooled in 
anthropological theory. The fact that a psychiatrist belongs 
to an ethnic group does not necessarily make him or her 
knowledgeable about culture (generally or his or hers specifi- 
cally), Tseng being one of the notable exceptions. Only a 
very few cultural psychiatrists who have received advanced 
anthropological training have made any attempt to translate 
the discourse on culture into terms directly relevant for 
psychiatric science so that testable hypotheses can be framed, 
the literature can be integrated and critiqued, new findings 
can be considered in the assessment of concepts, and an 
understanding of *'cultural influences" can be critically re- 
viewed and specified. 

Lacking its own organizing principles, cultural psychiatry 
fails both itself and its mother discipline. In this disconcert- 
ing sense Culture, Mind and Therapy gives us the state of the 
art. Yet the high salience of refugees, ethnic groups, and 
cultural problems in our society and internationally assures 
us that the need to develop a conceptually rigorous and 
methodologically sophisticated cultural psychiatry will not 
diminish. The excellent models of the recent development of 
robust research programs in cross-cultural psychology and 
medical anthropology assure us that it 1s feasible to build an 
academically viable cultural psychiatry. And the remarkable 
and abiding interest of psychiatrists and anthropologists in 
each others’ fields further assures us that the impulse for 
interdisciplinary cross-fertilization is present and awaits sys- 
tematic training and willingness to treat concepts (not just 
methods and findings) seriously and critically. Until the 
science of culture and the other social sciences become as 
central to cultural psychiatrists as clinical psychiatry, the 
field and any introduction to it will be flawed. 

Culture, Mind and Therapy does not hide the problems 
and does provide readers with a sense of the methodological 
advances and plethora of new findings that make cultural 
psychiatry, for all its weaknesses, a potentially important 
field, one that has come a long way (even if it has much 
further to go) and one that should play a crucial role in the 
development of psychiatric science—e.g., in the construction 
of DSM-IV. 


ARTHUR KLEINMAN, M.D. 
Seattle, Wash. 


Psychology in Contemporary China, by L.B. Brown. Elms- 
ford, N.Y., Pergamon Press, 1981, 291 pp., $45.00. 


This book describes the parallel between political events 
and the development of psychology in the People's Republic 
of China during the past 30 years. The author attempts to 
present current views of psychology without “Western” 
evaluation and generally succeeds, as evidenced by the large 
selection of translated works by Chinese psychologists. Giv- 
en the relative lack of research done in China, owing to 
various factors, this book is necessarily an account of the 
development of psychological theory in China (e.g. the 
“proper” domain of psychology, the definition of deviance) 
rather than a presentation of Chinese scientific advances in 
the field. 

The organization of the book, while not often clear, is 
basically a division into four major topics: history of psy- 
chology in China (primarily since 1949), Chinese criticism of 
Western psychology (almost exclusively translated work by 


Am J Psychiatry 140:2, February 1983 


BOOK FORUM 


Chinese psychologists), contemporary Chinese theories and 
practices, and brief descriptions of Chinese attitudes based 
on questionnaire responses obtained by the author. The 
author's conclusion that psychology in China has had to 
adjust to the pressures of ideology and the maturation of 
ideas seems well founded. Numerous examples are provided 
demonstrating the influence of political changes on the 
waxing or waning of psychology as a field of study (e.g., the 
discarding of Russian views on psychology after the political 
split with the Soviet Union in the early 1960s, the disman- 
tling of psychology departments at universities during the 
Cultural Revolution, the blossoming of various viewpoints 
during the “Hundred Flowers" period). The greatest impact 
on psychological research in China appears to have been the 
rejection of the possibility of universal laws of behavior 
(applicable to all behaving organisms) during the Cultural 
Revolution because human beings were seen as behaving 
according to "class nature." 

Regarding criticism of Western psychology, the translated 
works focus on the similarities between psychological theo- 
rles and capitalism. For example, behaviorism is seen as a 
capitalistic tool because it considers the behavior of workers 
analogous to the workings of a machine and fails to distin- 
guish between humans and animals. In addition, the frustra- 
tion-aggression hypothesis is seen as an excuse designed to 
elicit sympathy for aggressors. 

Perhaps the most valuable aspect of this book is the 
presentation of contemporary Chinese theories and prac- 
tices. The province of psychology is seen as narrower in 
China; certain social and clinical problems (e.g., delinquen- 
cy) are either denied outright or considered within the 
domain of politics (the Communist Party). The current focus 
of research appears to be the practical application of some 
theories to such areas as teaching methods and child rearing, 
although some work on perception and sensation is reported. 
More interesting, however, is the description of psychologi- 
cal and psychiatric practices, which include acupuncture for 
a variety of ailments, psychophysiological measures of elec- 
trodermal activity and EEG, psychotherapy, electrocon- 
vulsive therapy (ECT), and the reintroduction of intelligence 
screening tests. In addition, some crude estimates of psychi- 
atric morbidity are given for some regions of China. 

Finally, the author reports the results of his own informal 
surveys of Chinese attitudes on such topics as intelligence 
(innate differences are not widely acknowledged but environ- 
mental and individual effort are emphasized), motivation 
(emphasis on achievement for the collective interest rather 
than for personal advancement), individuality (exploiting the 
personal abilities of scientists and athletes, for example, for 
the benefit of the state), and child-rearing practices. 

This book makes for interesting casual reading but is 
unlikely to be directly useful to many researchers in psychol- 
ogy or related fields. The author dispassionately outlines the 
influences on recent Chinese psychology and presents the 
current state of the field, and thus the book may be of more 
use to those interested in contemporary Chinese culture or 
education. However, with the current reemergence of psy- 
chological study in China, advances in certain areas (e.g., 
acupuncture, perception) may be forthcoming, and, as the 
author implies, it may be worth the while of Western 
psychologists to be familiar with the foundation of Chinese 
research and to be more accepting of Chinese viewpoints on 
psychology. 


MING T. TSUANG, M.D., PH.D. 
Providence, R.I. 
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SOCIAL ISSUES AND PUBLIC POLICY 





Medical Ethics and the Law: Implications for Public Policy, 
edited by Marc D. Hiller. Cambridge, Mass., Ballinger 
Publishing Co., 1981, 471 pp., $35.00. 


In a world of rapidly diminishing resources, as responsible 
citizens all of us question who will be allowed to live and 
who will die. Decisions that were once a matter of nature 
become matters of choice and public policy. For example, 
kidney transplants, life-support systems, abortion, and steril- 
ization are matters that are no longer simply medical deci- 
sions. They are interdisciplinary decisions that require input 
from law, medicine, philosophy, economics, religion, poli- 
tics, ethics, and the public at large. For example, most 
recently we were confronted by the decision of Prince Rainier 
and his family to terminate the life-support systems that were 
keeping Princess Grace alive. Such a decision might not have 
been made 20 years ago, and, had it been made, we would 
not have read about it in our morning newspapers. This 
decision is but one illustration of how open discussions of the 
viewpoints of law, medicine, philosophy, economics, and 
religion influence first public policy and then private family 
decisions. 

This book consists of 21 separate essays written by a range 
of authors from professional and academic fields. It stems 
from a conference chaired by the editor, Marc D. Hiller, 
currently Assistant Professor of Health Administration -and 
Planning in the School of Health Studies at the University of 
New Hampshire. In 1977, as chairperson of the Western 
Pennsylvania Public Health Council, he was responsible for 
planning the organization's annual meeting. From that ef- 
fort, he selected a series of essays analyzing many of the 
ethical implications of the medical, social, and legal decisions 
affecting the health care system in the final decade of the 
twentieth century. The papers in this book are original essays 
rather than edited proceedings from the annual meeting. 

The book is organized in five parts. Part 1, Future 
Dimensions of the Health Care System, confronts the social 
and ethical concerns that are assuming more prominence in 
shaping future health care policy, either openly or behind 
closed doors. It addresses the decisions and critical choices 
pertaining to the direction of health care policy either toward 
a more preventive approach versus a traditional, curative- 
crisis approach; a primary care focus versus a tertiary care 
thrust; regional planning versus institutional and strategic 
planning. The chapter written by Dr. Robert Veatch examin- 
ing prevailing models for promoting justice in the delivery of 
health care is a précis of his recent book and nicely summa- 
rizes his position that justice be identified as a conscious goal 
in health planning in order to provide a basis for legislating 
at least a limited right to health care. 

Part 2, Being a Patient: Rights in Question, addresses such 
topics as computers, medical records, and the right to 
privacy; truth-telling and medical care; informed consent; 
patients’ rights and college health; and ethics and adminis- 
trative practices in long-term care. Of particular interest to 
me was Dr. Hiller's chapter on “Patient Rights and College 
Health." Hiller directly confronts the question of whose 
agent the college psychiatrist is and rightly argues that 
college mental health personnel are agents of students, not 
administration, and must respect students' rights of privacy, 
confidentiality, and, more importantly, the rights of in- 
formed consent and to respect. Another interesting chapter, 
which should be required reading for medical students and 
some clinicians, is Dr. Ronald Green's on the topic of truth- 
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telling. This is an extraordinarily sensitive chapter that 
addresses the question of whether the doctor should cultivate 
lying “as a fine art" or should heed Isaiah Berlin's advice “‘to 
lie to men, or to deceive them, that is, to use them as means 
for my, not their own independently conceived ends, even if 
it is for their own benefit, is, in effect, to treat them as 
subhuman” (1, p. 22). Green supports a policy of candor and 
openness that balances the patient's mental state with the 
ethics of truth-telling. He concludes that cases in which the 
truth should not be told are rare and a policy of truth is best 
for all concerned. Even more important, in the concluding 
paragraphs of his essay he discusses how the truth should be 
told: “Full and frank disclosure, however, does not necessar- 
ily mean a painful detailing of every possible facet of disease 
or treatment." This issue is one that deserves more attention 
than the two pages it is given; however, I suspect that as the 
body of literature regarding informed consent and truth- 
telling expands, more subtle issues such as this will be 
elaborated. 

Part 3 addresses conflict values in the mental health field. 
Loren Roth's excellent essay, first printed in September 1979 
in the American Journal of Psychiatry, *A Commitment Law 
for Patients, Doctors, and Lawyers,” is reprinted here, and a 
new chapter, "Ethical Issues in Mental Health Care" by 
Laurence R. Tancredi, M.D., J.D., and Andrew E. Slaby, 
M.D., Ph.D., follows. These chapters are of particular inter- 
est to psychiatrists and mental health clinicians. Obviously, 
they are the tip of an iceberg. Àn additional chapter in regard 
to public policy and how it “happens” would have been of 
interest to me. I would have enjoyed reading a chapter about 
the role/nonrole of organized medicine in the development of 
public policy, most particularly in regard to psychiatric input 
and effect on public policy. 

Part 4, Reproduction, Rights, and Population Planning, 
was the most interesting section of the book for me. This 
section contains chapters entitled “Policy Implication of U.S. 
Population Stabilization," "Reproductive Freedom and the 
Development of Population Policy,” “Genetic Screening and 
the Public Well-Being,” “Sterilization: Issues in Conflict,” 
and "Abortion: Divisive U.S. Public Policy." Before I read 
the essays in this section, my firsthand knowledge of the 
basic issues in regard to population stabilization was mini- 
mal. As a concerned citizen, I could understand and conceive 
of some of the problems relating to access to scarce resources 
and the need for a population planning policy. Kraft and 
Oakley address the critical issues related to and the implica- 
tions of the lack of a comprehensive population policy in the 
United States. In addition, Kraft explores a wide range of 
policy implications resulting from demographic changes in 
our population, especially the shift toward an aging popula- 
tion. In his introduction, Kraft illustrates the shift in our 
thinking in the last 20 years by quoting President Dwight D. 
Eisenhower, who said that he could not imagine anything 
more emphatically not a proper political or governmental 
activity than population stabilization, as compared with 
President Richard Nixon's message to Congress in which he 
characterized population growth as “one of the most serious 
challenges to human destiny of the last third of this century.” 
Despite President Nixon’s creation of a commission on 
population growth and the American future, public policy in 
regard to population stabilization has been one of selective 
inattention, a policy that will have serious implications for 
our children and our children’s children. 

The chapter by Richard J. Kaufman, “Abortion: Divisive 
U.S. Public Policy,” is a concise summary of the United 
States’ abortion policy to 1982. Kaufman addresses the 
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historical and legal underpinning of a confused and confus- 
ing abortion policy. In the light of the continued legislative 
reexamination and attempts to alter the 1973 Supreme Court 
decisions in Roe v. Wade and Doe v. Bolton, this chapter 
should be required reading for all those involved in the care 
of women. 

Part 5, Research: Benefits for Whom? covers “Ethical 
Dilemmas in Covert and Deceptive Psychological Research,” 
“The Rights of Children Involved in Research,” and “Argu- 
ing the Morality of Genetic Engineering.” All the issues 
highlighted are on the cutting edge of public policy. The 
discussion of the rights of children involved in research is one 
of the better discussions I have read in this area and begins to 
touch on the questions of age and intelligence and competen- 
cy to consent versus simple assent. Like many of the chapters 
in this book, it is a beginning, not a comprehensive discus- 
sion. 

This review is only that, a review of a fascinating, chal- 
lenging book. Unlike most collections of essays, the quality 
of all of the individual essays is high, and all of them are 
written in a lucid, comprehensible fashion. Technical jargon 
is scarce, a factor that makes this a pleasant but challenging 
book to read. As the editor points out, ethical questions are 
rarely solved; they are lived with. However, this book makes 
it clear that the answers which were comfortable to past 
generations are no longer comfortable to our generation. The 
interdigitation of medical ethics, law, philosophy, and public 
policy is an area that needs constant exploration and inquiry. 
Every generation must reconfront certain challenging ques- 
tions, our generation perhaps more than previous ones 
because of the technological advances in medical care, 
population growth, and the increasing intrusion of govern- 
ment in our personal and private lives. This volume offers no 
answers; there are no answers. There are, however, questions 
and values and choices that need to be articulated. This 
volume articulates the questions in a thoughtful, reasoned, 
nonpolemic manner. It would be interesting if not practical 
to ask the authors to address the same issues in 2001 as they 
addressed in 1981. 
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Ethnicity and Medical Care, edited by Alan Harwood. 
Cambridge, Harvard University Press, 1981, 523 pp., 
$25.00. 


Due to the changeable nature of both society and the 
ethnic groups themselves, a book that deals with ethnic 
minorities in American society is not an easy volume to 
write. The editor and authors have undertaken this task in 
Ethnicity and Medical Care. Each chapter includes data and 
facts on urban black, Chinese, Haitian, Italian, and Mexican 
Americans, Navajo Indians, and mainland Puerto Ricans, 
respectively. Each chapter begins with the identification of 
the ethnic group under consideration followed by informa- 
tion on 10 areas of significance, such as epidemiological 
characteristics, concept of illness, coping with illness, and 
encounters with mainstream medical practitioners. Each 
author addresses his or her material within this framework, 
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some a little more clearly than others; however, most of the 
chapters are well organized and provide a great deal of 
pertinent information. 

Particularly interesting and informative is the précis of the 
migration and early history in America of most of the ethnic 
groups. The book is not specifically about emotional illness 
and psychiatric care, but symptomatic and behavioral re- 
sponses in depressions and some psychotic states and infor- 
mation relating to suicide are presented within the concept of 
medical illness. In addition, a strong emphasis is placed on 
group and cultural differences and the way in which they 
clash (and sometimes mesh) with American medicine and 
cultural beliefs. 

The degree to which each of the groups adheres to ethnic 
standards of health care as opposed to acceptance of Western 
biomedical standards is dependent on the extent of accultur- 
ation of each of the groups. The common features of all of 
the groups that determine acceptance of this country's 
behavior norms are detailed in the last chapter, written by 
the editor. These include level of formal education, distance 
from immigrant status, extent of involvement with their own 
ethnic and family social network, experience with medical 
services and specific diseases, age at the time of immigration, 
urban as opposed to rural residence, and frequency of 
movement between the adopted country and the mother 
country. 

Although this is a useful and informative book, one of the 
hazards is the potential generalization of findings by the 
reader. With upward mobility, economic and educational 
progress, and gains made politically, ethnic groups tend to 
move into or closer to the mainstream of American life and 
simultaneously away from their original heritage. Neverthe- 
less, holdovers from the original culture tend to permeate in 
varying degrees untold numbers of generations within each 
ethnic group. Persons functioning in the helping professions 
who sincerely seek information to help them in their thera- 
peutic efforts with minorities will find this a helpful book but 
will need to be consistently aware that the material presented 
provides a familiarity with the group considered and that the 
findings are not necessarily consistent at all times for all 
individual group members. 


CHARLES B. WILKINSON, M.D. 
Kansas City, Mo. 


The Future of the Health Sciences: Anticipating Tomorrow, 
by Stanley Lesse, M.D., Med.Sc.D. New York, Irvington, 
1981, 172 pp., $18.50. 


This is a frightening and an ofttimes incredible book. On 
the basis of his many intellectual explorations of the area, 
Dr. Lesse takes us into the immediate future. Though he 
expresses concerns about mankind's potential for changing 
his way of living, he also makes relatively bold predictions 
for drastic alterations in our lives and behavior in a short 
period of time. 

It is Dr. Lesse's contention that we have just about moved 
past the industrial age and are on the brink of an age of 
cybernetics. Part of his theory is based on concepts of 
industry and part on concepts of science. It is his feeling that 
"science is at a turning point since it has attained the ultimate 
in reductionism, namely the breaking down of units into 
their most elemental parts." He sees the changes that have 
been wrought by science and industry as affecting patterns of 
social change: the primacy of the individual and our concepts 
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of individual rights will lead to a return of a more socialistic 
way of living. This includes changes in the relationships of 
men and women, many of which are taking place at the 
moment. 

Dr. Lesse also envisages a dissolution of parenthood, even 
to the point that “motherhood will likely fall into relative 
disrepute.” Sexual relations will become recreational only 
and separated from procreational sex. Parenthood will be 
assigned to individuals who are “chosen according to genetic 
background, social adaptation and personality profile." Dr. 
Lesse sees women gaining “total equality in the market- 
place," but he is distressed because their individualism will 
be submerged into and be decreased by the behavioral 
facelessness that is demanded by all large organizations. One 
senses in his description of future political institutions and 
programming that people will have a tendency to become 
robots. 

Despite his training and eminent career in the humanities, 
Dr. Lesse seems to lack a sense of understanding of both the 
arrogance and the selfishness of humans. He feels that these 
will be subjugated to group pressures as groups become more 
important and as people live closer and closer together. He 
sees society as offering optimal (even maximal) rewards in 
the fulfilling of human needs, but he does not describe clearly 
where the perfect people composing this society are to be 
found. The book seems to ignore commonplace lust and 
greed. Dr. Lesse's concern is that the traditional structure of 
family “as the primary unit of our social structure is weaken- 
ing and this trend is likely to continue." 

The changes he would see come about in the health 
sciences are based on trends that are already occurring with 
the computerization and cybernation of health records and 
understanding of people. More importantly, however, he 
envisions two types of health science personnel who will 
provide health care in the clinics and other facilities that will 
be available. The first group are "Health Academicians," 
individuals trained from early years to have not only a 
knowledge of systems but also greater knowledge (even 
wisdom) that enables them to use and understand the 
computer and the knowledge derived therefrom. “Above all 
the Health Academician must not have tubular vision that 
might be acceptable and characteristic of the Health Techni- 
cal Expert." At all times the Health Academician must be 
receptive to a multitude of stimuli coming from many 
sources. His or her receptiveness must be highly selective. 

An individual with more simple training and less prepara- 
tion will be the Health Technical Expert, who will be a health 
analyzer. He or she will be able to organize and prepare the 
information needed for good health care but will not be able 
to cope with the many sources of information about individ- 
uals (social, political, and psychological) that the Health 
Academician will have. 

The refinements that these talented individuals will bring 
will be freely available to all, part of the bountiful offerings 
of the new society. 

Ultimately, Dr. Lesse describes a world in which recreation 
Is a prime activity. People, generally, will be living in groups, 
and their activities will be within groups. Leisure is not 
clearly defined, but it will occupy a great deal of tíme. 
Individuals can do well in the new society, but it is not clear 
from this book what the resources or the forces are for the 
changes that must occur in education if all this is to come 
about. At the present time we seem to have neither the 
resources nor the willingness to use those we do have to do 
anything but go backwards in the field of education. 

The book contains some mention of race and ethnic 
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background in terms of genetic stability management, but 
there is no discussion of the phenomenon of racism and its 
current tremendous impact on society. 

It may well be that we are entering into a postindustrial 
age. It may well be that we need to cope with the growth of 
massive capacities of computers and other mechanical ser- 
vants. Equally important (and curiously neglected) are the 
powerful emotional factors that will be needed to bring 
about the changes that Dr. Lesse envisions. It is true that 
relationships between men and women are shifting rapidly, 
but we seem to be mostly concerned with the problems 
associated with that shift. 

Dr. Lesse's dreams seem to jump too rapidly, even though 
the goals he outlines are sensible, rational, and, one hopes, 
achievable. That hope, however, would seem to be based on 
the irrationality of the human being as currently observed. It 
is easy to realize that the world around us is changing 
dramatically. It is equally important to note that the political 
situation, which Dr. Lesse well describes and even castigates, 
will probably continue to shape and mold and interfere with 
progress toward the goals he feels are so laudable. 


HENRY H. WORK, M.D. 
Washington, D.C. 


EPIDEMIOLOGY 


What Is a Case? The Problem of Definition in Psychiatric 
Community Surveys, edited by J.K. Wing, Paul Bebbington, 
and Lee N. Robins. London, Grant McIntyre, 1981, 236 
pp., £21.00. 


This book poses a question of interest to diverse members 
of the mental health field. Obviously these include epidemi- 
ologists attempting to enumerate “cases” in various commu- 
nities. They also include geneticists who must decide where 
genetically meaningful spectra might end, psychopharmacol- 
ogists who find it expedient to advertise for subjects in 
treatment studies, and, of course, clinicians who read what 
all these people write. 

The contributors met to discuss this question under the 
auspices of the World Psychiatric Association in London in 
1980. The resulting book does not answer its title, of course, 
because appropriate case thresholds depend on their intend- 
ed purposes. The various chapters do make this point clear, 
however, and go on to deal with more specific and answer- 
able questions. 

Some chapters are more relevant to the central question 
than others. The "Introduction to the NIMH Epidemiologic 
Catchment Area Program" by Eaton and associates is rela- 
tively peripheral, as is Williams and Spitzer's defense of the 
DSM-III reliability field trials. Other chapters are of interest 
only to investigators planning to use certain instruments in 
certain ways. In contrast, Carey and Gottesman take proba- 
bly the most direct approach to the problem. Using both 
published and unpublished twin and family study data, they 
show that phobic and obsessional illnesses have counterparts 
that are clearly subclinical but, nevertheless, have genetic 
determinants. The chapter is nicely rounded with a discus- 
sion of the literature and the pitfalls attending this approach. 

Other chapters attack the question less directly. Brown 
and Finley-Jones each show simply that apparent relation- 
ships between depression and antecedents depend on case 
thresholds. Chapters by Dohrenwend and associates and by 
Hurry and Steurt consider relationships between symptoms 
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and impairment in community samples and patient samples; 
Ingham asks whether symptoms or stressors determine help- 
seeking behavior. Still other chapters have a methodological 
emphasis; in probably the most important of these, Shrout 
and Fleiss show the effects of reliability on positive predictive 
value at various prevalence rates. 

The unitary view of mental illness common to many of the 
contributors will disappoint some readers, particularly psy- 
chiatrists and those epidemiologists who appreciate a shift 
toward the study of specific syndromes. Ingham and Dun- 
can-Jones, for instance, each make what I hope is an 
outdated assumption that all community members falling 
above a certain score on a general symptom inventory are 
“neurotic.” Similarly, Dohrenwend and associates study 
correlates between general psychiatric symptoms and social 
impairment in heterogeneous groups defined purely by set- 
ting; this disregards the likelihood that symptoms of hypo- 
mania, dementia, and chronic intermittent depression, for 
instance, will correlate with social impairment in quite 
different ways. The results, therefore, have little clinical 
relevance whatever their importance in other areas might be. 

An appropriate (but unwieldy) expansion of the book’s 
title might be: Do Untreated Individuals Labeled as “Cases” 
in the Community Have the Same Conditions as Treated 
Patients with Similar Symptoms? The key word is, of course, 
"same." In the instance of major depression, if untreated 
cases are “the same,” impairment due to symptoms will be 
lessened by treatment, and, therefore, large numbers of these 
individuals are a call to action for policy makers. Likewise, if 
untreated cases are similar to treated cases, researchers 
interested in family history would be unwise to count as ill 
only treated relatives. The above question is not only impor- 
tant but is quite empirical. It should not be difficult to 
determine whether untreated depression is as familial as is 
treated depression. Researchers can also determine if such 
individuals experience a characteristic course, liability to 
suicide, and response to certain biological tests. What Is a 
Case? gives too little consideration to these possibilities. It 
does present the state of the art in a very adequate but 
appropriately lean fashion. 


WILLIAM H. CORYELL, M.D. 
Iowa City, lowa 


The Epidemiology of Dementia: Monographs in Epidemiol- 
ogy and Biostatistics, edited by James A. Mortimer and 
Leonard M. Schuman. New York, Oxford University Press, 
1981, 182 pp., $21.95. 


This volume offers the reader more than the title suggests. 
In fact it provides a succinct, readable, and knowledgeable 
summary of much that is known at this time about the 
clinical aspects of dementia, along with an authoritative and 
in-depth treatment of its epidemiology. The offerings are 
based in part on a symposium held in Minneapolis in 1979, 
and the roster of contributors is impressive, including, 
among others, Martin Roth, Raymond Roos, Carleton Gaj- 
dusek, and Ernest Gruenberg. 

The book is divided into four sections. The first, dealing 
with epidemiology and nosology, contains an excellent intro- 
ductory chapter by the editors (along with L. Ronald 
French), a comprehensive statement about the diagnosis of 
dementia by Roth, and the report of an interesting clinical 
follow-up study of a group of demented patients by J. 
Thomas Hutton. The second section is devoted to etiology 
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and is made up of chapters on transmissible virus dementia 
by Roos, the possible role of immunologic disorders in 
dementia by Kalidas Nandy, and genetic factors in dementia 
by Leonard Heston. The third section treats methodological 
issues and includes an overview of epidemiologic method- 
ological approaches by Bruce Schoenberg, a consideration of 
longitudinal studies (more specifically the Baltimore Longi- 
tudinal Study), and a critical study of problems in case 
ascertainment and diagnosis in the epidemiology of demen- 
tia. The book concludes with an excellent overview contrib- 
uted by the editors, again with Ronald French. 

This is a well-written and well-edited book. There is little 
if any redundancy, and the chapters bear evidence of careful 
cross-referencing. The writing is simple and clear, and the 
references are both extensive and appropriate. 

My only serious reservations have to do not with the 
quality of the offerings but with the subject itself. Although 
this is clearly a treatment of the epidemiology of dementia in 
general and not of any specific dementing disorder, the 
overriding importance of Alzheimer's disease hovers over or 
lurks behind each chapter, and, at this time, problems 
applying an epidemiologic approach to Alzheimer's disease 
are certainly manifold if not overwhelming. Problems in case 
ascertainment and the paucity of clues as to its etiology are 
only two of the many hurdles that must be overcome if an 
epidemiologic approach to Alzheimer's disease is to be 
fruitful. In this instance, epidemiologic methodology appears 
to have outstripped what we know of the disease itself. These 
reservations should in no way, however, deter those readers 
who are interested in dementia and in geriatric psychiatry 
from reading and profiting from this excellent volume. It is 
strongly recommended. 


CHARLES E. WELLS, M.D. 
Nashville, Tenn. 


FRONTIERS OF NEUROLOGY AND PSYCHIATRY 


Epilepsy and Psychiatry, edited by E.H. Reynolds, M.D., and 
M.R. Trimble, M.B., B.Sc., M.Phil. London, Churchill Liv- 
ingstone (New York, Longman, distributor), 1981, 372 pp., 
$55.00. 


This is a book every psychiatrist interested in the behavior- 
al manifestations of coarse brain disease should own but not 
necessarily read. Better entitled Epilepsy and British Psychia- 
try (no one from the colonies is involved in this venture), the 
book tackles such topics as the epidemiology and phenom- 
enology of epilepsy, behavioral syndromes associated with 
epilepsy (hysteria, depression, anxiety, personality disorder, 
psychosis), related childhood learning and behavioral diffi- 
culties, medicolegal and psychosocial aspects, and a range of 
treatment strategies from biofeedback and diet to drug 
therapy and psychosurgery. The editors’ goal was to "bring 
together in a comprehensive textbook on the psychiatry of 
epilepsy the experience of many British authors actively 
engaged in this field." To a point, they have succeeded. 

For example, the book contains a wealth of up-to-date 
information and extensive references. The clinical philoso- 
phy presented is practical and rational. Intuitive diagnosis 
and polypharmacy appropriately are rejected in favor of 
reliable and valid diagnostic procedures. Pharmacotherapy 
recommendations are based on the established pharmacolo- 
gy of the agents used and their efficacy for specific disorders. 

Nevertheless, other than as a reference source, this book is 
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unfulfilling. The editors cover too much ground in their 
attempt to be "comprehensive" and thus achieve a degree of 
superficiality that clinicians will find frustrating. Thus, de- 
spite discussions of the complexities of EEG studies in 
epilepsy, repeated admonitions against using too many treat- 
ments at once, and the listing of many psychopathological 
phenomena associated with epilepsy, there are no rich clini- 
cal descriptions or case vignettes to give an inexperienced 
reader recognizable portraits of epileptic patients requiring 
psychiatric evaluation and treatment. A reader will not learn 
precisely how one goes about identifying and treating such 
patients. Epilepsy and Psychiatry, then, is not an introduc- 
tory book for the resident or inexperienced practitioner. It is, 
however, a helpful reference source for clinicians and re- 
searchers familiar with the topic. Perhaps the publishers had 
this market in mind when they priced this modest-sized book 
at $55.00. 


MICHAEL ALAN TAYLOR, M.D. 
Chicago, lil. 


Neuropsychiatric Features of Medical Disorders, by James 
W. Jefferson, M.D., and Jobn R. Marshall, M.D. New York, 
Plenum, 1981, 383 pp., $24.50. 


This book on psychiatric aspects of physical illness, writ- 
ten by Dr. Jefferson (who is Board certified in both internal 
medicine and psychiatry) and Dr. Marshall (who has many 
years of clinical experience in consultation/liaison psychia- 
try) was one I eagerly awaited the opportunity to review. 1 
am especially interested in up-to-date reference volumes in 
this area that can be useful for clinical practice as well as 
teaching and research. The present volume, even with some 
failures, has not disappointed my expectations. This- hand- 
book, written solely by the two authors, has a stylistic 
consistency that makes for good reading. It is well refer- 
enced, and the short chapters are filled with useful and 
relevant information. 

The authors have organized the book into chapters each of 
which addresses an organ system of the body and reviews 
those medical disorders which present with or are accompa- 
nied by psychiatric symptoms. The clinical features and 
laboratory findings are described, the psychiatric manifesta- 
tions are discussed, and the psychophysiological basis of the 
symptomatology is defined in the cases in which those 
mechanisms are known. The psychological complications 
that can accompany treatment are also reviewed in a very 
comprehensive fashion. The authors present patients and 
conditions that might appear in any psychiatrist's office; in 
fact, these are patients who might come to the office of any 
physician. 

One failing of the book is that the authors have chosen to 
omit consideration of psychiatric features of neurological 
disorders. They explain this omission as being “in part due to 
the availability of texts" in these areas. On the other hand, 
sexual disorders, sleep disorders, and substance abuse disor- 
ders are included in spite of the fact that there are widely 
available texts and literature on these subjects as well. 

The second problem of the book, perhaps its most serious 
one, is the organization of the contents according to organ 
systems. By so organizing, the volume is more useful to the 
nonpsychiatrist specialist or the consultation/liaison psychia- 
trist than to the ordinary psychiatrist in office practice. 
Whereas other medical specialists, and consultation/liaison 
psychiatrists as a rule, organize by illness, practicing psychia- 
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trists often organize by presentation of symptoms. For 
example, when anxiety is present, psychiatrists should think 
of hypoglycemia, hypothyroidism, hyperventilation second- 
ary to acidosis, pheochromocytoma, or complex partial 
seizure disorders. Even though the first chapter and the index 
provide the organizing principle for most psychiatrists, the 
organization of the book according to organ systems and the 
omission of neurological disorders limit the utility of the 
volume to the practicing psychiatrist. I found one significant 
content omission concerning irritable bowel syndrome: al- 
though this disorder accounts for more than half of gastroin- 
testinal complaints, it accounts for only half a page in the 
book. 

Nonetheless, the volume has much to recommend it. Dr. 
Sherwin Woods, in his foreword, says that "every page 
produces a pearl." I agree that this is the case. I also agree 
that this book will undoubtedly be of interest to internists, 
neurologists, family practitioners, and other primary care 
specialists who must address themselves daily to the differen- 
tial diagnosis and management of psychological symptoms 
that may be related to medical illness. One particularly good 
chapter, in my opinion, is the one on connective tissue 
disorders, including systemic lupus erythematosis. Another 
excellent chapter covers menstrual disorders. I have found 
myself reaching for the book again and again as I prepare for 
Grand Rounds, clinical presentations, and consultations. ! 
refer students and residents to particular chapters. As a 
result, this volume has a place on the top of my desk. 


ROBERT O. PASNAU, M.D. 
Los Angeles, Calif. 


NEUROSCIENCE 


Sex Differences in Dyslexia, edited by Alice Ansara, Norman 
Geschwind, Albert Galaburda, Marilyn Alber, and Nanette 
Gartrell. Baltimore, Orton Dyslexia Society, 1981, 187 pp., 
$15.00 (paper). 


This slim volume reports the proceedings of a conference 
organized by the Orton Dyslexia Society and sponsored by 
the Foundation for Children with Learning Disabilities. 
Twenty-three distinguished authors have contributed 14 
papers, and each paper has a good bibliography. There is a 
broad spectrum of presentations dealing with the sex differ- 
ences in dyslexia. 

The first question considered in this conference is whether 
there are actually more dyslexic boys than girls. From a 
review of a number of studies using various methods of 
ascertainment, it is evident that there are in fact more boys 
than girls with specific reading disability and that it is 
difficult to attribute this fact to differences in the ways boys 
and girls are brought up or in what is expected of them. 

The next question is whether there are demonstrable 
differences in brain structure or function in boys and girls. 
We are told here that no consistent difference in the human 
has been demonstrated between the sexes in respect to brain 
cell structure, organization, or asymmetry. 

The conference then turns to a consideration of meaning- 
ful intellectual differences between the sexes. Types of skills 
considered include manual dexterity, the recognition and 
manipulation of objects (spatial recognition skills), and 
auditory and linguistic abilities. Also considered are possible 
differences in the lateralization of functions in the two sides 
of the brain and differences in the rate of maturation. There 
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are some studies showing that girls, in general, experience 
earlier development of fine motor skills, linguistic skills, and 
the analysis of temporal sequences. Boys, on the other hand, 
are more skillful in certain tasks requiring the imaginary 
rotation and manipulation of objects in space. Statistically 
significant differences between the sexes have been demon- 
strated. However, the range of variation within each sex is 
many times greater than is the main difference between the 
sexes. Thus their true meaning is difficult to evaluate. The 
same comment can also be applied to the conference’s 
suggestion of sex differences in reading strategy as well as 
types of dyslexia. 

The last two chapters of this book deal with educational 
implications. Two widely divergent theories are presented. 
One places the emphasis on remediation of weak language 
skills. The other suggests that boys should be taught by 
whole word methods, whereas girls should learn best by a 
phonic approach. 

Throughout this book we see a wide variety of views, 
conflicting data, and some strong disagreement. The differ- 
ences among individuals are far more significant than are the 
differences between sexes. We are told that “to be successful, 
instruction must be appropriate to the individual regardless 
of sex." Then, we want to ask, “Do we need more studies on 
sex difference in dyslexia?" The best answer, I believe, can be 
found in the introductory comment “A Reaction to the 
Conference on Sex Differences and Dyslexia" by the notable 
neurologist Dr. Geschwind. We are reminded that this type 
of investigation can have a useful impact on research. The 
unequal sex ratio can suggest research approaches that may 
lead to better knowledge of biological substrates of dyslexia 
and therefore to better prevention or treatment. 

I must confess that many studies presented in the sympo- 
sium are hard to judge because it is hard to be sure what is 
being tested. Nevertheless, many stimulating papers are 
presented in this book. I believe that this is an important 
book and that the material provided will add knowledge and 
perspective to the efforts of those of us who work with 
dyslexic patients. 


LUKE Y. TSAI, M.D. 
Iowa City, lowa 


Neuroendocrine Regulation and Altered Behavior, by Pavel 
D. Hrdina and Radbey L. Singbal. New York, Plenum, 1981, 
409 pp., $49.50. 


This volume contains monographs written by investigators 
active in neuroendocrine research and those facets of neuro- 
endocrinology which intersect with normal and altered be- 
havioral states. There are four general topic areas—the role 
of hormones as regulators of the CNS, endorphins and 
related compounds, neuroendocrine regulation in clinical 
disorders and animal models, and the use of neuroendocrine 
markers in states of altered behavior. There are several 
excellent reviews of the current status of several areas of 
neuroendocrinology, including the review of dopamine func- 
tion in neuroendocrine regulation by Eugenio Muller and his 
colleagues and another on opiates and neuroregulation by 
Dupont and coworkers. Other monographs deal more specif- 
ically with experimental evidence for the relationship of 
hormones to behavior and learning. The reviews of neuroen- 
docrine changes in clinical disorders, such as depression, 
anorexia nervosa, and schizophrenia, are largely a rehash of 
results presented in other places. 
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This is not a volume one would approach for a general 
view of endocrinologic aspects of psychological disease. It is 
a reference work, and in that regard it would be valuable as a 
resource for those working in the exciting arena where the 
endocrinology of the CNS and the study of behavior meet. 


BARRY M. SHERMAN, M.D. 
Iowa City, Iowa 


Electroneurophysiology and Psychopathology: Advances in 
Biological Psychiatry, Vol. 6, edited by G. Perris, D. Kemali, 
and L. Vacca. Basel, S. Karger, 1981, 198 pp., $33.00. 


The proceedings of the Second International Symposium 
on Neurophysiological Aspects of Psychopathological Con- 
ditions, held on the island of Capri in September 1980, are 
summarized in this slim volume. The contents cover a wide 
variety of topics, all relating to applications of computerized 
analyses of electrophysiological data (CEEG) in neuropsychi- 
atry. Many of the presentations are written in abstract or 
summary format, so that few conclusions can be drawn 
because of lack of methodologic detail. There are a number 
of problems with English translations of foreign language 
presentations, and the quality of the contributions in this 
book is quite uneven, as could be expected in a heteroge- 
neous international collection. With regard to the latter, the 
majority of participants were from Europe and North Ameri- 
ca; Japan, Australia, South America, and Africa were not 
represented. A cursory inspection of the contents will pro- 
vide the reader with a bird's-eye view of topical areas of 
electrophysiological research in psychiatry. The aficionado 
will find cover-to-cover reading somewhat tedious but also 
worthwhile, for there are kernels of useful information to be 
gleaned from some of the more detailed presentations. 

The proceedings are loosely organized into four sections: 
CEEG in Relation to Psychiatric Diagnosis; Electrophysio- 
logical Aspects of Brain Functional Organization in Relation 
to Psychopathological Conditions; CEEG Characteristics in 
Relation to Vigilance, Behavioral and Cognitive Disorders, 
and Treatment; and Evoked Responses in Relation to Psychi- 
atric Diagnoses. In keeping with contemporary interest in 
hemispheric dysfunctions underlying various mental disor- 
ders, the majority of the first two sections of the book are 
concerned with hemispheric and areal electrophysiological 
differences between normal subjects and patients with affec- 
tive disorders, schizophrenia, and addictions. Most of these 
studies used DSM-III or other standard nosologic systems, 
although a few examined individual symptoms. In general, 
studies that used multichannel EEG data from homologous 
areas on each side of the head, in combination with evoked 
potentials and other physiological measures, yield the most 
intriguing findings. 

Some interesting experimental techniques are reported, 
such as the hypnotic induction of transient mood states, 
which was associated with asymmetrical frontal EEG activity 
in the alpha power spectrum during depressed phases. An 
important point is made that myogenic potentials are not 
randomly distributed and may introduce spurious lateralized 
differences if EEG data are artifact-contaminated and/or 
unedited. (In this regard most of the studies do not discuss 
specific methods of elimination of potential sources of 
artifact.) A Scandinavian study demonstrates that the fre- 
quency and energy distribution of the EEG is dependent on 
cerebral metabolic activity and to a lesser extent on cerebral 
blood flow, except for a curious indifference of the power 
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spectral band between 7 and 8 Hz. Regional cerebral blood 
flow studies discriminated between different types of organic 
dementia and affective disorders, but relationships to quanti- 
tative EEG data are not reported. Alpha habituation and 
biofeedback are examined in obsessive-compulsive and so- 
matization disorders, with findings that parallel hypotheses 
about specific mental mechanisms. One of the highlights of 
the book is a detailed discussion of geometrical spectral 
descriptors of the EEG in which careful attention is given to 
methodological and design issues not usually addressed, 
including optimal number of epochs and ideal epoch dura- 
tion. An interesting reverse strategy for evaluation of clinical 
groups is suggested with a proposal to divide patients into 
subgroups on the basis of homogeneous EEG frequency 
spectra, afterwards searching for clinical similarities within 
the groups. 

Another paper about evoked potential recordings exam- 
ines the contribution of interstimulus intervals, electrode 
combinations, and interelectrode distances, as well as dura- 
tion of signal stimuli, signal spectra, and numbers of stimuli. 
Early and late components of the somatosensory potential 
are shown to discriminate between age-matched psychotic 
patients with schizophrenia and those with depressive illness- 
es, defined according to Feighner criteria. A study of the 
contingent negative variation (CNV) fails to confirm pro- 
posed neurochemical interpretations of the CNV in psychia- 
try but yields some interesting theoretical considerations. 
Other papers describe recent findings from sleep research, 
pharmaco-EEG predictions of sedating drugs, and an early 
report on topographic maps of the scalp distribution of 
evoked potential components in schizophrenic patients and 
in normal subjects receiving drugs. At the conclusion, one of 
the editors recommends that data gathered in future clinical 
neurophysiological studies of mental disease should be stan- 
dardized, with definition of minimum standards for the 
clinical, electrophystological, and technical aspects to permit 
pooling of data. 

This volume is in some ways outdated because of rapid 
advances in systems of toposcopic display and analysis of 
multichannel EEG data and in radiological techniques of 
brain imagery. Át the time this conference was held many of 
these methods were still under development and were men- 
tioned only in passing as holding potential future promise. 
As such, the volume serves mainly as a record of a successful 
conference and fruitful exchange of ideas. 


JOYCE G. SMALL, M.D. 
Indianapolis, Ind. 
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Letters to the Editor 





Panic Attacks and Depression 


Sir: In “The Dexamethasone Suppression Test in Panic 
Disorder and Agoraphobia” (August 1982 issue), George C. 
Curtis, M.D., and associates inferred that panic attacks and 
agoraphobia should not be considered elements on a spec- 
trum of depressive disorders because only 3 of 20 patients in 
their sample exhibited a positive dexamethasone suppression 
test (DST). 

I find the argument unconvincing. The positive DST 
merely indicates the defeat of the homeostatic regulation of 
stress corticosteroids in patients suffering serious continuing 
stress—in the case of depression, as a result of the depressive 
illness itself. The correlation between positive DST and 
depressive ilIness is determined essentially by the correlation 
between the existence of stress and the hormonal response to 
it, on the one hand, and depressive illness, on the other. 
However, this correlation does not obtain for all conditions 
within the spectrum of depressive illness. For example, the 
fact that a positive DST does not appear in mania is not 
interpreted as negating the concept of mania and depression 
as two conditions on the same spectrum of manic-depressive 
illness. 

To my mind the most cogent argument that phobia and 
panic in many cases are indeed variants of depressive illness 
is simply that continuing observation of patients with phobia 
and panic reveals that in the long run a large number of them 
exhibit frank depressive illness. 

A second argument is that, if it is fortuitous that phobia 
and panic respond to an antidepression medication, they 
should respond to one medication or one variety of medica- 
tion rather than to all known antidepression medications. 
The clinical fact is that panic and phobia, in those instances 
in which they respond to any one antidepression medication, 
also respond to others. I include in the group of antidepres- 
sion medications the tricyclics, trazodone, mianserin, mono- 
amine oxidase inhibitors, dexedrine, methylphenidate, and 
thiothixene, when the last is given in small doses. All of these 
substances administered in appropriate doses can alleviate 
panic and agoraphobia. 

I do not dispute the data published by Dr. Curtis and 
associates, but I believe that their interpretation is incorrect. 


MORTIMER OSTOW, M.D. 
Riverdale, N.Y. 


Sir: In "The Dexamethasone Suppression Test in Panic 
Disorder and Agoraphobia,” Dr. Curtis and associates sug- 
gested that nonsuppression of cortisol after dexamethasone 
administration is not a biologic characteristic of panic disor- 
der and that therefore panic disorder is not related to major 
depressive illness. Although they indicated that later sam- 
pling may have increased the potential yield for a positive 
finding, it is important to emphasize that this particular 
study does not ultimately shed new light on the question of 
the relationship of panic and major depressive disorder. 

In that the magnitude of postdexamethasone cortisol 
levels, and therefore the time of escape from suppression, has 
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been noted to directly correlate with severity of depressive 
illness (1), it is possible that patients with panic disorder, 
having a less severe but possibly related illness, might 
demonstrate escape from suppression later than 4:00—6:00 
p.m. If such is true, however, the relationship between the 
two disorders remains unknown. 

Genetic, phenomenologic, and clinical psychopharma- 
cologic data suggest a linkage between panic and major 
depressive disorder that requires rigorous scientific testing. 
Only an extended dexamethasone suppression test (DST), 
with several time points, can truly contribute to the testing of 
this hypothesis. Further, although no clear neurochemical 
hypothesis of panic states has as yet been advanced, norad- 
renergic, serotonergic, and GABAnergic mechanisms (2) 
may, in fact, be found to be behind such conditions. In that 
these same neurotransmitter systems may be involved in the 
pathophysiology of abnormal suppression in major depres- 
sive illness (3, 4), the DST, whether positive or negative, may 
be helpful in our understanding of the neurobiology of panic 
disorder. 
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Sır: Dr. Curtis and associates concluded on the basis of 
negative dexamethasone suppression test (DST) results from 
20 patients with diagnoses of agoraphobia and/or panic 
attacks that "panic attacks and endogenous depression are 
separate disorders and that the antipanic properties of 
imipramine and phenelzine are separate from their antide- 
pressant actions.” I certainly agree that “endogenous depres- 
sion” and panic attacks are separate disorders, but I take 
serious exception to the assertion that the antipanic proper- 
ties of these two drugs are distinct from their antidepressant 
actions and also to the further assertion that the findings 
discredit “‘the concept of panic attacks as a variant of 
depression.” The basic fallacy of Dr. Curtis and associates’ 
logic, in my opinion, is that they apparently equate one 
particular variant of depression (i.e, the so-called “endoge- 
nous” variety) with depressive disorders as a whole and, 
hence, because the negative DSTs apparently demonstrate 
that agoraphobia and/or panic attacks do not conform to a 
widely accepted biological criterion of endogenous depres- 
sion, erroneously conclude that these attacks are devoid of 
any psychopathological features of depression whatsoever. 

In the first place, the underlying principle and clinical 
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usefulness of the DST as a biological (neuroendocrine) 
marker of depression is that it is selectively positive for the 
so-called “endogenous” variety of depression and negative 
for the reactive, secondary, and symptomatic varieties. Con- 
trary to the assumptions of Dr. Curtis and associates, 
however, this does not mean either that these latter variants 
of depression are not genuine expressions of depression or 
that the finding of negative DSTs discredits the possibility 
that depression, panic attacks, and agoraphobia may be 
alternative clinical manifestations of a common underlying 
disorder. In other words, to lend support to the concept of 
panic attacks as a variant of depression that may at least be 
partly responsive to antidepressant medication, it is not 
necessary to demonstrate that they satisfy the clinical, labo- 
ratory, or therapeutic criteria of melancholic depression, i.e., 
that they are “endogenomorphic.” Were the victims of such 
attacks merely to exhibit such distinctive features of depres- 
sion as dysphoria, subjective expressions of markedly im- 
paired self-esteem, and negative attitudes toward themselves, 
the environment, and their future prospects, they could still 
reasonably be said to manifest an affective component in the 
underlying psychopathological mechanisms of their disor- 
ders. 

As far as the assertion that “the antipanic properties of 
imipramine and phenelzine are separate from their antide- 
pressant actions” is concerned, the only other known and 
possibly antipanic properties of these medications that have 
been claimed to be distinct from their antidepressant actions 
are the general sedative action of drugs such as amitriptyline 
and doxepin and an alleged specific anxiolytic action claimed 
for some of the newer antidepressants, e.g., amoxapine, 
maprotiline, and trazodone. Under the circumstances, there- 
fore, it seems to be more plausible to ascribe the demonstrat- 
ed antipanic properties of imipramine and phenelzine to their 
known antidepressant actions than to some yet unknown 
and unidentified antipanic factor in these drugs. 


DAVID P. AUSUBEL, M.D., PH.D. 
Orangeburg, N.Y. 


. Dr. Curtis and Associates Reply 


Sin: We thank Drs. Ostow, Coccaro, and Ausubel for the 
interesting points they raise. We would like to comment first 
on some empirical issues and then on the concept underlying 
most of the commentaries. 

If nonsuppression during the dexamethasone suppression 
test (DST) were a nonspecific stress phenomenon, it should 
be common in “nonendogenomorphic”’ depressions, general- 
ized anxiety, schizophrenic turmoil, and many other condi- 
tions. It is not. Specificity for melancholia is high. 

We agree that there might be milder abnormalities of 
suppression in panic disorder, detectable by modifying the 
test variables, but so might there be in *nonendogenomor- 
phic” depression, schizophrenia, phobias, or grief or in 
normal basal subjects. The only finding that would suggest a 
special link between depression and panic would be a 
selective increase in positive tests limited to panic disorder 
and, perhaps, to nonmelancholic depression. 

In general, the more the similarities and the fewer the 
differences between depression and panic disorder, the more 
one would be inclined to consider them a single disorder. 
However, we know too little at present to say which 
similarities or differences would be critical and which only 
incidental. The most striking similarity is indeed the thera- 
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peutic response to drugs. There may also be some similarities 
in family history, but there the similarities just about end, at 
least for now. Our study is a beginning attempt to compare 
biological markers in the two disorders. No other depression 
markers have been studied in panic disorder. So far, there are 
no established markers for panic disorder. 

In light of these factors, our results, even if confirmed (we 
now know of quite a few unpublished confirming data), 
cannot settle the question. We can only say that at present 
they lend no aid or comfort to the view that panic and 
depression are one, and they stand somewhat against it. 

Concerning the oneness or separateness of the antipanic 
and antidepressant action of drugs, the proof would lie in 
localizing the activity on the molecule and in the organism. 
The best we can do at present is infer. We were swayed 
somewhat in this by the widespread impression, not system- 
atically tested but shared by us, that the onset of the 
antipanic action of tricyclics is faster than that of the 
antidepressant action and the average effective dose is lower. 
We were also influenced by the case that we described briefly 
in our article of the DST-positive patient who combined the 
symptoms of major depression, panic attacks, and agorapho- 
bia. Imipramine relieved the panic attacks and agoraphobia 
but did not change the depression or the DST response. H. 
George Nurnberg, M.D., and Dr. Coccaro reported two 
similar cases in Response of Panic Disorder and Resistance 
of Depression to Imipramine" in the same issue of the 
Journal (August 1982), also concluding that "efforts to 
combine the diagnosis of panic disorder etiologically with 
affective disorder are premature." 


GEORGE C. CURTIS, M.D. 

OLIVER G. CAMERON, M.D., PH.D. 
RANDOLPH M. NESSE, M.D. 

Ann Arbor, Mich. 


Etiology in a Depressed Monkey 


Sir: In "Loss-Induced Depression in an Adult Macaque 
Monkey" (May 1982 issue), Kathlyn L.R. Rasmussen, 
Ph.D., and Martin Reite, M.D., while describing a very 
interesting clinical situation, unfortunately missed the crucial 
dynamic in the depressive reaction they observed. From the 
fact that R30 was able to conceptualize her miscarriage as a 
loss, it is clear that she is a monkey with unusual symbolic 
abilities. Realizing this enables us to understand why the 
death of her first infant was so important. The authors 
pointed out that the infant died at the age of 5 months "after 
accidentally ingesting medication intended for R30." It does 
not take a great deal of dynamic training to recognize that it 
was her guilt over permitting the infant to take this medica- 
tion, and not object loss alone, which led to the ensuing 
depression. 


SYDNEY E. PULVER, M.D. 
Philadelphia, Pa. 


Questioning DST Normalization as a Guide to Tricyclic 
Discontinuation 


Sir: The dexamethasone suppression test (DST) has been 
reported to be a highly specific laboratory test for the 
diagnosis of depression (1). It is believed to detect a dysregu- 
lation of the hypothalamic-pituitary-adrenal axis that is a 
manifestation of the pathophysiology of depression (1). It 
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has been suggested (2) that the DST might be used clinically 
to determine when antidepressant treatment might be dis- 
continued. In an acute episode of depression following 
symptom remission there is believed to be a period of 
increased risk of symptom recurrence (3). Since there is no 
systematic way to determine the length of this period, it is 
common practice to continue medication for at least 6 
months after the remission of acute symptoms (4). Normal- 
ization of previously abnormal DST cortisol levels may 
indicate sufficient remission and diminished risk of symptom 
recurrence so that one can safely discontinue medication. We 
wish to report two cases that do not support this hypothesis. 


The first patient was a 42-year-old woman with a 15-year 
history of bipolar manic-depressive illness. Her illness had 
been well controlled by lithium for the past 6 years, and she 
wished to discontinue lithium prophylaxis. Upon doing so, 
she suffered a depressive relapse. The second patient was a 
28-year-old woman who had been treated with lithium for a 
hypomanic episode and subsequently became depressed. 
Both patients met the DSM-III criteria for major depression 
with melancholia. 

DSTs were done with a 1-mg 11:00 p.m. dose of dexa- 
methasone and a 4:00 p.m. measurement of cortisol. The 
cortisol values of the two women were 7.6 pg/dl and 12.5 
u.g/dl, respectively, indicating nonsuppression according to 
the criterion of 5 pg/dl. The patients were treated with 
tricyclic antidepressants and their lithium therapy was con- 
tinued. Blood levels were measured to ensure adequacy of 
treatment. Significant symptom remission was achieved in 4 
weeks, and within 8 weeks repeat DSTs were done. Cortisol 
levels were 3.5 ug/dl and 2.4 pg/dl, respectively. Shortly 
thereafter the tricyclics were discontinued; lithium treatment 
was continued. Depressive relapse occurred 6 weeks later in 
the first patient and 3 weeks later in the second. DSTs at 
these times resulted in cortisol levels of 6.8 wg/dl and 8.6 ug/ 
dl, respectively. Both patients were again treated with tricy- 
clic antidepressants and their DST cortisol values again 
became normal. Tricyclic antidepressant treatment was con- 
tinued for 6 months without relapse. 


Normalization of the DST did not indicate recovery 
sufficient to allow medication discontinuation with these 
patients. Carroll and associates (1) found that 7896 of all 
abnormal DST cortisol levels (58% sensitivity) were detected 
from the 4:00 p.m. sample. However, the use of a single 4:00 
p.m. cortisol measure may have reduced the DST sensitivity 
below the level sufficient for use as a guide to episode 
remission and treatment termination. 

It may be that the lack of DST normalization is highly 
correlated with rapid relapse following drug discontinuation 
but that normalization of DST does not necessarily indicate 
lack of risk. This would be consistent with the data indicat- 
ing normalization of the DST in most patients who show 
good clinical response (2) and the data suggesting a very high 
relapse rate among patients participating in double-blind 
studies who are given placebos a short time after recovery 


(5). 
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Interaction of Phenelzine and Sulfisoxazole 


Sia: Monoamine oxidase inhibitors (MAOIs) are known 
(1) to interact with a variety of medications, including 
sympathomimetics, antiparkinsonian agents, anesthetics, al- 
cohol, antihistamines, and barbiturates. We wish to relate the 
probable occurrence of an interaction, to our knowledge 
previously unreported, between the MAOI phenelzine and 
sulfisoxazole, a sulfonamide antimicrobial agent. 


Ms. A, a 37-year-old woman, was under treatment with 
oral phenelzine, 15 mg t.i.d., for depression characterized by 
lowered mood with reverse diurnal variation (evening worse 
than morning), irritability, decreased pleasure in normal 
activities, somatic anxiety, easy fatigability, and decreased 
libido. Her initial MMPI showed peaks on the depression, 
hysteria, hypochondriasis, and psychasthenia scales. These 
symptoms have been noted (2) to predict good response to 
MAOIs. 

Initial side effects of phenelzine were mild orthostatic 
symptoms (lightheadedness upon climbing a flight of steps) 
and sedation. These resolved within several days. Three 
weeks later Ms. A was prescribed a 10-day course of oral 
sulfisoxazole, 1 g every 6 hours, for a urinary tract infection. 
One week after starting to take this second medication, after 
walking up the same steps she suddenly felt extremely weak, 
fell, and was momentarily unable to stand again. For the 
next 3 days, i.e., for the remainder of her course of sulfisoxa- 
zole, she also experienced ataxia, vertigo, tinnitus, muscle 
pain, and paresthesias. Physical and mental status examina- 
tions were unrevealing, as was review of her life situation. 
The symptoms started to resolve immediately after discontin- 
uation of sulfisoxazole and were gone within 10 days. 
Phenelzine treatment was continued at the same dose for 8 
weeks, during which time these symptoms did not recur. 


Phenelzine is known (1) to interact with many other 
compounds by inhibiting the hepatic enzymes responsible for 
drug metabolism. It seems likely that the interaction reported 
here is an example of this, since acetylation is an important 
degradative pathway for both phenelzine and sulfisoxazole. 
Orthostatic hypotension, muscle pain, and paresthesias are 
frequently reported side effects of phenelzine (3). Ataxia, 
tinnitus, and vertigo have been reported with sulfisoxazole 
(4). It is possible that addition of sulfisoxazole to phenelzine 
may, in some patients, saturate the acetylation mechanism, 
resulting in higher than usual plasma levels, and perhaps side 
effects, of both drugs. 

Although one case. report can not conclusively establish 
the existence of an interaction, sulfisoxazole is so frequently 
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prescribed that it is worthwhile for clinicians to be aware of 
the possibility of the adverse consequences of combining this 
drug with an MAOI. 
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DST, TRH Test, and Adolescent Suicide Attempts 


Sir: Studies (1, 2) of the adult psychiatric population have 
suggested that the combined use of the dexamethasone 
suppression test (DST) and the thyrotropin-releasing hor- 
mone (TRH) test may identify major depressive disorder 
with a sensitivity of 67%—84% and a specificity of 92%— 
98%. The DST has also been administered to prepubertal 
depressed children (3); its sensitivity for major depressive 
disorder was 56% and the specificity 89%. 

Twenty adolescents aged 13—18 years (16 girls, 4 boys) 
who had been consecutively referred to our clinic for at- 
tempted suicide were tested with both the DST and the TRH 
test. None of the 20 met the DSM-III criteria for major 
depressive disorder, but it has been suggested that masked 
depression might be characterized by destructive behavior. 

The tests were performed in the manner described by 
Carroll and associates (4) and by Extein and associates (5). 
Blunted TSH response (TSH=7 IU/ml) was noted in 2 
patients, and a failure of suppression following dexametha- 
sone administration (cortisol>5 g/dl) was found in 4 
adolescents. These results did not reach statistical signifi- 
cance at the .05 level with the Fischer exact test; these 
abnormal tests may be explained by the variability of the 
sample and may be false positive results. They do not 
support the masked depression hypothesis of attempted 
suicide. 
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Speech Pause Time: Behavioral Correlate of Mood 


Sir: We read with great interest the review article by John 
F. Greden, M.D., and Bernard J. Carroll, M.D., Ph.D., 
“Psychomotor Function in Affective Disorders: An Overview 
of New Monitoring Techniques” (November 1981 issue), 
especially since it discussed at some length our earlier work 
on using speech pause time as a sensitive measure of psycho- 
motor retardation in depression (1). Since our first report, 
several further studies have confirmed our finding of a close 
correlation between depressed mood and the elongation of 
speech pause time in patients suffering from either unipolar 
or bipolar depression (2). Furthermore, several studies em- 
phasized the lack of a good correlation between elongation 
of speech pause time and other measures used to assess 
psychomotor tempo, such as tapping rate (1), retardation 
scores on the Hamilton Rating Scale for Depression (1, 3), 
and motility and talkativeness scores on the Hargreaves 
Rating Scale for Nurses (1). A possible interpretation for this 
lack of correlation is that the elongation of speech pause time 
is a more sensitive measure of psychomotor retardation than 
a decline in tapping rate or high scores on the Hamilton or 
Hargreaves scales. Indeed, we favored this interpretation in 
our paper (1), as did Drs. Greden and Carroll in the review. 

There are, however, observations that cannot be easily 
accommodated by this interpretation. First, speech pause 
time is elongated in patients who obtain high agitation scores 
on the Hamilton scale (3) and whose behavior could hardly 
be described as retarded. Second, both bipolar and unipolar 
patients show elongation of speech pause time in depression, 
whereas in one study using a range of psychomotor tasks (4? 
retardation could be detected in bipolar patients but not in 
unipolar patients. Finally, and most significant, we have been 
able (5) to induce psychomotor retardation as evidenced by a 
decline in tapping rate, unaccompanied by mood impair- 
ment, with neuroleptic drugs; surprisingly, there was no 
elongation of speech pause time in these subjects. Thus one 
cannot escape the conclusion that speech pause time and 
other psychomotor tests do not measure the same thing. The 
excellent correlation between speech pause time and mood, 
on the other hand, suggests that it may not be possible to 
separate pause time from mood. It is an intriguing possibili- 
ty, therefore, that speech pause time is an objective sensitive 
behavioral correlate of mood and thus could be used to 
measure mood in an objective fashion. 
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Cultural Variation in Affective Disorders 


Sir: The report by Yan Shan-Ming, M.M.S., and asso- 
ciates on "Prevalence and Characteristics of Mania in Chi- 
nese Inpatients: A Prospective Study" (September 1982 
issue) reminds one of earlier directions pointed out by 
Kraepelin. In an exchange on cultural psychiatry between 
Pivnicki and Favazza (1), Pivnicki referred to Kraepelin as 
“the first psychiatrist who undertook such comparative 
study." In the eighth edition of his textbook, but not earlier, 
Kraepelin wrote, 


Perhaps in this place the experience is not without 
significance which I have encountered in the formation of 
manic-depressive insanity among the natives of Java. 
There I found a whole series of cases which I believe 
should be so classified; in proportion they were not fewer 
than in the simultaneously investigated European cases. 
But the clinical pictures deviated from our European 
investigations insofar as they consisted almost entirely of 
hypomania, frequently with confusion. Fully developed, 
long-lasting depressive conditions, such as fill our wards, | 
could never find; at any rate they are rare. Consistent with 
this is the absence of ideas of guilt and suicidal tendencies. 
These observations confirm the conclusion that the predis- 
posing psychic personality is of great importance for the 
form of the clinical picture which our disease process 
manifests. One might consider comparing the behavior of 
the Javanese patients and that of our younger patients. .. . 
The circumstance is also noteworthy that the frequency of 
manic-depressive illness appears to differ in different popu- 
lations. Reiss particularly stressed the appearance of nu- 
merous depressions in Swabia. (2, pp. 1358—1359, my 
translation) 


Although Kraepelin emphasized the influence of personal- 
ity on the manifest form of illness, he also pointed to the 
possibility of different hereditary influences. Even if the 
Javanese are not Chinese, the two reports remind us of 
profitable grounds for research, comparable with that in 
alcoholism, about the genetic basis for manic-depressive 
illness in different races. 
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More Cases of Anorgasmia After MAOI Treatment 


Sir: I read “Three Cases of Female Anorgasmia Associated 
with MAOIs” by Lynna M. Lesko, M.D., Ph.D., and asso- 
ciates (October 1982 issue) with great interest. l, too, have 
seen this side effect and would like to present the following 
confirmatory cases. 


Mrs. A, a 34-year-old woman, had been married for 6 
years and had no history of impaired sexual functioning. She 
had signs and symptoms consistent with the DSM-III diag- 
nosis of agoraphobia with panic attacks and was started on 
an outpatient treatment regimen of oral phenelzine sulphate, 
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15 mg t.i.d. Her panic attacks abated approximately 3 weeks 
later; however, at this time she began noticing orgasmic 
difficulty. Her medication dose was adjusted downward over 
ensuing weeks, and her orgasmic ability returned at a dose of 
15 mg/day. No reemergence of the panic attacks occurred. 


Mrs. B, a 55-year-old woman, had been married for 39 
years and had no history of sexual dysfunction. She suffered 
an affective episode requiring hospitalization that met D$M- 
III criteria for atypical depression. She was treated with 
increasing doses of phenelzine sulphate up to 90 mg/day in 
divided doses and had a good therapeutic response. Approxi- 
mately 2 weeks after discharge, Mrs. B complained of feeling 
sexually “dead.” Further investigation revealed that she had 
no loss of sexual desire but that she felt an inability to 
climax. The dose was titrated downward to 45 mg/day and 
her orgasmic competency returned intermittently. 


Mrs. C, a 24-year-old woman, had been married for 2 
years and had been sexually active since age 17. She denied 
any history of sexual impairment. She was hospitalized for 
treatment of uncontrollable panic attacks that had worsened 
during the past 1% years. A trial of phenelzine sulphate, 60 
mg/day in divided doses, was successful in inhibiting her 
panic attacks after 21^ weeks of treatment. About 2 months 
after hospitalization, Mrs. C began complaining of anorgas- 
mia. Her dose was reduced to 30 mg/day in divided doses 
and her orgasmic ability returned to normal. 


What is most worthy of note in all these cases is the dose- 
dependent aspect of this particular side effect. Although in 
none of the cases did the clinician have to walk the therapeu- 
tic "tightrope" between side effect and therapeutic effect, a 
formal investigation of the dose-effect relationship between 
female anorgasmia and MAOIs is needed. Determination of 
degree of platelet MAO inhibition in these patients would 
also be of great significance in elucidating etiology. 


HOWARD B. MOSS, M.D. 
Torrance, Calif. 


More on ECT and Malignant Hyperthermia 


Str: "ECT Use for a Patient with Malignant Hyperther- 
mia" by Ronald D. Franks, M.D., and associates (August 
1982 issue) called attention to the possibility of malignant 
hyperthermia developing, in a susceptible patient, as a 
consequence of electroconvulsive therapy (ECT). 

We had been concerned about this possibility because 
succinylcholine is almost always employed in ECT (1) and 
this muscle relaxant is strongly implicated as a precipitant of 
malignant hyperthermia in susceptible patients when used in 
general anesthesia (2). We conducted a literature search to 
find out if malignant hyperthermia had been reported as a 
complication of ECT between 1966 and 1982. This search 
yielded no cases of malignant hyperthermia secondary to 
ECT but did reveal a communication by Sonnenklar and 
Rendell-Baker (3) expressing their puzzlement over the fact 
that there had been no association between ECT and malig- 
nant hyperthermia even though succinylcholine is used in 
ECT. 

The significance of this lack of association is not clear. 
Perhaps some of the deaths resulting from ECT have been 
secondary to unrecognized malignant hyperthermia. Perhaps 
the smaller dose or decreased length of exposure to succinyl- 
choline in ECT is not as likely to induce malignant hyper- 
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thermia. The duration of succinylcholine’s paralytic action in 
ECT is usually brief (5-7 min) (1). Gronert (2) indicated 
that, if malignant hyperthermia develops during the course 
of general anesthesia and if the triggering agent has been 
administered only briefly, then discontinuation of the agent 
may be adequate treatment. He also indicated that malignant 
hyperthermia is triggered in proportion to the total dose of 
triggering agents. Thus, even if malignant hyperthermia is 
triggered during ECT, the absence of continued administra- 
tion of succinylcholine may abort its more fulminant expres- 
sion. Gronert further noted that some drugs, such as thiopen- 
tal, appear to slow the development of malignant hyperther- 
mia so that termination of anesthetic administration, if early 
in the course of anesthesia, may again be sufficient therapy. 
The anesthetics used in ECT are almost always ultra-short- 
acting barbiturates such as thiopental or methohexital (1). 
Absence of the use of volatile anesthetics in ECT also may be 
related to the lack of induction of malignant hyperthermia. 
The potent volatile anesthetics, such as halothane, are com- 
monly employed in general anesthesia, and they are also 
strongly linked to precipitation of malignant hyperthermia 
(2). 

Sonnenklar and Rendell-Baker (3) suggested that if succi- 
nylcholine did indeed cause malignant hyperthermia in sus- 
ceptible patients, the electric shock incurred during ECT may 
in some way stabilize the muscle membrane, aborting the 
development of a rise in temperature. They wondered wheth- 
er, if this is the case, ECT might be a treatment for malignant 
hyperthermia. It seems more likely that the other factors we 
have mentioned are responsible for the absence of malignant 
hyperthermia during ECT. 
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Dr. Franks Replies 


Sır: We also were struck by the absence of reports of 
malignant hyperthermia in reaction to electroconvulsive 
therapy (ECT) and wondered, too, whether several deaths 
from ECT may well have been secondary to malignant 
hyperthermia. I do not agree, however, that the short period 
of anesthesia for ECT eliminates the risk of malignant 
hyperthermia. Our patient clearly had an elevated skin 
temperature and her rectal temperature was 37.5?C (nor- 
mal-37.0?C) after the first treatment. Her platelet bioassay 
was still elevated (6196 reduction). This all reversed after 
more dantrolene was given and was not seen again when 
higher doses of dantrolene were used in subsequent treat- 
ments. Conceivably, we were overly cautious, but given the 
risks it would still seem prudent to pretreat patients with a 
personal or family history of malignant hyperthermia with 
dantrolene and to avoid using succinylcholine. 


RONALD D. FRANKS, M.D. 
Denver, Colo. 
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Another Interpretation of Residents’ Response to 
Pregnancy 


Sir: “Conflict Among Psychiatric Residents in Response 
to Pregnancy" by Elizabeth L. Auchincloss, M.D. (June 1982 
issue) seems to be overly psychoanalytic and incorrectly 
focused. While reading it I was reminded of the apocryphal 
story of Freud's response to someone's comment on the 
phallic symbolism of his cigars, i.e., “sometimes a cigar is 
just a cigar." Becoming angry about having to do someone 
else's work seems appropriate to me and does not need to be 
interpreted psychoanalytically. 

I think the focus should have been on why the three female 
residents chose to become pregnant during the second year of 
their residency program. Pregnancy is a preventable condi- 
tion and if they were really committed to their residency 
program, why were they so irresponsible and inconsiderate 
as to become pregnant? To add insult to injurv, they started 
analyzing the angry responses of their male coresidents. 

Along the same psychoanalytic lines, one might conjecture 
that perhaps the three female residents were having difficulty 
handling some of the feelings that their patients were bring- 
ing to them, from which they needed respite—hence the 
pregnancies. Also, perhaps when they found out that they 
could not cure all their patients they had to prove their 
"competence" as women and produce babies. 

Perhaps there are other psychoanalytically based reasons 
for the poor timing of these pregnancies, but I will leave the 
writing of such a paper to the male residents involved; 
although, with the extra work the men had to do because of 
their female colleagues’ lack of commitment, they probably 
did not have the time to write such a paper. 


BRIAN W. JOSEPH, M.D. 
Topeka, Kan. 


Dr. Auchincloss Replies 


Sir: It is possible that Dr. Joseph's emotional response to 
my article has clouded his reading of the facts. Although I 
quite agree with him that anger over doing someone else's 
work requires no interpretation, the burden of the extra 
work to be divided consisted of only 8 nights on call. Is .727 
nights on call too much work to do for a colleague? Surely it 
should not interfere with the writing of papers. (During Dr. 
A's maternity leave, two residents, one female and one male, 
covered additional patients for 2 weeks, but this extra 
coverage did not become a group issue.) 

It has been interesting to me that in subsequent discussions 
of these events, the female residents in the group consistently 
remember it as 6 on-call nights and male residents as 10 
nights—errors of memory consistent with the emotional 
responses outlined in my paper. In exaggerating the work 
burden, Dr. Joseph is responding as did the male residents. 

It was never my intent to assert that pregnancy and 
childbirth have no “real” impact on coworkers in training 
programs. My aim was to invite discussion of the issues with 
consideration of equitable solutions. Dr. Joseph seems to 
recommend that psychiatric training programs either not 
accept women of child-bearing age or require them to take 
an oath of childlessness. Although this plan is certainly an 
option, perhaps there are solutions more in keeping with the 
real world, i.e., with the facts of life. 


ELIZABETH L. AUCHINCLOSS, M.D. 
New York, N.Y. 
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Child Psychiatry, Present and Future 


Sir: I would like to comment on “The Future of Child 
Psychiatry as a Medical Discipline" by Felton Earls, M.D. 
(September 1982 issue). 

Child psychiatry will not receive recognition from anyone 
until it can show that it has some useful contribution to 
make. As long as many of the therapies routinely used are of 
questionable efficacy and do not really require an M.D. 
degree to administer, there will be little reason for the child 
psychiatrist to be taken seriously. Attention deficit disorder, 
learning disability, and conduct disorder probably cover 
almost 80% or 90% of the total field of child psychiatry. 
Most of the patients do not even receive minimal drug trials 
to see whether they might receive some benefits from medica- 
tion. Most treatment situations are still governed by some 
one “philosophy.” Many child psychiatrists of the future will 
have to work as consultants—not in regard to the psychody- 
namics of their patients but in regard to pharmacological 
therapy—with psychologists, educators, social workers, and 
others providing the other parts of the treatment program. I 
have been working as consultant to an inpatient child 
psychiatric service in New York State for 7 years. This service 
has 30 beds and I am there 1 day a week. We have found this 
to be perfectly adequate. 

I believe ways must be found to get the best qualified child 
psychopharmacologists to work in this way with a maximum 
of patients. Unfortunately, many institutional psychiatrists 
are practicing much the same kind of child psychiatry as they 
did 20 years ago. 

Another reason Dr. Earls finds a lack of information about 
how child psychiatrists practice is that it was well known 
years ago that most child psychiatrists ended up practicing 
adult psychiatry because in private practice it was extremely 
difficult to earn a living from treating child patients. 


HANS R. HUESSY, M.D. 
Burlington, Vt. 


Alternative Approach to Burned Children 


Sir: In “Coping with Pain: A Developmental Approach to 
Treatment of Burned Children" (June 1982 issue), Frederick 
J. Stoddard, M.D., in a traditional approach to the pediatric 
burn patient (1, 2), emphasized the issues of separation, loss, 
therapeutic denial, and regression in service of the ego. He 
described burn-related anxiety, depression, “fixation in a 
hyperaggressive state," and psychotic symptoms through 
case examples. He recommended consistent “holding rela- 
tionships,” play therapy that encourages adaptive fantasy, 
narcotics for pain and anxiety, and the presence of the 
mother along with hypnotic or distraction techniques during 
dressing changes as the treatment for what seems to be the 
inevitable psychological response to burn trauma. His clini- 
cal observations from experience at the Boston Shriners 
Burns Institute provide support for these recommendations. 

In a small controlled study at the same institution (3, 4), I 
compared this traditional approach to the pediatric burn 
patient with its antithesis, i.e., an approach that emphasizes 
patient control of and focus on dressing change and active 
age-appropriate play rather than fantasy or regressive play. 
This approach, based on the results of animal and human 
research on the importance of predictability and controllabil- 
ity of aversive events, involves directing the patient to do as 
much of his/her own dressing removal, debridement, etc., as 
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is safely possible and continually focusing the patient on the 
procedure rather than distracting him/her from it. Although 
medications were not actively controlled in this pilot study, 
post hoc analysis showed that experimental subjects received 
significantly fewer doses of the standard narcotic premedi- 
cation for dressing changes, apparently because after imple- 
mentation of the experimental approach they were judged by 
staff to not need it. 

The subjects in the study were 11 patients aged 2—12 years 
with second- and third-degree burns over 1296—8596 of their 
body surface. Patients in the experimental group who, by 
chance, were at significantly greater risk for development of 
postburn psychopathology demonstrated significantly less 
(p=.043) psychopathology (e.g., anxiety, depression, hyper- 
aggression, cognitive dysfunction) as measured by nursing 
staff using standardized criteria than those in the group that 
received standard care. The groups were otherwise well 
matched and differed only on the independent treatment 
variables, namely, increased predictability and controllabil- 
ity during dressing change. 

My additional clinical observations at the University of 
Wisconsin also support the use of the experimental treatment 
with children to prevent and treat burn-related psycho- 
pathology. A larger comparative study in which dressing 
change premedication, as well as the approach to the child, is 
actively controlled 1s in progress. 
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CHARLENE KAVANAGH, PH.D. 
Madison, Wis. 


Dr. Stoddard Replies 


Sır: The study of 11 patients described by Dr. Kavanagh is 
a useful addition to the study of pain control in children. It is 
not the antithesis of, but rather is consistent with, previous 
observations. It is becoming clear that individualized meth- 
ods of pain control are needed and the method she describes 
is one. The scientific design of her project and her enthusiasm 
about it significantly enhanced nursing care at the Shriners 
Burns Institute. Regrettably, pain management has been so 
neglected by psychiatrists that there is no traditional psychi- 
atric approach to it for burned children. As a colleague in 
anesthesiology recently commented to me, my paper was the 
first psychiatric paper to be published on that subject. The 
reasons for neglect of pain management for adults and 
children by psychiatrists deserve separate attention. 

There is increasing research interest in pain control from 
several perspectives: type and dose of effective analgesia (1), 
patient-controlled analgesia (2), endorphin secretion, acu- 
puncture, and hypnosis and various psychological methods 
of pain control (Acupuncture in Burn Care" by E. Jichova 
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and associates and a session on “Control of Pain” were 
presented at the 6th International Congress on Burns, San 
Francisco, Aug. 30, 1982; tape available from Audio-Video 
Transcripts, 250 W. 49th St., Suite 4, New York, NY 10019). 
I look forward to Dr. Kavanagh’s further contributions in 
the area of pain control with children. 
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FREDERICK J. STODDARD, M.D. 
Boston, Mass. 


Recruitment and Qualities of Being 


Sir: What is most intriguing to me about “Tracking: An 
Answer to Psychiatry's Recruitment Problem?" by Walter 
Weintraub, M.D., and associates (August 1982 issue) is a 
statement in the abstract that is not present per se in the 
article: “The authors believe that an enthusiastic psychiatric 
faculty intimately involved with students over an extended 
period of time was the crucial factor neutralizing antipsy- 
chiatric socialization experiences in medical school” (empha- 
ses mine). 

Enthusiasm and time are aspects of being more than they 


are of doing, although they contribute strongly to doing. As 


stated in the works of Langs (1, 2), Olinick (3), and Chessick 
(4) and one about Semrad (5), the major factors in successful 
outcomes of psychotherapy are the therapist's qualities of 
being. On the basis of these and other studies, it is important 
to restate as often as possible that being and being-over-time 
are the basic factors which allow people to grow toward 
autonomy. 
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LEON MORTON GREEN, M.D. 
Wilmington, Del. 


Dr. Weintraub and Associates Reply 


Sir: Dr. Green's letter gives us the opportunity to provide 
some additional details about the Combined Accelerated 
Program in Psychiatry. As we indicated in our article, the 
program is entirely voluntary for medical student partici- 
pants. What we did not emphasize is the fact that almost all 
faculty who participate in the program are unpaid volun- 
teers. Their involvement as therapists and supervisors is 
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indeed a reflection of the enthusiasm they feel for students 
willing to spend extra time learning psychiatry. Free psycho- 
therapy and individual supervision assure student partici- 
pants intimate, longitudinal relationships with psychiatric 
faculty. 


WALTER WEINTRAUB, M.D. 
GEORGE U. BALIS, M.D. 
LAWRENCE DONNER, PH.D. 
Baltimore, Md. 


Psychiatrists’ Role in Consultation-Liaison 


Str: We wholeheartedly endorse the plan for establishing 
stable funding for consultation-liaison programs suggested 
by Robert E. Hales, M.D., M.B.A., and Paul J. Fink, M.D., in 
“A Modest Proposal for Consultation/Liaison Psychiatry in 
the 1980s" (August 1982 issue). We fear that the role of 
psychiatrists might be eroding in family medicine training as 
it has in community mental health centers. Our recent survey 
(1) investigating the role of psychiatrists in family medicine 
programs indicated that psychiatrists no longer play a leader- 
ship role in that setting but are only one of many “behavioral 
scientists." 

Nevertheless, we believe that psychiatrists must continue 
to maintain leadership within consultation-liaison activities. 
The hospital as a political structure makes this appropriate. 
Physicians are essential political elements within the hospital 
organization and have more input than in other health care 
systems. We have previously described (2) our own funding 
mechanisms for a consultation-liaison program at the Fair- 
fax Hospital, a 675-bed community hospital. Funding for 
two full-time fellows and for faculty supervision comes 
directly from the general operating expenses of the hospital. 
We found that a coherent presentation of the goals and 
objectives of consultation-liaison psychiatry to hospital ad- 
ministrators (whose major concerns are hospital occupancy 
levels, nursing recruitment, and management of physical 
facilities) was crucial in establishing our program. The 
detailed description of the benefits of consultation-liaison 
psychiatry, as described by Drs. Hales and Fink, could be 
persuasive information for others to present to hospital 
administrators. We hope that our experience and their 
proposal will provide a catalyst to other consultation-liaison 
psychiatrists as they attempt to secure stable funding for 
their programs. 
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THOMAS N. WISE, M.D. 


RICHARD M. BERLIN, M.D. 
Falls Church, Va. 


Increasing External Stimuli to Ameliorate Hallucinations 
Sir: In “Auditory Hallucinations Treated by Radio Head- 


phones” (September 1982 issue), Robert Feder, M.D., dem- 
onstrated the efficacy of external auditory stimuli in extin- 
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guishing auditory hallucinations in a schizophrenic patient. 

Recently a 24-year-old woman came to our emergency 
room with complaints of increasingly severe auditory and 
visual hallucinations. These consisted of male voices calling 
her name and of vaguely defined words written in the air. She 
was taking no medications at the time and had a diagnosis of 
chronic schizophrenia. The woman stated that the increase in 
hallucinatory activity occurred after her television set had 
broken. She went on to explain that watching television had 
markedly decreased both her auditory and visual hallucina- 
tions. As a result, she had tended to spend most of the day 
watching television. There had generally been enough of a 
lasting effect that she was able to go to sleep without any 
hallucinatory intrusiveness. 

This case appears to be similar to Dr. Feder’s in that a 
patient with hallucinations used an external stimulus to 
extinguish them. However, this patient used both auditory 
and visual stimuli to extinguish, or at least markedly amelio- 
rate, both auditory and visual hallucinations. 

It seems possible that many patients with chronic halluci- 
nations have independently discovered similar methods of 
increasing their external stimuli to ameliorate internal hallu- 
cinatory activity. 


J. MAGEN, D.O. 
Aun Arbor, Mich. 


Hysteria and Gynephobia 


Sir: Even with the correction (August 1982 issue) to 
“Hysteria and Women” (May 1982 issue), Paul Chodoff, 
M.D., fell into the same epistemological trap that ensnared 
Gregory Zilboorg years ago. Dr. Chodoff made psychiatrists 
the heirs and descendents of the Inquisitors! I am sure that 
this was not his intention. 

All will be better served if we forget about witches and 
hysterics and concentrate on gynephobes—then and now. 


ROBERT SEIDENBERG, M.D. 
Syracuse, N.Y. 


Dr. Chodoff Replies 


Sır: The correction referred to by Dr. Seidenberg involves 
the sentence "However, there is no doubt that behavior we 
would now regard as hysterical was frequently the basis for 
accusations of witchery.” In the published article the “now” 
was incorrectly printed as “not.” 

Dr. Seidenberg seems to believe that, by discussing the role 
of symptoms and behaviors which can be regarded as 
hysterical (anesthetic spots, seizures) in furnishing the basis 
for accusations of witchcraft against certain women, I (and 
Dr. Zilboorg before me) am joining the ranks of the Inquisi- 
tors, or at least their successors, among the gynephobes. 
Although current historical research has demonstrated that 
Dr. Zilboorg exaggerated the extent to which hysteria was 
interpreted in this fashion, there is no doubt that it was a 
significant phenomenon. Such stigmatization is one example 
of the age-old tendency for denigrating male attitudes to be 
translated into destructive actions toward women. 

I believe that if Dr. Seidenberg reads my article more 
carefully he will see that he is mistaken. Far from being an 
encouragement to gynephobia, it is an attempt to explain the 
occurrence in women of hysterical personality traits (which 
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certainly exist) as a caricature of femininity largely under the 
influence of oppressive cultural pressure by men. 


PAUL CHODOFRF M.D. 
Washington, D.C. 


Increasing Axis II Reliability 


Sır: As Graham Mellsop, M.D., and associates reported in 
“The Reliability of Axis II of DSM-III” (October 1982 
issue), poor reliability continues to slow efforts to establish 
the validity of axis II. Investigators should be aware of two 
projects currently under way to address this problem. 

The first involves our own work in developing the Struc- 
tured Interview for the DSM-III Personality Disorders (1), 
which is now being field tested as part of a research project at 
the University of Iowa Psychiatric Hospital. We feel that 
there are several sources of interrater variation in diagnosis 
on axis Il, and this instrument is designed to address each of 
these. 

First, the criteria for axis II differ from most axis I criteria 
in that they do not lend themselves to direct inquiry. Because 
of this, different clinicians may ask very different kinds of 
questions to determine if criteria are met. The Structured 
Interview for DSM-III Personality Disorders provides a set 
of standard questions in the form of a 60—90-min interview. 
For example, the schizoid personality criterion “‘absence of 
warm and tender feelings for others" is probed in part with 
the following questions: “What kinds of things make you 
feel sentimental?" and “Do you ever get tearful at sad 
movies?" 

Second, personality, by definition, involves assessment of 
traits rather than state. We have found that the patient's 
answers and behavior in front of a psychiatrist may be very 
different from his or her typical day-to-day behavior. It is 
therefore important to seek further information from a close 
friend or relative. The interview provides a set of questions 
that allow for the systematic collection of information from a 
knowledgeable informant. Questions to both the informant 
and the patient seek concrete behavioral examples whenever 
possible. 

Finally, we have found that different clinicians use various 
thresholds of severity in deciding if a given criterion is met. 
The interview defines three levels of severity for each criteri- 
on. For example, the criterion for paranoid personality 
“questioning the loyalty of others” is rated on a scale of 0—2 
in which 0 indicates "all concerns are easily justified and 
understandable," 1 means “‘appears to be quick to read 
disloyalty into things," and 2 represents “has created job or 
social difficulties by taking action on rather far-fetched 
concerns." We do not yet have sufficient data to calculate 
meaningful kappas; however, the initial results are encourag- 
ing. 

We are aware of one other major effort along this line. 
Hyler and associates (2, 3) have taken a very different 
approach in developing the Personality Disorder Question- 
naire. The patient is asked to rate a series of statements as 
true or false. The answer sheet can be scored by machine to 
produce DSM-III axis II diagnoses. Hyler and associates 
have also recognized the importance of informant informa- 
tion by developing a version of the Personality Disorder 
Questionnaire to be filled out by a close friend or relative. 

We would be interested in hearing from investigators 
working on other approaches to improving the reliability of 
axis II. 
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Klinefelter's Syndrome, Schizophrenia, and Breast Cancer 


SiR: Klinefelter's syndrome is frequently associated (1) 
with mental disorders, including schizophrenia, and also has 
been associated with breast cancer (2). The association of 
both schizophrenia and breast cancer with Klinefelter's 
syndrome has not been previously reported to our knowl- 
edge. We would like to report the case of a patient with 
Klinefelter's syndrome and schizophrenia who was treated 
with neuroleptic drugs and later developed breast cancer. 


Mr. A began hearing voices when he was in his late 30s. 
The voices seemed to be coming from his own mouth and 
resembled those of his cousin and nephew and said deroga- 
tory things. He also began to have sensations that his genitals 
were being manipulated. These feelings continued until he 
was 41, when he had his first psychiatric hospitalization and 
was diagnosed as having schizophrenia; he was started on 
treatment with neuroleptics, which he has taken regularly. 
His medication included thioridazine, 400—500 mg/day, and, 
later, fluphenazine enanthate, 50 mg every 2 weeks. 

During Mr. A's second hospitalization, when he was 46, 
Klinefelter's syndrome was diagnosed on the basis of buccal 
and leukocyte chromosome studies showing an XXY pat- 
tern. 

When Mr. À was 53, a mass was discovered in his left 
breast during a psychiatric hospitalization; it was found to 
be an infiltrating adenocarcinoma, positive for both estrogen 
and progesterone receptors. Radical mastectomy was per- 
formed and he was followed up regularly; no evidence of 
metastasis was found. His medical history included treat- 
ment for pulmonary tuberculosis with two-stage thoraco- 
plasty and later treatment with isoniazid. He had no family 
history of mental illness or cancer. We saw Mr. A when he 
was 55; he was tall and obese (106 kg) and had gynecomas- 
tia of the right breast, a small penis, and small, descended 
testes. The results of a neurological examination were nor- 
mal except for the finding of mild intention tremors. 


Because all neuroleptic drugs elevate plasma prolactin 
levels, there is some concern that these drugs increase the risk 
of breast cancer in humans. The secretion of prolactin by the 
anterior pituitary is under the control of prolactin-inhibiting 
factor (a-dopamine) in the hypothalamus. Neuroleptics pro- 
mote prolactin secretion by limiting the interaction of the 
prolactin-inhibiting factor with the receptors in the pituitary 
(3). Animal studies (4, 5) indicate that prolactin may facili- 
tate the growth of mammary tumors, suggesting that in- 
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creased prolactin levels may increase the risk of breast 
cancer. 

Although an increased incidence of breast cancer in pa- 
tients taking neuroleptic drugs has not, in fact, been demon- 
strated, these drugs remain suspect. It is interesting that the 
patient described in this report took neuroleptic drugs for 
several years before he developed breast cancer. 
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Absence of Borderline Personality Disorder in Later Years 


Sin: It is uncommon to find patients over the age of 40 
with the diagnosis of borderline personality disorder. The 
MMPI characteristics of a group of patients with a variety of 
DSM-III personality disorders may help to explain this 
observation. 

My associates and I (1) found that the MMPI scores of 
patients with DSM-III borderline personality disorder and 
aged-matched patients with other DSM-III personality disor- 
ders differed on profile elevation but not on profile shape or 
dispersion. Because of this similarity we hypothesized that a 
comparison of the MMPI characteristics of patients with 
personality disorders other than borderline personality disor- 
der who were young with those of such patients who were 
older would shed light on the infrequency of the borderline 
diagnosis in patients over 40 years of age. We compared the 
MMPI scores of 27 inpatients aged 20—40 years with those 
of 21 inpatients aged 41—60 years. An analysis of variance 
revealed that the younger patients scored higher on the Ma 
scale (p«.04), which indicates that older inpatients with 
nonborderline personality disorders and, by inference, older 
inpatients with borderline personality disorder have a lower 
energy level than younger patients. The depressive elements 
of borderline personality disorder (2) may be intensified by 
this anergia. This increased depression may serve to inhibit 
the older borderline patient from acting out (doing physical 
harm to oneself, being impulsive or unpredictable, or doing 
things that are potentially self-damaging), which is how 
DSM-III borderline personality disorder may have been 
expressed in the patient’s youth. As a consequence, older 
patients fulfill fewer DSM-III criteria for the disorder than 
they did when they were younger and receive other diagnoses 
as they reach middle age. 
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CT Scans of Patients With Borderline Personality Disorder 


Sır: We have obtained computerized tomographic (CT) 
scans of 26 patients fulfilling DSM-III criteria for borderline 
personality disorder. Tomography was performed as part of 
an ongoing study of the phenomenology of borderline per- 
sonality disorder. Inclusion criteria were stricter than those 
of DSM-III: the patients studied had to fulfill 6 rather than 5 
DSM-III criteria for presumptive diagnosis of borderline 
personality disorder. The patients met a mean of 6.6 criteria, 
and 8 patients met all 8 criteria. Because the border between 
schizophrenia and borderline personality disorder is some- 
times blurred (1) we were particularly interested in any 
evidence of cerebral ventricular enlargement similar to that 
described for chronic schizophrenia (2). 

The CT scans were performed through the posterior fossa 
and cerebral hemispheres. All the scans were interpreted by 
the same neuroradiologist, who had special expertise in 
computerized tomography. All scans were normal. In partic- 
ular, there was no evidence of ventricular enlargement. 

Although most theories of the etiology of the borderline 
personality stress developmental factors, more attention has 
recently been given to the possible importance of constitu- 
tional factors. An overlap between minimal brain dysfunc- 
tion, episodic dyscontrol syndrome, and the borderline syn- 
drome has been described (3). Electroencephalographic ab- 
normalities may be more common in the borderline patient. 
Researchers conducting formal studies of the CT scans of 
borderline patients may wish to use sophisticated techniques 
for measuring ventricular size (1) and an adequate number 
and variety of control groups. 
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Imipramine for Attention Deficit Disorder 


Sir: I would like to comment on “‘An Indication for Use of 
Imipramine in Attention Deficit Disorder" by William H. 
Cox, Jr., M.D. (August 1982 issue). Despite many research 
reports to the contrary, numerous clinicians are using imip- 
ramine in the treatment of attention deficit disorder with 
long-term success; its advantages over other medications are 
that only two doses a day are needed, an even effect is 
obtained throughout 24 hours, and often the sleep pattern is 
also improved. The most commonly used medications, | 
believe, make life very difficult for the children in that they 
provide up-and-down emotional control all day long because 
they are so short-acting. Many of us have never seen the side 
effects referred to in the research literature, and I suspect they 
are due to doses that are much larger than necessary. 

Since imipramine's effect is immediate, one can titrate to 
the correct dose very quickly; the most common dose is 
between 10 and 50 mg/day. The biochemical action involved 
is obviously totally different from the one involved in the 
treatment of depression because the effect is immediate and 
the dose is so different. Also, all the medications used in 
treatment of attention deficit disorder are by no means 
interchangeable. The same is even true within the tricyclics, 
so that there are patients who respond to imipramine but not 
to amitriptyline, and vice versa. Further, there are patients 
who respond to neither one of these but do respond to other 
drugs. Therefore, anyone treating attention deficit disorder 
with medication should always be prepared to try a variety 
of medications. 


HANS R. HUESSY, M.D. 
Burlington, Vt. 


Correction 


In the November 1982 issue, at the bottom of page 1529, 
the list of members of the APA Task Force on Terrorism and 
Its Victims should have included the name of Robert I. 
Simon, M.D., who had a significant role in the preparation 
of the task force's report. The staff regrets this error. 
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psychiatrists are changing to Ativo- 
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National data reveal a sharp decline in the prescribing 
of long-acting benzodiazepines,” while a survey at a 
major psychiatric meeting has indicated a decided 
shift to short-acting Ativan (lorazepam). The reasons 
most often cited in the survey are: 


Ativan? short period of accumulation 


Long-acting benzodiazepines, with their active 
metabolites, accumulate for as long as 20 days before 
reaching steady state. Ativan has no active 
metabolites and accumulates for only 2 to 3 days to 
steady state. Cumulative sedative effects are seldom 

a problem with Ativan.' 


Ativan: short period of elimination 


Once you discontinue Ativan, it will be out of your 
patient's system 4 days after the final dose—unlike the 
long-acting agents which take up to 2 weeks to be 
totally eliminated. Ativan®, therefore, can offer you and 
your patients greater control. 


See important information on following page. 


Wyeth Laboratories 


| l l Philadelphia, PA 19101 
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Ativan: short half-life 


The 12-hour half-life of Ativan, consisten? w.” 
dosage, is not extended by active metabo! :: . 
are none. All the long-acting benzodiaze2:^: ` 
for anxiety are biotransformed to desme'*^ : 
which can extend the half-life of the parent © 
to 200 hours! 

* Diazepam CIV, chlordiazepoxide CIV, clorazepate CIV and prazep r 
Reference: 1. Shader RI, et al: Psychiatric Annals *7 30-40, 1961 
Copyright © 1982, Wyeth Laboratories. All nghts reserved 
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Brief Summary of Prescribing Information. 


Indications and Usage: Management of anxiety disorders or short-term relief of symptoms of 
anxiety or anxiety associated with depressive symptoms. Anxiety or tension associated with 
stress of everyday life usually does not require treatment with an anxiolytic. 

Effectiveness in long-term use, i.e., more than 4 months, has not been assessed by system- 
atic clinical studies. Reassess periodically usefulness of the drug for the individual patient. 


Contraindications: Known sensitivity to benzodiazepines or acute narrow-angle glaucoma. 


Warnings: Not recommended in primary depressive disorders or psychoses. As with all CNS- 
acting drugs, warn patients not to operate machinery or motor vehicles, and of diminished tol- 
erance for aicohol and other CNS depressants. 

Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbi- 
turates and alcohol have occurred following abrupt discontinuance of benzodiazepines 
(including convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addic- 
tion-prone individuals, e.g. drug addicts and alcoholics, should be under careful surveillance 
when on benzodiazepines because of their predisposition to habituation and dependence. 
Withdrawal symptoms have also been reported following abrupt discontinuance of benzodi- 
azepines taken continuously at therapeutic levels for several months. 


Precautions: in depression accompanying anxiety, consider possibility for suicide. 

For eiderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid over- 
sedation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may 
result in symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and 
occasional convulsions. Observe usual precautions with impaired renal or hepatic function. 
Where gastrointestinal or cardiovascular disorders coexist with anxiety, note that lorazepam 
has not been shown of significant benefit in treating gastrointestinal or cardiovascular compo- 
nent. Esophageal dilation occurred in rats treated with lorazepam for more than 1 year at 
6mg/kg/day. No effect dose was 1.25mg/kg/day (about 6 times maximum human therapeutic 
dose of 10mg/day). Effect was reversible only when treatment was withdrawn within 2 months 
of first observation. Clinical significance is unknown, but use of lorazepam for prolonged 
periods and in geriatrics requires caution and frequent monitoring for symptoms of upper G.I. 
disease. Safety and effectiveness in children under 12 years have not been established. 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LDH. As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbiturates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in 
rats during an 18-month study. No studies regarding mutagenesis have been performed. 


PREGNANCY: Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotated limbs, gastroschisis, 
malformed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
dosage. Although all these anomalies were not present in the concurrent control group, they 
have been reported to occur randomly in historical controls. At 40mg/kg and higher, there was 
evidence of fetal resorption and increased fetal loss in rabbits which was not seen at lower 
doses. Clinical significance of these findings is not known. However, increased risk of congeni- 
tal malformations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
meprobamate) during first trimester of pregnancy has been suggested in several studies. 
Because use of these drugs is rarely a matter of urgency, use of lorazepam during this period 
should almost always be avoided. Possibility that a woman of child-bearing potential may be 
pregnant at institution of therapy should be considered. Advise patients if they become preg- 
nant to communicate with their physician about desirability of discontinuing the drug. In 
humans, blood levels from umbilical cord blood indicate placental transfer of lorazepam and its 
giucuronide. 


NURSING MOTHERS: It is not known if oral lorazeparn is excreted in human milk like other 
benzodiazepines. As a general rule, nursing should not be undertaken while on a drug since 
many drugs are excreted in milk. 


Adverse Reactions, if they occur, are usually observed at beginning of therapy and generally 
disappear on continued medication or on decreasing dose. In a sample of about 3,500 anxious 
patients, most frequent adverse reaction is sedation (15.9%), followed by dizziness (6.9%), 
weakness (4.2%) and unsteadiness (3.4%). Less frequent are disorientation, depression, nau- 
sea, change in appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye 
function disturbance, various gastrointestinal symptoms and autonomic manifestations. Inci- 
dence of sedation and unsteadiness increased with age. Small decreases in blood pressure 
have been noted but are not clinically significant, probably being related to relief of anxiety. 

Overdosage: In management of overdosage with any drug, bear in mind multiple agents may 
have been taken. Manifestations of overdosage include somnolence, confusion and coma. 
Induce vomiting and/or undertake gastric lavage followed by general supportive care, monitor- 
ing vital signs and close observation. Hypotension, though unlikely, usually may be controlled 
with Levarterenol Bitartrate Injection U.S.P Usefulness of dialysis has not been determined. 
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Dosage: Individualize for maximum beneficial effects. Increase dose 
gradually when needed, giving higher evening dose before increasing 
daytime doses. Anxiety, usually 2-3mg/day given b.i.d. or t.i.d.; dosage 
may vary from 1 to 10mg/day in divided doses. For elderly or debili- 
tated, initially 1-2mg/day; insomnia due to anxiety or transient situa- 
tional stress, 2-4mg h.s. 


How Supplied: 0.5, 1.0 and 2.0mg tablets. 


Wyeth Laboratories AA 
Philadelphia, PA 19101 
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Illnesses from uncontrolled 


high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. 

About 2096 of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day, can prevent heart failure, 
stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
beeasily detected and controlled 
so a person can lead a normal, 
healthy and active life. On the 
job, and off. To learn how your 
company can start a high blood 
pressure control program, write: 


Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 


National High Blood Pressure Education Program. 


National Heart, Lung. and Blood Institute. 
U.S. Department of Health and Human Services 


A møre rapid enset ef 
action than with | 
amitriptyline or imipramine 


AE Ue joe 
and a low incidence 
of anticholinergic effects 


Major symptom improvement within 4-7 days has 


been common. In over 80% of responsive patients, 


improvement occurs within two weeks. 


Rapid relief of anxiety 
or agitation associated 
with depression 


Less than 1% incidence of hypertension, syn- 
cope, or tachycardia was seen in 11 years of 
clinical trials. This finding is generally supported 
by broader clinical experience. Anticholinergic 
effects were infrequent: dry mouth (14%), 
constipation (12%), and blurred vision (7%). 
Antidepressants are not recommended for use 
during the acute recovery phase following myo- 
cardial infarction. Rarely, extrapyramidal side 
effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 

to treatment with amoxapine. 
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Asendin 


AMOXAPINE e» 


ASENDIN' 

Amorapite 

TABLETS 

VA Depot: NSN 6505-01-111-31954 50 mg. (100 5) 
NSN 6505-01-111-21944 100 mg. — (1005) 


DESCRIPTION 
ASENDIN amoxapine is an antidepressant of the dibenzoxarepine class, chemically distinct from the dibenzazepines. dibenzocyclo- 
heptenes. and dibenzoxepanes. 


Its designated chemically as Z-chioro-1-it-piperaznyhdibenr [b.f] {1 4]oxazepine. The molecular wegh! is 313 8. The empirical 
formula is Cer eCINSO 


ASENDIN is supplied for orai administration as 50 mg. 100 mg. and 150 mg tablets 


CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its action The mechanism of ts clinical action i man is nut well 
understood In animals, amoxapine reduced the uptake of norepinephrine and serotonn and blocked Me response of dopamine 
receptors to dopamine Amoxagine is not a monoamine oxidase nhiwtor 


ASENDIN ss absorbed rapidly and reaches peak tiood levels approximately 90 minutes after ingestion. ?' is almost completely metas- 
alized. The main route of excretion is the icdney 1n vitro tests show that amoxapine binding to human serum +s approximately 90% 


in man. amoxapine serum concentrahon dechnes with a half-life of eight hours However. the majet metabolite. 8-hydroxyamoxap- 
me. has a biologie haif-ite of 30 hours. Metabolites are excreted in the urine in conjugated form as gtucuronides 


Cimica studies have demonstrated that ASENDIN has a more rapid onset of action than either amitriptyline or smipramine The initial 
clinical eect may occur within four to seven days and occurs within two weeks in over 80% of responders 


INDICATIONS AND USAGE 
ASENDIN is indicated for the relief of sympcoms of depression in patients with neurobc or reachve depressive disorders as weli as 
endogenous and psychotic depressions its indicated for depression accompanied by anxiety or agitation 


CONTRAINDICATIONS 

ASENDIN is contraindicated in patients wit have shown pror hypersensitwity to dibenzoxazepine compounds Tt should not be given 
Concomitantiy with monoamune oxidase inhibitors. Hyperpyretic Crises, severe convulsions. and deaths nave occurred in patients 
receiving tncychic antidepressants and monoamine oxidase inhibitors simultaneously. When it rs desired to replace a monoamine ox- 
dase inhibitor with ASENDIN, a mmiumum of 14 days should be allowed to elapse after the former is disconnued ASENDIN should 
then be initated cautiously with gradual increase in dosage unt! optimum response is achieved The drug ss not recommended for 
use during the acute recovery phase following myocardial infarction 


WARNINGS 

ASENDIN shouid be used with Caution in patients with a history of urinary retention, angie-closure glaucoma or increased intraocular 
pressure Patents with cardiovascular disorders should be watched closely Incyche antidepressant drugs. parnculariy when given in 
high doses. can induce sinus tachycardia. changes in conduction time. and arrhythemas Myocardial infarction and stroke have beer 
reported with drugs of ths class 


Extreme caution Should be used in treating patients with a history of convulsive disorder or those with overt or latent seizure 
disorders 


PRECAUTIONS 

General in prescribing the drug if should be borne in mind that the possibilty af suicide s inherent in any severe depression. and 
persists unti a significant remission occurs. the drug shouid be dispensed «n the smallest suitable amount. Mame depressive patiens 
May expenence a shift to the manic phase. Schizophremt patients may develop increased symptoms of psychosis. patients with par- 
angid symptomatology may have an exaggeration of such symptoms. This may require reduction of dosage or the addition of a major 
tranquilizer 10 the therapeutic regimen. Antidepressant drugs can Cause skin rashes andor "drug fever” i? susceptible individuals 
These allergic reactions may. in rare cases. 2e severe They are more üxely to occur during the first few cays of treatment, but may 
also occur later. ASENDIN shouid be disconsinued if rash and/or fever develop Amoxapine possesses a degree of dopamne-blocking 
achvity which may cause extrapyramidal symptoms in < 3% of patients. Rarely. symptoms indicative of tardive dyskinesia have been 
reported. possibly related to treatment with amoxapine 


information for the patient Patients should be warned of the possibility of drowsiness that may impair perlormance of potentially 
hazardous tasks such as driving an automobile or operating machinery 


Drag interactions: See "Contraindications" about concurrent usage of tricychr antidepressants and monoamine oxidase inhibitors 
Paralytit deus may occur «n patients taking tncychic antidepressants in combination with anticholinergic drugs ASENDIN may 
enhance the response to alcoho! and the effects of barbiturates and other CNS depressants 


Therapeutic interactions Concurrent administration with electroshock therapy may increase the hazards associated with such 
therapy 


Carciogenesis. impairment of fertiíty. ina 21-month toxicity study at three dose levels in rats, pancreatic islet cell hyperplasia 
occurred with slightly creased incidence at doses 5- TÜ times the human dose Pancreatic adenocarcinoma was detected in low inc 
dence in the mud-dese group only. and may possibly have resulted from endocrine-mediated organ hypertunction. The significance o' 


these findings to man is not known 


Treatment of maie rats with 5-10 times the human dose resulted in a shght decrease in the number of fertile matings. Female rats 
receiving oral doses within the therapeutic range displayed a reversible increase in estrous cycle length 


Pregnancy. Pregnancy category C. Studies parlormed « mice. rats. and rabbits have demonstrated no evalence of teratogenic effect 
due to ASENDIN. Embryotoxicity was seen in rats and rabbits given ora! doses approximating the human dose Fetotone effects 
(intrauterine death, stilbirth, decreased beth weight) were seen in animais studied at oral doses 3- 10 times the human dose. 
Decreased postnatal survival (between days 3-4) was demonstrated in the offspring of rats at 5-10 times the human dose There are 
20 adequate and wel! controtied studies in pregnant women ASENDIN should be used during pregnancy only if the potenta! benetit 
ustihes the potential risk to the fetus. 

Nursing mothers ASENDIN, ike many other systemic drugs, is excreted in human mik. Because effects af the drug an wants are 
unknown, caution should be exercised when ASENDIN is administered to nursing women. 


Pediatric use: Satety and effectiveness in chidren below the age of 16 have not been established. 


ADVERSE REACTIONS . 
Adverse reactions reported in controlled studies «n the United States are categonzed with respect to incidence below. Following this t 
à listing of reactions known to occur with other antidepressant drugs of thes class but sot reported to date with ASENDIN 


INCIDENCE GREATER THAN 1% . 
The mast frequent types of adverse reactions occurring with ASENDIN in controlied cca! trals were sedabve and anticholinergic: 
these included drowsiness (14%). dry mouth (14%). constipation (12%). and blurred vision (7%). 


Less frequently reported reactions were: 

ONS and Neuromuscular—annwely, insomma, testiessness, Nervousness, palpitations, tremors. confusion. excitement, mghimares. 
ataxia, alterations in EEG patterns. 

Allergic---edema. 

Gastrointestinal nausea. 

Other dizziness, headache, fatigue, weakness. excessive appetite. increased perspiration 


INCIDENCE LESS THAN 1% l 

Anuchoinergic—disturbances of accommodation, mydriasis, delayed micturiton. unnary retention nasa stuffiness 
Cardiovascuiat—bypotension, hypertension. syncope, tachycardia. 

Allergie—drug fever with skin rash, photosensitzation, pruritus, rarely vasculitis. 
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ONS and Neuromuscuiar—tagieg, paresthestas af the extremities. tinnitus. disorientation. seirures. hypomania, numbness, 
AAegordination. disturbed concentration. extrapyramidal symptoms. snciuding, rarely. tardive dyskinesia. 

Hematologic-- eukopenua 

Gastroitestingi— epigastkic distress, vomiting, flatulence, abdominal pain, peculiar taste, ciorrhea. 

Endocnne— increased or decreased libido. impotence, menstrual irregularity, breast enlargement and galactorrhea in the female 
Qther— acrmatian. weight gaia er toss, altered liver function 


DRUG RELATIONSHIP UNKNOWN 

The following reactions Rave Deer reported very rarely, and occurred under uncontrolied crrovmstances where a drug relationship 
was difficult to assess These observations are listad to serve as alerting mformation to physusans 
Allergic—urticaria and petachiae 

Antchahnergit-- paralytic deus 

Cardiovascular atrial arraytamias (including atngl fibrillation) myocardial infarction, stroke heart block. 
ONS and Neuromuscular—hallucinations. mghtmeres 

Hematpiogic— hrombocytopema. purpura 

Gastrointestingl— parotid swelling 

£ndocriae— change in blocd glucose levels 

Üther—pancreatitis. hepatis. @undice urinary frequency, testicular swelling. anorexia 


ADDITIONAL ADVERSE REACTIONS 

The following reactions have been reported with otter antidepressant drugs. but not with ASESDIN 
Antichosnergic— sublingual adentss. diaten of the unnary tract 

CNS and Neuvromuscuat—deusions. syndrome ot inappropriate ADH secretion 
Hematoioge-—agranulocytasis. eosinophiuia 

Gastromiastings—stomatits. Back tongue 

Endocrine-- gynecomastia 

Üther-—-alopeca 


OVERDOSAGE 

Sigas and Symptoms 

initial toxic manifestations af ASENDIN overdosage typically are CNS effects: delirium. lethargy with fuminished deep tendon 
reflexes. and/or sezures. Cardiovascular effects, when they occur. are usually imited to sinus cachycardia and transient minor EKG 
Changes Serious hypotens.on. hypertension. or cardiac arrhythmias ate rate Respiratory acicosis may develop following repeated 
seizures. and metabolic acidosis has been reported 


important 

Renal impairment may develop tree to five days afer substantial overdosage in patients who may appear otherwise recovered. Oh- 
guria. hematuna. and renal failure fave been reported Tubular necrosis and rhabdomyolysis «th myogiobinutia may also occur in 
such cases. Treatment is the same as that for non-Grug-imduced renal dysfunction. In a limited series of cases of renal failure tollow- 
ing overdosage, 70% have recovered with appropriate treatment 


in genera! treatment of overdosage must be symptomatic and supportive t the patient 1s conscious, induced emesis followed by 
gasing lavage wih appropriate precautions fo prevent pulmonary aspiration should be accomp:shed as soon as possible. Following 
lavage. activated charcoal may be administered to reduce absorption An adequate amway shoud be established in comatose patients 
and assisted ventilation instituted vi necessary. Convulsions, shouid they occur. may respond te standard anticonvulsant therapy: 
however, barbiturates may potentiate any respiratory depression Specific treatment should be guided by the predominant symptoms 
which may suggest use of a particolar pharmacolog.c agent For example, the siow intravenous administration of physostigmine sali- 
cylate has been reported to reverse most of the senaus cardiovascular and CNS effects of oveniosage with tricyclic antidepressants. 
such as Cardiac arrhythmias and convulsions. {Avori rapid mechan to reduce the possibility cfphysostigmine-induced convulsions). 
Convulsions May aiso be treated with intravenous diazepam. Acidosis may be treated by cautious intravenous administration of 
sodium bicarbonate 


A patient who has ingested a toxic overdose of a tricyclic antidepressant may remain medically and psychiatrically unstable for sev- 
erat days due to sustained excessive drug levels. Unexpected cardiac deaths have occurred ug ^n six days post-overdose with other 
antidepressants The QRS interval of the electrocarciogram appears a reliable correlate of the severity of overdosage. If the ORS 
terval exceeds 100 miliseconds anytime during the first 24 hours after overdose, cardiac funetion should be continually monitored 
for iive or six days (Proiongation of the QRS interval beyond 100 milliseconds has not been reported with ASENDIN over-dosage. 
and there have been no deaths due to primary cardiac toxicity | 


The smaiest estimated lethal overdose reported has been 2.6 grams On the other hand, some patients have survived much larger 
overdoses. Age and physica’ condition of the patien, concomitant ingestion of other drugs. ane especially the interyal between drug 
ingestion and inhation of emergency treatment, are important determining factors in the probaz«dity of survivai 


DOSAGE ANG ADMINISTRATION 

Effective dosage af ASENDIN may vary from one patient to another. Usual effective dosage is 200 mg to 300 mg daily. Three weeks 
constitutes an adequate period of trial proving osage has reached 300 mg dady (or lower levet of tolerance) for at least two weeks. 
If no response is seen at 300 mg. dosage may de nereased, depending upon tolerance, up to 490 mg daily Hospitalized patients 
whe have been refractory to antidepressant therapy and who have no history of convulsive seizures may have dosage raised cau- 
tiousiy up to 800 mg daily in divided doses. 


ASENDIN may be given m a single daily dose. not to-exceed 300 mg. preferably at bedtime. if the total daiiy dosage exceeds 300 mg. 
it should be given in divided doses. 


indigi Dosage for Adults: Usual starting ia is 5C mg two or three times daly Depending upon tolerance, dosage may be 
increased to 100 mg two or Sree times daily by the end of the first week. (Initial dosage ot 300 mg daily may be given. but notable 
sedation may occur in some patents dunag the hrs! few days of therapy at this level } Increases above 300 mg daily should be made 
aniy if 300 mg daily has been ineffective a triel period of at least two weeks. When effectwe dosage is established. the drug 
may be given in a single dose (no: to exceed 300 mo at bedtime. 


Eideriy Patients: in general, ower dosages are recommended for these patients. Recommenderistarting dosage of ASENDIN is 
25mg two or three times daly. 1f 6 intolerance is observed. dosage may be increased by the end of the first week to 50 mg two or 
three times daily. Although 130-150 mg daily may be adequate for many eideriy patients, some may require higher dosage. Careful 
increases up te 300 mg daily are indicated in such cases. 


Once an elective dosage is established. ASENDIN may conveniently be given in a single bedtime dose. not to exceed 300 mg. 


Maintenance: Recommended maimtenance dosage of ASENDIN is the lowest dose that will maintain remission. 1f symptoms reap- 
peat, dosage should be increased to the eartier level nti they are controlled 


For maintenance therapy at dosages of 300 mg or less, a single dose at bedtime is recommended. 


HOW SUPPLIED l 

ASENDIN Amoxapine Tablets are supplied as follows l . 

50 mg- Orange, heptagon-shaped tabiets, engraved on one side with LL above 50 and with À*5 on the other scored side. 
(Product No. NDC 0005-5390-23) — bottles of 108 
iPreduct No. NDC 0005-5390-31].— bottles of 508 
iProduct No. NDC 0005-5390-661— 10 x 10 Unit Dose 

100 mg—Biue. heptagon-shaped tablets, engraved an one side with Lt above 100 and with AT? on the other scored side. 
(Product No. NOC 0005-5391-231— bottles of 100 
(Product No NDC 0005-5391-60:— 10 x 10 Unit Lose 

150 mg—Peach, heptagon-shaped tablets. engraved on one side with LL above 150 and with Af on the other scored side. 
(Product No. NDG 0005-5392-38)—hottles ot 30 

Store at Controlled Room Temperature 15-3070 (59-86°F} 
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PSYCHIATRISTS! 


The 
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American Psychiatric Association 


APPOINTMENT 
BOOKS 





The new, 1983 Desk 

Appointment Book includes reference 

charts to the DSM-III Classification, 

tables of Commonly Abused Drugs 

with their Street Names, Legal Terms, 

and Neurologic Deficits, and a new 

feature enabling busy psychiatrists to 

keep an accurate record of their 

participation in Continuing Medica! 

Education (CME) 

At the same time, the APA Appointment Books 
maintain all of the essential features that have made 
them popular with psychiatrists for the past thirteen 
years. Each double page gives you a complete week 
with each day divided into 15-minute time 

periods. There is a comprehensive list of the 
addresses and annual meeting dates of all 

major psychiatric and mental health 

organizations and agencies, and a convenient 
alphabetical section for names, addresses, and 
telephone numbers. 


The 1983 Appointment Books are | ORDER FORM——————————————————— IM ‘M 
spiralbound, with a special light- | Mail to: American Psychiatric Press, Inc., P.O. Box 19343 
weight Leatherette cover that fits | ire oq Ero eee a intment Book (#P107-A\ iso 
- MP s copies ointment Boo -A) at $15.00 
easily into your briefcase. pa aio 1983 POCKET Appointment Book (fP108-A) at $9.00 
__ copies 1983 Appointment Book Set (fP109-A) at $20.00 
(Orders under $35 must be prepaid. Shipping charges will be 
' added if order is not prepaid.) 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 





haloperico 





tablets/concentrate/injectior 


* Marked sedation is rare; some instances of drowsiness have been reported. 


Please see following page for brief summary of prescribing information 


The only neuroleptic many psychotic 
patients may ever need 


HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; | 
easily added to food, juices or | 
water for ease of dosage i 
adjustment and better patient | 
acceptability. 2 mg per ml 
haloperidol (as the lactate) 















e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


e Safe and effective atthe | 
widest possible dosage range* 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions ar d adverse reactions. 


HALDOL 









i HALOPERIDOL 
CONCENTRATE 
2 mg. per ml. HALDOL* tablets 

(haloperidol) 

in 6 different strengths, for 
HALDOL® (haloperidol) | convenience in individualizing 
sterile injection + Pre-filled Syringe | HALDOL ld dosage. 
for rapid control (often within hours) ` KR . HALDOU d a 


in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and /or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impairec. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
Is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity May Occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
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/; mg 1 mg 2 mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abruot withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia ' except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The ris« appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
Is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusior, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/cr treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis, agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence. increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Leryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646 ©McN 1982 


References: 1. Pepper B, Kirshner MC. Ryglewicz H: The young adultchronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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ANNOUNCING DSM- | 


DIAGNOSTIC AND STATISTICAL MANUAL 
OF MENTAL DISORDERS ( THIRD EDITION) 








The third edition of the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
Disorders (DSM-IIT, February 1980), is the first major revision of the Andrew E. Skodol, MD 
psychiatric nomenclature in 12 years. Now, its long-awaited companion Miriam Gibbon, MSW 
piece, the DSM-/if Case Book, brings the diagnostic concepts of Janet B.W. Williams, MSW 


DSM-III to life, through 214 case vignettes of real patients, representing 
the wide range of psychopathology seen in clinical practice. The 
DSM-III Case Book can facilitate the learning of the new concepts 


and terminology in DSM-III, be helpful in preparing for examinations, TABLE E ODEN T SNC Uges: 


be used to test knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders in Adults 
in most treatment settings, and stimulate discussions about treatment Chapter 2: Mental Disorders in Children and Ado ¢ « 
recommendations. Chapter 3: Cases for Multiaxial Evaluation 


Chapter 4: Diagnostic Dilemmas 
Chapter 5: Cases for Testing 

Chapter 6: Historical Cases 

Appendix: DSM-III Decision Trees 

o Notes other disorders that should be considered Index of Diagnoses and Technical Terms 
o Recognizes diagnostic uncertainty when it exists DSM-IH Classification 

Refers the reader to the appropriate diagnostic category in DSM-III 


Each case history: 
9 Includes a comprehensive description of the clinical picture 


o Presents the rationale for making each diagnosis 


o 


ORDER FORM — — — ————— —-- 


copies of DSM-III Case Book (casebound), Publication &P050-5. $29.95 

copies of DSM-ii Case Book (paperback), Publication #P051-3. $16.00 

copies DSM-II (casebound), Publication #P041-6. $29.95 

copies DSM-III (paperback), Publication #P0424. $23.95 

copies Quick Reference to the Diagnostic Criteria, Publication #P043-2. $12.00 

DSM-IlI Sets (casebound and Quick Reference to the Diagnostic Criteria), Publicatior #P044-0. «i15 4 


DSM-III Classification Axes I and II-—Categories and Codes (Single sheet reference chart), Public ati 
#P402-0. Single copies: $1.50; Units of 50 copies: $20.00. 





Please send me 























Bulk discounts: 10-24 copies, 10% discount per publication number; 25-99 copies, 15% discount per publ cation number 
100 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-III Set. 


ENCLOSED IS A TOTAL PAYMENT OF $ —— m.. 


(All domestic orders amounting to $35.00 or less must be accompanied by payment. Non-prepaid orders (over $35.00) will be ir 
voiced with shipping/handling charges included.) 


NAME 
ADDRESS 
CITY/STATE/ZIP 


MAIL TO: American Psychiatric Press, Inc., P.O. Box 19343, Washington, D.C. 20036 


| Prices effective May 1, 1981 and subject to change without notice. 
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It may come as a big surprise, but — chapter of the Epilepsy Foundation 





all these achievers have epilepsy. of America, or mail this coupon. _ 
Today, epilepsy isnt the handicap Epilepsy Foundation of America u 
you might think. Thanks to medical died sided 


Washington, D.C. 20013 
I want to learn more about epilepsy. 


Name aec etcetera Corgi 
Address ee 


progress, most people with epilepsy 
can do just about anything anybody 
else can do... and then some. 

the facts. Contact your local 


Epilepsy. 


It's not what you think. 
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VALIUM ‘diazepam/Roche) IN THE 
FOREFRONT OF NEURORECEPTOR RESEARCH 





Artist's concept of neurotransmitter 
being released into synaptic cleft and 
impinging on receptor sites 


Copyright © 1982 by Roche Products Inc. All rights reserved. 
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Opening new investigative pathways 
into where and how Valium (diazepam/Roche) exerts 
its distinctive antianxiety action 


New discoveries in receptor research have Under especially intense investigations are the 
stimulated the search for endogenous brain sub- GABA receptors and the benzodiazepine binding 
stances that may be involved in the mediation of sites themselves—apparently constellations of 
anxiety.'5 It has been further theorized that these closely linked but not identical structures.* 
substances may act as ligands that bind to Future implications for improved therapy. 


the same or similar sites as do benzodiazepine mole- |n future work, Roche researchers and other scien- 

cules*—Dbinding sites early identified with the use tists hope to identify and characterize various differ- 

iesus vela dle dai Nagin di aa ential sites in the brain, which may result in more 
soecific diagnostic and therapeutic approaches. 

the ability of benzodiazepines to bind with the sites P 9 P Pp 

appears to correlate with their clinical effects.247° 


Present investigations into clinical relevance 
of binding sites. Laboratories at Roche have 
conducted research to identify and isolate sub- 


stances that may prove to be endogenous ligands, on 
but no definitive identification has yet been made. 2:008, AG HIE AO Tees 
Researchers are also studying substances which " 
do not bind, but rather interact with the benzo- (V. 
diazepine binding sites—most notably 
gamma-aminobutyric acid (GABA)— di S R h 
and are postulated to mediate certain ICZeparn OC e 
oharmacologic and clinical 


benzodiazepine effects.245-0 THE RESEARCH AND CLINICAL LEADER 













Please see brief summary of product information 
and references on the following page 
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VALIUM c 
(diazepam/ Roche) 











Before prescribing, please consult complete product information, 
a summary of which follows: 
indications: Management of anxiety disorders, or short-term relief of 
ptus of anxiety. Anxiety or tension associated with the stress of every- 
ay life usually does not require treatment with an anxiolytic. Symptomatic 
relief of acute agitation, tremor, delirium tremens and hallucinosis due to 
acute aicohol withdrawal; adjunctively in skeletal muscle spasm due to 
reflex spasm to local pathology; spasticity caused by upper motor neuron 
ical athetosis; stiff-man syndrome; convulsive disorders (not as sole 
rapy). 

The effectiveness of Valium in long-term use, that is, more than 4 months, 
has not been assessed by systematic clinical studies. The physician should 
periodically reassess the usefulness of the drug for the individual patient. 
Contraindicated: Known hypersensitivity to the drug. Children under 
6 months of age. Acute narrow angle glaucoma; may be used in patients 
with open angle glaucoma who are receiving appropriate therapy. 
Wamings: Not of value in psychotic patients. Caution against hazardous 
OCCHOCNORS requiring complete mental aleriness. When used adjunctiveiy 
in convulsive disorders, possibility of increase in frequency and/or severity 
of grand mal seizures may require increased dosage of standard anticon- 
vulsant medication; abrupt withdrawal may be associated with tempo- 
rary increase in frequency and/or severity of seizures. Advise against simui- 
taneous ingestion of al I and other CNS depressants. Withdrawal 
symptoms similar to these with barbiturates alcohol have been 
observed with abrupt discontinuation, usually limited to extended use and 
excessive doses. infrequently, milder withdrawal symptoms have been 
reported following abrupt discontinuation of benzodiazepines after con- 
tinuous use, generally at higher therapeutic levels, for at least several 
months. After extended DE , graduaily taper dosage. Keep addiction- 
prone individuals under careful surveillance because of their predisposi- 
tion to habituation and dependence. 

Usage in Pregnancy: Use of minor tranquilizers during first 

trimester should almost always be avoided because of 

increased risk of congenital malformations as suggested 

in several studies. Consider possibility of pregnancy when 

instituting therapy; advise patients to discuss therapy if they 

intend to or do become pregnant. 
Precautions: If combined with other psychotropics or anticonvulsants, 
consider carefully pharmacology of agents employed; drugs such as 
phenothiazines, narcotics, barbiturates, MAO inhibitors and other antide- 
pressants may potentiate its action. Usual precautions indicated in 
patients severely depressed, or with latent depression, or with suicidal 
tendencies, Observe usual precautions in impaired renal or C func- 
tion. Limit dosage to smallest effective amount in elderly and iitated 
to preclude ataxia or oversedation, 
The clearance of Valium and certain other benzodiazepines can be 
delayed in association with Tagamet (cimetidine} administration. The clini- 
cal significance of this is unclear. 
Side Effects: Drowsiness, confusion, diplopia, hypotension, changes in 
libido, nausea, fatigue, depression, dysarthria, jaundice, skin rash, ataxia, 
constipation, headache, incontinence, changes in salivation, slurred 
speech, tremor, vertigo, urinary retention, blurred vision. Paradoxical reac- 
tions such as acute hyperexcited states, anxiety, hallucinations, increased 
muscle spasticity, insomnia, rage, sleep disturbances, stimulation have 
been reported; should these occur, discontinue drug. Isolated reports of 
neutropenia, jaundice; periodic blood counts and liver function tests 
advisable during long-term therapy. 
Dosage: Individualize for maximum beneficial effect. Adults: Anxiety dis- 
orders, M gelb: of anxiety, 2 to 10 mg b.i.d. to q.i.d.; alcoholism, 10 mg 
tid. or q.id. in first 24 hours, then 5 mg tid. or aid. as needed; adjunc- 
tively in skeletal muscle spasm, 2 to 10 mg tid. or ai.d.; adjunctively in 
convulsive disorders, 2 to 10 mg b.i.d. to a.i.d. Geriatric or debilitated 
patients: 2 to 29» mg, 1 or 2 times daily JU increasing as needed and 
tolerated. (See Menor inb Children: 1 to 2⁄2 mg t.i.d. or q.id. initially, 
increasing as needed and tolerated (not for use under 6 months). 
How Supplied: For oral administration, Valium scored tablets —2 mg, 
white; 5 mg, yellow; 10 mg, blue—botties of 100* and 500:* Prescription 
Paks of 50, available in trays of 10." Tel-E-Dose* packages of 100, avall- 
d in ird of 4 reverse-numbered boxes of 25' and in boxes containing 

strips of 10. 


“Supplied by Roche Products ine., Manati, Puerto Rico 00701 
‘Supplied by Roche Laboratories, Division of Hoffmann-La Roche inc., 
Nutley, New Jersey 07110 
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Born in 1982... 





his troubles may 
have begun 

in 1882... 

in 1782... 

in 1689... 

or in...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability to treat inherited 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies c year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 


CA I NEA: 
March ofDimes 
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GENERAL POLICIES 


Manuscripts are accepted for consideration by the Amert- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals." 


Copyright 


The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual’s duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in (include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require careful 
attention to the protection of a patient's anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient's characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers’ comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies should be submut- 
ted to John C. Nemiah, M.D., Editor, American Journal of 
Psychiatry, 1400 K St., N.W., Washington, DC 20005. All 
correspondence will be sent to the first-named author unless 
otherwise specified. Papers that are not accompanied by a 
cover letter indicating that the paper is intended for publica- 
tion will not be reviewed until such a statement is received. 
On a separate sheet include the names and mailing addresses 
of any authors who are not members of APA; they will be 
sent a complimentary copy of the issue in which their article 
appears. 

Authors will be notified of the receipt of their paper and 
the number assigned to it. This number must be included in 
all further correspondence. It is imperative that the corre- 
sponding author of submitted papers notify the Journal of 
changes of address. 


Prompt Publication Policy 


Papers submitted with the request for prompt publication 
must meet stringent criteria of originality and be of major, 
immediate importance. Authors must state their reasons for 
wanting prompt publication in a cover letter to the Editor. 
These papers are given priority in scheduling; however, 
authors should be aware that the minimum publication time 
is 4 months. (This policy is automatic for all Clinical and 
Reseatch Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal rights to annual 
meeting papers. Authors may submit their papers before the 
annual meeting, but such papers cannot be published until 
after the meeting. All papers must be accompanied by a 
statement that they are in final form. These papers are 
subject to the same peer review as other papers and must 
conform to the requirements for one of the types of articles 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles 


These are usually overview articles that bring together 
important information on a topic of genera! interest to 
psychiatry. Authors who have ideas for such articles are 
advised to check with the Editor to ensure that a simular 
work is not in preparation. Special Articles may not exceed 
7,500 words (no more than 25 double-spaced pages— 
including a précis of no more than 100 words, tables, figures, 
and 100 references). All Special Articles, inciuding those 
written by invitation, are given the same peer review as other 
articles. 


Regular Articles and Brief Communications 


The only difference between these two types of papers is 
length. Regular Articles contain no more than 3,800 words, 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 

Single case reports should be submitted as Clinical and 
Research Reports. 


Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain no more 
than 1,000 words, a précis of 40 words, 1 table, and 10 
references; figures cannot be published in this section. These 
articles present 1) new research findings, 2) data from pilot 
studies, 3) worthwhile replication studies, and 4) case reports 
describing new syndromes or therapeutic interventions. Es- 
says, program descriptions, and literature reviews do not 
meet the criteria for this section. Submissions that exceed 1,000 
words or contain figures will be returned to the author. Papers 
will be published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of 500 words 
and 5 references) will be considered if they include the 
notation "for publication." The number of words should 
appear in the upper right corner. Letters critical of an article 
published in the Journal will automatically be sent to the 
authors for reply. Because of space limitations not all letters 
can be printed. The journal will notify authors about the 
disposition of their letters but does not return those that are 
not published. All letters will be edited. Letters must be typed 
double-spaced throughout on 8'%X11 inch paper; two 
copies are required. Letters that do not meet these specifica- 
tions will be returned to the author for revision. 

Book Forum. Books for review may be sent to the Book 
. Forum Editor, Nancy C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, 500 Newton Rd., Iowa City, IA 
52242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced through- 
out. Manuscripts must be typed in upper- and lowercase on 
one side only of 82X11 inch nonerasable bond paper. All 
four margins must be 17 inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) précis, 3) text, 4) references, and 
5) tables and/or figures. All pages must be numbered. 


STYLE SPECIFICATIONS 
Title Page 


The number of words, tables, and figures in the paper and 
the telephone number of the corresponding author should be 
typed in the upper right corner. 


Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors' first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city, and state where the work was 
done. Include a full address for the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agency and grant number. Acknowl- 
edgment of individuals may be no longer than four typed 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country. 


Précis 


Ihe précis, or short abstract, is a single paragraph no 
longer than 100 words for Special Articles, Regular Articles, 
and Brief Communications and no longer than 40 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text 


Authors should use the active voice ard first person; 
headings and subheadings should be inserted at reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The follow:ng information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significant and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, “The analysis of 
variance indicated that those who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, df=3, 17, p«.05)." Reviewers will evalu- 
ate the appropriateness of the analysis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure) the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers’ names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


Tables and Figures 


The Journal does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and figure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and units of measurement should be 


specified. Consult recent issues of the Journal for format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-ready prints, and the author’s name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 3% inches. 


References 


References are numbered and listed by their order of 
appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent materi- 
al. Accuracy of citation is the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may be noted in text. It is the author's 
responsibility to obtain permission to refer to another indi- 
vidual’s unpublished observations. Manuscripts that are 
actually “in press" may be cited as such in the reference list; 
the name of the journal or publisher must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as “et al." Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 


1. Stone AA: Mental Health and Law: A System in Transition. 
Rockville, Md, NIMH, 1975, pp 102—103 

2. Glick ID, Hargreaves WA, Drues J, et al: Short versus long 
hospitalization, a prospective controlled study, VII: two year 


follow-up results for nonschizophrenics. Arch Gen Psychiatry 
34:314—320, 1977 

3. Rubinow DR, Post RM, Pickar D, et al: Relationship between 
urinary-free cortisol and CSF opiate binding actwity in de- 
pressed patients and normal volunteers. Psychiatry Research .in 
press) 

4. McNamara JR (ed): Behavioral Approaches to Medicine. New 
York, Plenum Press, 1979 

5. Janowsky DS, Judd LL, Huey L, et al: Effects of naloxone in 
normal, manic and schizophrenic patients: evidence tor alley ta- 
tion of manic symptoms, in Endorphins in Mental Health 
Research. Edited by Usdin E, Bunney WE Jr, K ine NS. New 
York, Oxford University Press, 1979 

6. Smythe GA, Compton PJ, Lazarus L: Serotoninergic control of 
human growth hormone secretion: the actions of «.-dopa and 2- 
bromo-a-ergocryptine. Excerpta Medica International Con- 
gress Series 381:222~235, 1976 


PROCESSING OF ACCEPTED MANUSCRIPTS 


Manuscripts are accepted with the understanding that the 
Editor and the editorial staff have the right to make revisions 
aimed at greater conciseness, clarity, and conformity with 
Journal style. 

Accepted papers will be edited and sent to the first-named 
(or corresponding) author for corrections and answers to 
editorial queries. No galley proofs are sent to authors. 
Authors who will be away from their offices for a long period 
or who change address after notification of acceptance 
should inform the Journal staff. 


PERMISSION TO REPRINT 


Written permission to reprint material published in the 
Journal must be secured from the APA Publicat:ons Services 
Division, 1400 K St., N.W., Washington, DC 20005; there is 
usually a charge for such permission, except for nonprofit 
classroom or library reserve use by instructors and educa- 
tional institutions or for authors who wish to reprint their 
own material. Requests will be facilitated if accompanied by 
written permission from the author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form for 
reprints will be sent to the corresponding author before 
publication of the paper. Reprints are usually mailed about 6 
weeks after publication of the article. 





While the relationship between 
the potency and site-specificity of an 
antipsychotic agent and its ability to 
induce tardive dyskinesia has not 
been conclusively proven, recent 
pharmacologic and clinical research 


SANDOZ ANSWERS COMMON QUESTIONS ABOUT: suggests that low-potency site- 


specific neuroleptics. which have 
little effect on extrapyramidal 
dopamine receptors, are less likely 
to cause long-term movement 
disorders.'~‘ 








The belet tect, 
LESS LIKELY TO CAUSE IT? 3st 


pathophysiology of this movement 
disorder. While the antipsychotic 
Number 1 efficacy of neuroleptics is related to 
, , their ability to block dopamine 
RN receptors in the limbic system, the 
receptor hypersensitivity observed 
in patients with tardive dyskinesia 
results from chronic blockade of 
striatal dopamine receptors ? 577 

This blockade alters receptor 
function by increasing the number 
of receptor binding sites? The end 
result is a functional overactivity of 
dopamine in the extrapyramidal 
system so that even minute 
concentrations of dopamine trigger 
hyperkinetic movements: 

Therefore, it would seem 
logical that an antipsvchotic agent 
with a weak blocking effect on 
striatal dopamine receptors would 
be less likely to produce the 
receptor hypersensitivity underlying 
tardive dyskinesia. It has been 
demonstrated in animal and human 
studies that MELLARIL® (thioridazine) 
has a minimal effect on striatal 
dopamine receptors and causes 
significantly less dopamine receptor 
hypersensitivity than haloperidol or 
O 1983 Sandoz, Inc. fluphenazine.? 





Although the clinical 
significance of this research remains 
controversial, the evidence showing 
that certain antipsychotic 
agents produce less receptor 
hypersensitivity is so compelling 
that the APA Task Force on Tardive 
Dyskinesia recommends that low- 
potency neuroleptic therapy be 
initiated in patients with suspected 
dyskinesia? Furthermore, a recent 
study of 500 patients on long-term 
neuroleptic therapy in British 
geriatric centers indicated that the 
incidence and severity of dyskinesia 
was significantly lower with 
MELLARIL therapy than with 
haloperidol or trifluoperazine?° 
These findings are consistent with 
the results of a study of psychiatric 
outpatients recently published in the 
Archives of General Psychiatry 
which correlated tardive dyskinesia 


esa aS ariar VREE eaten cer HIN NERA AENEA a itatea aaua sianie inta reete fanaa IN AAt UIS AA 


References: 
Ree es | 


with the use of high-potency 
neuroleptics* such as haloperidol or 
fluphenazine. 

Although further investigation 
is necessary to prove conclusively 
whether certain neuroleptics reduce 
the risk of developing tardive 
dyskinesia, the weight of clinical and 
pharmacologic evidence strongly 
supports the hypothesis that the 
atypical neuroleptic MELLARIL 
(thioridazine) is a safer choice for 
maintenance antipsychotic 
therapy.'-* 1° 


MELLARIL (thioridazine) 


TABLETS: 50 mg, 100 mg, 150 mg, and 200 mg thicridazine HCI, USP 
CONCENTRATE: 100 mg/ml: Each mi contains 100 mg thioridazine HCI, USP 
MELLARIL-S* (thioridazine) SUSPENSION 100 mg/5 mi: 

Each 5 ml contains thioridazine, USP. equivalent to 100 mg thioridazine HCI USP. 


MAY HELP TO REDUCE THE RISK 
THROUGH SITE-SPECIFIC ACTION 
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MELLARIL 
(thioridazine) HCl, USP 


Before prescribing or administering, see Sandoz literature for full product informa- 
tion. The following is a brief summary. 

Contraindications: Severe central nervous system depression, comatose states from 
any cause, hypertensive or hypotensive heart disease of extreme degree. 








Warnings: Administer cautiously to patients who have previously exhibited a hyper- 
sensitivity reaction (e.g., blood dyscrasias, jaundice) to phenothiazines. 
Phenothiazines are capable of potentiating central nervous systern depressants 
(e.g., anesthetics, opiates, alcohol, etc.) as well as atropine and phosphorus insecti- 
cides; carefully consider benefit versus risk in less severe disorders. During preg- 
nancy, administer only when the potential benefits exceed the possible risks to 
mother and fetus. 


Precautions: There have been infrequent reports of leukopenia and/or agranulocy- 
tosis and convulsive seizures, In epileptic patients, anticonvulsant medication 
should also be maintained. Pigmentary retinopathy, observed primarily in patients 
receiving larger than recommended doses, is characterized by diminution of visual 
acuity, brownish coloring of vision, and impairment of night vision; the possibility of 
its occurrence may be reduced by remaining within recommended dosage limits. 
Administer cautiously to patients participating in activities requiring complete men- 
tal alertness (e.g., driving), and increase dosage gradually. Orthostatic hypotension 
is More common in females than in males. Do not use epinephrine in treating drug- 
induced hypotension since phenothiazines may induce a reversed epinephrine 
effect on occasion. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of 
human breast cancers are prolactin dependent in vitro, a factor of potential impor- 
tance if the prescription of these drugs is contemplated in a patient with a previously 
detected breast cancer. Although disturbances such as galactorrhea, amenarrhea, 
gynecomastia, and impotence have been reported, the clinical significance of ele- 
vated serum prolactin levels is unknown for most patients. Daily doses in excess of 
300 mg should be used only in severe neuropsychiatric conditions. 


Adverse Reactions: Central Nervous System — Drowsiness, especially with large 
doses, early in treatment: infrequently, pseudoparkinsonism and other extrapyrami- 
dai symptoms; rarely, nocturnal confusion, hyperactivity, lethargy, psychotic reac- 
tions, restlessness, and headache. Autonomic Nervous System —Dryness of 
mouth, blurred vision, constipation, nausea, vomiting, diarrhea, nasal stuffiness, and 
pallor. Endocrine System —Galactorrhea, breast engorgement, amenorrhea, inhibi- 
tion of ejaculation, and peripheral edema. Skin — Dermatitis and skin eruptions of 
the urticarial type, photosensitivity. Cardiovascular System —E CQ changes (see 
Cardiovascular Effects below). Other —Rare cases described as parotid swelling. 

It should be noted that efficacy, indications and untoward effects have varied with 
the different phenothiazines. It has been reported that old age lowers the tolerance 
for phenothiazines; the most common neurologic side effects are parkinsonism and 
akathisia, and the risk of agranulocytosis and leukopenia increases. The following 
reactions have occurred with phenothiazines and should be considered whenever 
one of these drugs is used. Autonomic Reactions —Miosis, obstipation, anorexia, 
paralytic ileus. Cutaneous Reactions —Erythema, exfoliative dermatitis, contact der- 
matitis. Blood Dyscrasias — Agranulocytosis, leukopenia, eosinophilia, thrombocy- 
topenia, anemia, aplastic anemia, pancytopenia. Allergic Reactions — Fever, laryn- 
geal edema, angioneurotic edema, asthma. Hepatotoxicity —Jaundice, biliary 
stasis. Cardiovascular Effects ~Changes in terminal portion of electrocardiogram 
including prolongation of Q-T interval, lowering and inversion of T-wave, and 
appearance of a wave tentatively identified as a bifid Tor a U wave have been 
observed with phenothiazines, including Mellaril (thioridazine); these appear to be 
reversible and due to altered repolarization, not myocardial damage. While there is 
no evidence of a causal relationship between these changes and significant distur- 
bance of cardiac rhythm, several sudden and unexpected deaths apparently due to 
cardiac arrest have occurred in patients showing characteristic electrocardiographic 
changes while taking the drug. While proposed, periodic electrocardiograms are not 
regarded as predictive. Hypotension, rarely resulting in cardiac arrest. Extrapyrami- 
dal Symptoms — Akathisia, agitation, motor restlessness, dystonic reactions, tris- 
mus, torticollis, opisthotonus, oculogyric crises, tremor, muscular rigidity, and aki- 
nesia. Persistent Tardive Dyskinesia —Persistent and sometimes irreversible tardive 
dyskinesia, characterized by rhythmical involuntary movements of the tongue, face, 
mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, 
chewing movements) and sometimes of extremities may occur on long-term ther- 
apy or after discontinuation of therapy, the risk being greater in elderly patients on 
high-dose therapy, especially females; if symptoms appear, discontinue all antipsy- 
chotic agents. Syndrome may be masked if treatment is reinstituted, dosage is 
increased, or antipsychotic agent is switched. Fine vermicular movements of 
tongue may be an early sign, and syndrome may not develop if medication is 
stopped at that time. Endocrine Disturbances —Menstrual irregularities, altered 
libido, gynecomastia, lactation, weight gain, edema, false positive pregnancy tests. 
Urinary Disturbances — Retention, incontinence. Others — Hyperpyrexia; behavioral 
effects suggestive of a paradoxical reaction, including excitement, bizarre dreams, 
aggravation of psychoses, and toxic confusional states; following long-term treat- 
ment, a peculiar skin-eye syndrome marked by progressive pigmentation of skin or 
conjunctiva and/or accompanied by discoloration of exposed sclera and cornea; 
stellate or irregular opacities of anterior lens and cornea; systemic lupus erythema- 
tosus-like syndrome. 


Dosage: Dosage must be individualized according to the degree of mental and 


emotional disturbance, and the smallest effective dosage should be determined for 
each patient. (MEL-235 5/5/82} 


Pharmaceutical Division 
SANDOZ, INC. 
East Hanover, NJ 07936 
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CAPSULES LAIMIANTADINE HCI 
In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 

acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 

These same studies confirm that SYMMETREL is 
comparable to Artane® (trihexyphenidyl HC) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 

Efficacy. With less incidence of troublesome atropine- 
like side effects. And, therefore, more potential for 
patient compliance. -baa on tte. Endo Laboratories. Ine 


CHEMICALLY DISTINCT THERAP 
FOR EPS 


Please see brief summary of prescribing information. 
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BRIEF SUMMARY OF PRESCRIBING INFORMATION 
INDICATIONS. Parkinson's Disease/Syndrome and Drug-induced Extrapyramidal Reac- 
tons: SYMMETREL is indicated in the treatment of idiopathic Parkinson's disease (Paral- 
ysis Agitang). postencephatitic parkinsonism, drug-induced extrapyramidal reactions, and 
symptomatic parkinsonism which may follow injury to the nervous system by carbon mon- 
oxide intoxication. it is indicated in those elderly patients believed to develop parkinsonism 
i association with cerebrai artenosclerosis. In the treatment of Parkinson s disease. 
SYMMETREL is less effective than levodopa. (-)-3-/3.4-dihydroxyphenyr-L-alanine and its 
ethcacy in comparison with the antic sholinergic an tiparkinson drugs has not yet been estab- 
ised Al though anticholinergic type side effects have been noted with SYMMETREL when 
ised in patients with drug-induced extrapyramidal reactions, there is a lower incidence cf 
Pee side effects than that observed with anticholinergic antiparkinson drugs. 
CONTRAINDICATIONS. SYMMETREL is contraindicated i in patients with known hypersen- 
Sitivity to the drug. 
ee Patients with a history of epilepsy or other “seizures” should be observed 
iosely tor possible increased seizure activity. 





- Patients with a history of congestive heart failure or peripheral edema should be followed 
closely as there are patients who developed congestive heart failure while receiving 
SYMMETREL. 


Patients with Parkinson's disease improving on SYMMETREL should resume normal 
activities gradually and a, y. consistent with other medical cons:derations. such as 
the presence of osteoporosis or phiebothrombosis. 

Patents receiving SYMMETREL who note central nervous system effects or blurmng of 
vision should be cautioned against driving or working in situations where alertness «s 
4 importa LÁ ni f 
PRECAUTIONS. SYMMETREL (amantadine hydrochloride} should net be discontinued 
abruptty since a few patients with Parkinson's disease experienced a parkinsonian crisis, 
Le. a sudden marked chnica! detenoration. when this medication was sudden iy stopped 
The dose of anbichoiinergic drugs or of SYMMETREL should be reduced i! atropine like 
effects appear when these drugs are used concurrently 

The dose of SYMMETREL may need caretu! adjustment in patients with renal impar- 

ment, congestive heart Faure periphera il edema. or orthostatic hypotension. Since 
SYMMETREL is not metabolized and is maniy excreted in the urine, it may accumulate 
when rena: tunction is inadequate 

Care should be exercised when administering SYMMETREL to patients with bver dis- 
ease. a history of recurrent eczematoid rash. or to patients with psychosis or severe psy- 
choneurosis not controlled by chemotherapeutic agents. Careful observation is required 
when SYMMETREL is administered concurrently with central nervous system stimulants 

No long-term studies in animals have been performed to evaluate the carcinogenic 
potential of SYMMETREL The mutagenic potential of the drug has not yet been determined 
in experimental systems 

Pregnancy Category C: SYMMETREL (amantadine hydrochloride) has been shown to 
be embryotoxic and terafagenic in rats at 50 mg/kg/day. abou! 12 times the recommended 
human dose but not at 37 mg/kg/day. Embryotoxic and teratogenic drug effects were not 
seen in rabbits which received up to 25 times the recommended human dose There are no 
adequate and well-controved studies in pregnant women 

B pp Ee shouid be used during pregnancy oniy if the 

otential isk to the embryo or the fetus 

P NUSO Mothers: SYMMETHEL is excreted in human milk, Caution shouid be exercised 
when SYMMETRELis administered to a nursing woman 

Pediatric Use: The safety and efficacy of SYMMETREL in newborn infants. and infants 
Delow the age of 1 year have not been established 
ADVERSE REACTIONS. The most frequently occurring serous adverse reactions are 
depression. congestive heart laure. orthostatic hypotensive episodes, psychosis. and uri 
nary reien ton Rarely COonvuisions, Keukopena. and neutropenia have been reported 

Other adverse reachons of a less serious nature which have been observed are the fol- 
‘owing haltucinations. canfusion. anxiety and yntatalty, anorexia. nausea. and consti pa- 
nón, ataxia and dizziness ightheadedness). vedo reticulans and perpheral edema 
Adverse S La gone bids less frequently are the folowing vomiting. dry mouth: head- 

e dyspnea na. and a sense of weakness infrequently skin rash, slurred 

§ noes have heen observed Rarely eczema dermatitis and 

OCul logyrie £ o have been reported 

DOSAGE AND ADMINISTRATION. Adult Dosage for Parkinsonism: The usual dose of 

OYMMETREL (amantadine hydrochionde) is 100 mg twice a day when used alone 

SYMME TREL has an onset of achon usually within 48 hours 

i dos e ol SYMMETHEL is 100 mg daily for patients with serious associated medi- 
k EORR. high doses of other ar parkinson drugs. Alter one to sev- 

ity, fhe dose may be increased to 100 mg twice gary d 


potential benefit wisthes the 




















ses are not optimal with SYMMETREL at 200 mg 

! ie 10 400 ma day in divided doses However such 

'Quid be supervised ese: Dy their phys imans 
ly deriving benetd from SYMME TREL not unc ommoniy experience a fall-off 

after a lew months. Benefit may be regained by increasing the dose ta 

500 mg EUM, Aitermatively temporary discontinuation of SYMMETREL for several weeks. 

4 Dy remitiation of the drug. may result in regaining benefil in some patients. A deci 

sion Io use other antparkinson drugs may be necessary 

Dosage for Concomitant Therapy: Some patients wi o do not respond to anticholiner- 

sc antiparknson drugs may RPNE to SYMMETREL When SYMMETREL or antchobner 

kii ré ed with marginal benefit concomitant use may 




















L and ievodopa are inate 
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died fo optima: Welle rated doses of levodopa, 


d concurrentiy the patient can exhibit rapid 
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inia smoothing aut the fuctuabionsin mprovement which so me 
i i levodopa alone. Patients who require a reduchon in ther vsu 
odopa because ot development of side effects may possibly regan lost beneh 
with the addition of SYMMETREL 
ee for Drug-induced Extrapyramidal Reactions: Aduit. The eae dose of 
MMETBEL (amantadine h ydrochionde) is 100 mg twice a day Occasion a patients 
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A PSYCHIATRIC GLOSSAR 
Fifth Edition 


Order your copy of the fifth edition of 
A PSYCHIATRIC GLOSSARY now! 


The Glossary has been revised and 
updated by a Subcommittee of APA’s 
Joint Commission on Public Afairs. It 
contains current terminology in psy- 


nomenclature of DSM IIL. 


A useful, easy-to-use source of infor- 
mation for 


—physicians and lawyers 


—social workers, psychologists, and 
nurses 


—writers and editors 


—teachers and students 


Numerous new entries, a series of 
tables, and a list of abbreviations used 
in the mental health field are included. 


Why not order one or more copies of 
A PSYCHIATRIC GLOSSARY now?? 
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Please send me ........ copies of a PSYCHIATRIC GLOSSARY. 
Sth edition, paperback. Publication #P005-X. 
$5.95 


CJ check or money order enclosed. All orders totalling $35 or less 
MUST be prepaid. 


C] bill me (orders over $35 ONLY). All invoices will include shipping 
and handling charges. 
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Postulated Mode of Action 
The postulated mechanism of action 
is that Ludiomil acts primarily by 
blocking reuptake of norepinephrine 
at nerve endings. 


Unlike other antidepressants consid- 
ered to be norepinephrine reuptake 
blockers, Ludiomil exhibits inherent 
anxiolytic effects. And, unlike 
amitriptyline, Ludiomil does not block 
reuptake of serotonin. 
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In anxiety/depression 


maprotiline HCl 


The efficient antidepressant 


Ludiomil **...acts quickly...and is as effective 
as amitriptyline.” * 


Cardiovascular reactions are rare 
(arrhythmia, tachycardia heart block less than 1%) 


Low incidence of anticholinergic side effects 


Seizures have been reported with Ludiomil. This risk may 
be reduced by initiating therapy at low dosages — 75 mg in 
most patients, 25 mg in the elderly. Because of the drugs 
long half-life (average 51 hours), maintain initial dosage for 
two weeks before increasing gradually in 25-mg incre- 
ments. See Contraindications, Precautions, and Dosage 
sections of Prescribing Information for details. 


Other side effects commonly encountered with tricyclic 
antidepressants have also been observed with Ludiomil. 
Please see next page for Brief Summary of Prescribing Information 


"Dell AJ. A comparison of maprotiline (Ludiomil) and amitriptyline (1). J Int Med Res 
1977: 5(4):22-24 





Now available in convenient 
75-mg tablets 


Adr P Neo of 
25mg 50 mg 75mg 


Ludiomil 


maprotiline hydrochloride 
Tablets 


Brief Summary of Prescribing Infarmation 


INDICATIONS AND USAGE 


Ludiomil is indicated for the treatment of depressive illness in 
patients with depressive neurosis (dysthymic disorder) and 
manic-depressive illness, depressed type (major depressive 
disorder). Ludiomil is also effective for the relief of anxiety as- 
sociated with depression. 


CONTRAINDICATIONS 


Ludiomti is contraindicated in patients hypersensitive to 
Ludiomii and in patients with known or suspected seizure dis- 
orders. it should not be given concomitantly with monoamine 
oxidase (MAO) inhibitors. A minimum of 14 days should be ab 
lowed to elapse after discontinuation of MAO inhibitors before 
treatment with Ludiomil is initiated. Effects should be moni- 
tored with gradual increase in dosage until optimum response 
is achieved. The drug is not recommended for use during the 
acute phase of myocardial infarction 


WARNINGS 


Extreme caution should be used when this drug is given to: 

— patients with a history of myocardial infarction: 

patients with à history or presence of cardiovascular disease 
Decause of the possibility of conduction defects, arrhythmias. 
myocardial infarction. strokes and tachycardia. 


PRECAUTIONS 


General: The possibility of suicide in seriousty depressed pa- 
tients is inherent in their illness and may persist until signif- 
icant remission occurs. Therefore. patients must be carefully 
supervised during all phases of treatment with Ludiomil, and 
prescriptions shouid be written for the smallest number of tab- 
iets consistent with good patient management. 

Seizures have been reported in patients treated with 
Ludoni. These have occurred in patients both with and 
without a past history of seizures. While it must be noted 
that 4 cause-and-effect relationship has not deen established. 
the risk of seizures may be reduced D bY initiating therapy at 
iow dosage. Because of the long half-life of Ludiomil (average 
51 hours) ential dosage should be maintained for two weeks 


jen mechanism matters 


Ludio 


maprotiline HCI 


A single-entity agent with inherent anxiolytic 
properties — not added as with fixed 


combinations. 


before being raised gradually in small increments (see DOSAGE 
AND ADMINISTRATION). 

Hypomanic or manic episodes have been known to occur in 
Some patients taking tricyclic antidepressant drugs, particu- 
ibo in patients with cyclic disorders. Such occurrences have 

iso been noted, rarely, with Luciomil. 

Prior to elective surgery, Ludiomil should be discontinued for 
as lang as clinically feasible, since little is known abeut the in- 
teraction between Ludiamil and general anesthetics. 

Ludiomil should be administered with caution in patients 
with increased intraocular pressure, history of urinary reten- 
tion, or history of narrow-angle glaucoma because of the 
drug s anticholinergic properties 
information for Patients: Warn patients to exercise caution 
about potentially hazardous tasks, or operating automobiles 
Or machinery since the drug may impair mental and-or physi- 
cal abilities 

Ludiomil may enhance the response io alconol. barbitu- 
rates, and other CNS depressants, requiring appropsate 
caution of administration. 

Laboratory Tests: Although not observed with Ludiomil, the 
drug should be discontinued if there is evidence of pathologic 
neutrophil depression. Leukocyte and differential counts 
should be performed in patients who develop fever and sore 
throat during therapy. 
is. Interactions: Close supervision and careful adjustment 
of dosage are required when administering Ludiomil concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects 

Concurrent administration of Ludiomil with electroshock 
therapy should be avoided because of the lack of experience 
in this area. 

Caution should be exercised when administering Ludiomil 
to hyperthyroid patients or those en thyroid medication be- 
cause of the possibility of enhanced potential for 
cardiovascuiar toxicity of Ludiomil. 

Ludiomil should be used with caution in patients receiving 
guanethidine or similar agents since it may block the pharma- 
coiagic effects of these drugs 

(See information for Patients 3 
Carcinogenesis, Mutagenesis, impairment of Fertility: Car- 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. No drag- or dose-relatett occur 
rence of carcinogenesis was evident in rats receiving daily 
orai doses ua to 60 mg/kg of Ludiomil for eighteen months or 
in dogs rece:ving daily oral doses up to 30 mg/kg of Ludiomil 
for one year. In addition, no evidence of mutagenic aetivity 
was found in ee of female mice mated with males 
treated with up ta 60 times the maximum daily human dose. 
Pregnancy Cary 8: Reproduction studies have been per- 
formed in femate laboratory rabbits. mice, and rats ai doses 
up to 1.3, 7, and 9 times the maximum daily human cose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomil. There are, however, no 
adequate and well-controlied studies in pregnant women. Be- 
Cause anima! reproduction studies are not always predictive of 
human response, this drug should be used during pregnancy 
oniy if clearly needed. 

Laber and Delivery: Although the effect of Ludiomil on labor 
and delivery is unknown, caution should be exercisec as with 





any drug with CNS depressant action. 

Nursiag Mothers: Ludiomil is excreted in breast milk. At steady 
state, the concentrations in milk correspond closely to the con- 
centrations in whole blood. Caution sheuld be exercised when 
Lüdiomil is administered to a nursing woman 

Pediatric Use: Safety and effectiveness in children below the 
age of 18 have not been established 


ADVERSE REACTIONS 


The following adverse reactions have been noted with 
Ludiomil and are generally similar to thase observed with 
iricvci c antidepressants. 
Cardiovascular: Rare occurrences of hepotension, hyperten- 
sion, tachycardia. palodation. arrhythmia, heart block, and 
syncope have been reported with Ludiomil, 
Psychiatric: Nervousness (6%), anxiete (359). insomnia 
(294), and agitation (2*5); rarely, confusional states (especially 
in the alderly), hallucinations, disorientation, delusions. rest- 
lessness, nightmares. hypomania, mania, exacerbation ot 
psychosis, decrease in memory, and feelings of aed 
Neuro: ogical: Drowsiness (16%), dizzipess (8%), tremor 
(3%), and, rarely, mies tingling. motor hyperactivity, 
akathisia, seizures, EEG alterations, tinsitus, extrapyramidal 
symptoms, ataxia. and dysarthiria. 
Antichalinergit: Dry mouth (22%), constipation 1595). and 
blurred vision (495): rarely, accommodation distinc. 
mydriasis, urinary retention, and delayed micturition 
Allergic: Rare instances of skin rash, petechiae, itching, 
photosensitization, edema, and drug fever 
Gastrointestinal: Nausea (2%) and, rarely. vomiting. epigas- 
tric distress, diarrhea, bitter taste, abdominal cramps and 
dysphagia. 
Endocrine: Rare instances of increasec gr decreased libido, 
impotence, and elevation or depression ot blood sugar levels. 
Other: Weakness and fatigue (4%) and headache (495); rarely, 
altered liver e jaundice, weight loss or gain. excessive 
perspiration, flushing, urinary frequency, increased salivation, 
and nasal congestion 
Note: Although the RD: adverse reactions have not been 
reported with Ludiomil, its pharmacoiacic similarity to tricyclic 
antidepressants requires that each reaction be considered 
when administering Ludiamil 
Bone marrow depression, including agranulocytosis. 
sasinaphilia. purpura, and AMICUM myocardia 
infarction, stroke, peripheral neuropathy, sublingual! 
adgenitis, black tongue, stomatitis. paralytic ileus, 
gynecomastia in the male, breast eni argement and gaiac- 
torrhea in the female, and testicular swelling 
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* Separate adolescent program ` 

* Family involvement in treatment 

e Treatment team approach involving physician 
R.N., social worker, activities "coordinator" 

* Friendly atmosphere, warm and caring staff 

* Therapies offered include: physical, occupational, 
art, music. recreation, adolescent group, marriage 
counseling. group dynamics, values clarification, 
assertiveness training and relaxation techniques 

e Situated on ten acres of tranquil countryside five 
miles southeast of Mansfield, Ohio 
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Child Psychiatrist 


The Department of Psychiatry at the 
University of Massachusetts Medica: 
Center is seeking a Child Psychiatrist at a 
Professorial level. Responsibilities wil! 
include teaching of medical students and 
residents, clinical research, and direc! 
patient care. A distinguished clinica: 
background and demonstrated 
competence in clinical research 
is preferred. 


PTS. Wed 





Please send resume to: 
Aaron Lazare, M.D., 
Department of Psychiatry. 


The Quick Reference to 
DSM-IH has been "EORUM: oe popular demand =the De kK Reterence 
ia the Diagnostic Criteria He > DSM-4H is now available in a SPIRAL- 
BOUND format! 

New features include: 

s dis spiralb ound ta he open and fiat 

* The full classification is displaved on a single fald-out sheet 

* Anew alphabetical listing helps vou pinpoint the code number promptly 
* Pal page sue permits more conye nient groupings of the 
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MOVING? 


PLEASE NOTIFY US 
6 WEEKS IN ADVANCE 


MEMBERS: This notification will change 
your address (and/or name) for the 
AMERICAN JOURNAL OF PSYCHIATRY, 
PSYCHIATRIC NEWS, and all member- 
wide APA mailings. 


SUBSCRIBERS: Please notify each 
publication separately. 
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When anxiety therapy ends... 


Tranxene offers smooth 
termination of therapy with no 
published reports of rebound 
anxiety and insomnia 





Tranxene levels do not fall 
precipitously upon 
discontinuation.’ Rebound 
phenomena associated with 


abrupt decline in serum levels 
are therefore unlikely and have 


not been reported in the 





medical literature. Tranxene helps 


you calm patients smoothly from 


beginning to end of therapy. 
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Gradual Release of Lithium 


‘Eskalith CR’ 450 mg. Controlled Release Tablets, when administered every 12 hours, gradually 


release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


Therapy in manic-depressive illness with 'Eskalith CR' 450 mg. Controlled Release Tablets offers 
the convenience of b.i.d. administration. And increased patient convenience can mean increased 
s patient compliance — an important factor in successful long-term lithium therapy. 


Prescribing Flexibility 


The 'Eskalith' line of lithium products— 300 mg. Capsules, 300 mg. Tablets and 'Eskalith CR’ 
450 mg. Controlled Release Tablets — offers you a dosage form and strength for every patient's needs. 


Before prescribing, see complete prescribing information in SK&F litera- 
ture or PDR. The following is a brief summary. 
| WARNING 

Lithium toxicity is closely related to serum lithium levels, and can 
occur at doses close ta therapeutic levels. Facilities for prompt and 
accurate serum lithium determinations should be available before 
initiating therapy (see DOSAGE AND ADMINISTRATION in 
complete prescribing information). 








i indications: Treatment of manic episodes of manic-depressive illness. 
"Maintenance therapy prevents or diminishes the intensity of subsequent 
episodes in manic-depressive patients with a history of mania. 


Warnings: Lithium should generally not be given to patients with significant 
renal or cardiovascular disease, severe debilitation or dehydration. 

sodium depletion, or to patients receiving diuretics. 

Chronic lithium therapy may be associated with diminution of renal con- 
centrating ability: such patients should be carefully managed to avoid 
dehydration with resulting lithium retention and toxicity. Morphologic 
changes with glomerular and interstitial fibrosis and nephron atrophy have 
been reported, When renal function is assessed, progressive or sudden 
changes in function indicate the need for reevaluation of treatment. 


Caution patient and family to watch for diarrhea, vomiting, tremor, mild 
ataxia, drowsiness, or muscular weakness as sigus of lithium toxicity, and 
to discontinue therapy and contact a physician should they occur. Patients 
receiving combined therapy with lithium and an antipsychotic should be 
monitored closely for early evidence of neurologic toxicity and treatment 
discontinued promptly if such signs appear, Caution patients about activi- 
"ties requiring alertness (e.g.. operating vehicles or machinery}. 


Lithium may prolong the effects of neuromuscular blocking agents. Such 
agents should be given with caution to patients receiving lithium. 


Lithium may cause fetal developmental anomalies, especially involving 
the cardiovascular system. If lithium is used during pregnancy, or if a 
patient becomes pregnant while taking it, she should be apprised of the 
potential hazard to the fetus. Except in rare and unusual circumstances, 
nursing should not be undertaken while a patient is on lithium therapy. 
since lithium is excreted in human milk. 

Not recommended for children under 12. 

Precautions: Lithium tolerance is greater during the acute manic phase 
and decreases when manic symptoms subside. 

Concomitant use with indomethacin and other nonsteroidal anti-inflam- 
matory drugs may result in increased plasma lithium levels: therefore. 
increased monitoring of plasma lithium levels is recommended. 

Lithium therapy may lead to sodium depletion. Normal diet (including 
Salt! and adequate fluid intake (2500-3000 ml.) must be maintained, at least 
during initial stabilization period. Protracted sweating or diarrhea can 
decrease tolerance: in such cases, administer supplemental fluid and salt. 


Sweating, diarrhea, and concomitant infection with elevated temperatures 
may require temporary reduction or cessation of dosage. 


Where hypothyroidism exists, thyroid function should be monitored 
during lithium stabilization and maintenance: where hypothyroidism 


Smith Kline &French Laboratories, Philadelphia. Pa. 





occurs during stabilization and maintenance, supplemental preroki trea: 
ment may be used. 

Adverse Reactions: Mild to moderate toxic reactions may occur = seram 
lithium levels from 1.5 to 2. : megh, and moderate to severe reactions ai 
levels from 2.0 to 2.5 mEq./1. Fine M tremor, polyuria. and mi id i Hirst 
may occur during initial therapy and persist. Transient and mid nausea 
and g general discomfort may also appear during initia! therapy. These 
effects usually subside with continued treatment or temporary reduction 
or cessation of dosage. If persistent, discontinue dosage. Diarrhea. 
vomiting, drowsiness, muscular weakness, and lack of coordination mas 
be early signs of toxicity and may occur at levels below 2.0 mEgq. i At 
higher levels, ataxia, giddiness, tinnitus, blurred vision, and a large output 
of dilute urine may be seen. Serum levels above 3.0 mEg./1. may produce 
a complex clinical picture, involving multiple organs and: systems. Serum 
levels should not exceed 2.0 mEq./L during acute phase. 


The following reactions appear to be related to serum lithium levels, 
including levels within the therapeutic range: Neuromuscular C eniral 
Nervous System — tremor, muscle hyperirritability (fascic ulat ons. pnwitehe 
ing, clonic movements of whole limbs), ataxia, choreoaihetotg move 
ments, hyperactive deep tendon reflex, extrapyramidal snp HRS, 
blackout spells, epileptiform seizures, shirred speech, dizziness, vertigo. 
incontinence of urine or feces, somnolence, psychomotor retardation. 
restlessness, confusion, stupor, coma, tongue movements, tios, ti intus, 
hallucinations, poor memory, slowed intelectual functioning, sis 
response: Cardiovascular — cardiac arrhythmia, hy pe tension, Pert ie TE 
circulatory collapse. bradycardia; Gastrointestinal ~ anorexia 
vomiting, diarrhea. gastritis, salivary gland swelling, abdomina! 
excessive salivation, flatulence. indigestion: Genitourinary -- al 
ohguria, polyuria, gly cosuria, decreased creatinine clearance: 
tologic ~ drying and thinning of hair, alopecia, anesthesia of s 
folliculitis. xerosis cutis, psoriasis or its exacerbation. itching 
Autonomic —~ blurred vision. dry mouth: Thyroid Abnormal 
euthyroid goiter and/or hypothyroidism (including myxedem 
Ti and T;. PY uptake may be elevated: rare cases of hy perth: 
Changes — diffuse slowing, widening of the frequency spectru 
tion and disorganization of background rhythm; EK G Char 
reversible flattening, isoelectricity or inversion of T-waves: 
— fatigue. lethargy, transient scotomata, dehydration, wei 
tendency to sleep, transient EEG and ERG changes, leukocyu 
ache. diffuse nontoxic goiter with or without hypothyroidism. 
hyperglycemia, hypercalcemia, hyperparathyroidism. genera! 
with or without rash, cutaneous ulcers, albuminuria, worser 
brain syndromes, excessive weight gain, edematous swelling 
wrists. papilledema, thirst or polyuria, sometimes resemblin 
insipidus. metallic taste. dysgeusia/taste distortion. salty taste, 
tightness in chest. impotence sexual dysfunction, swollen anc 
joints. fever, polyarthralgia. hypertoxicity. dental caries, A few cases of a 
syndrome resembling Raynaud's have been reported 
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New! THE CHANGING ROLE OF REHABILITA- 
TION MEDICINE IN THE MANAGEMENT OF THE 
PSYCHIATRIC PATIENT edited by William E. Kelly. Ex- 
perts from the fields of psychiatry and physiatry combine 
their efforts to present techniques and methods for the total 
rehabilitation of physically disabled and mentally disturbed 
patients, Chapters cover psychiatric training and rehabilita- 
tion; the psychodynamics of physical medicine; creative 
arts in the rehabilitation process; the management of pa- 
tients suffering from spinal cord injuries, chronic pain, and 
stroke; and assessment and treatment of cognitive deficits 
in process schizophrenic and psychogeriatric patients. May 
83, about $29.50 


New! THE FUNDAMENTAL CRISIS IN PSYCHIA- 
TRY: Unreliability of Diagnosis by Kenneth Mark Colby 
and James E. Spar. The conceptualization and classifica- 
tion of mental illness is critically scrutinized in this book. 
By adopting a dialogue format and using liberal footnotes 
to represent conflicting schools of thought, the authors are 
able to address the problem of diagnostic taxonomy in a 
lively and disputatious manner. May 63, about $24.75 


New! THE INSANITY DEFENSE: Philosophical, 
Historical and Legal Perspectives by Donald H. j. Her- 
mann. The fundamental issues of responsibility and 
punishment are examined in this timely volume. The 
author discusses the origin, development, and necessity of 
the insanity defense; defines moral and legal responsibility; 
and explains the inadequacies of current revisionist pro- 
posals designed to restrict the defense of insanity. Apr. 83, 
about $24.75 


New! ALCOHOL, DRUG ABUSE AND AGGRES- 
SION edited by Edward Gottheil, Keith A. Druley, 
Thomas E. Skoloda and Howard M. Waxman. Leading ex- 
perts from various disciplines provide a comprehensive 
overview of the relationship between addiction and aggres- 
sion. Sociocultural, biological, and psychological perspec- 
tives are presented, and such topics as alcohol use and ex- 
pressive interpersonal violence, family violence, heroin ad- 
dicts as lifetime criminals, and pharmacotherapy for violent 
behavior are discussed. Apr. 63, about $34.50 


New! THE MIND OF THE CHILD WHO IS SAID TO 
BE SICK edited by Donna R. Copeland, Betty Pfefferbaum 
and Allison J. Stovall. The six sections of this book focus on 
the child's perception of chronic illness, psychological im- 
plications of chronic illness in childhood, effects of illness 
on the child's development and education, familial 
responses and influences, societal responses to childhood 
illness, and therapy for the child and family. May 83, about 
$29.75 


New! THE RIGHTS OF CHILDREN: Legal and 
Psychological Perspectives edited by James S. Henning. 
Contributors to this book discuss children's rights through 
identification and examination of children's problems, and 
they describe effective methods of implementing direct 
services to children and their families. Among the problem 
areas covered are diagnosis and treatment of child abuse, 
child custody determination, children as research subjects, 
and teaching children about their rights. 62, $26.75 
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An important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 


Order your copy now! 

Just complete and mail this form. 
Please send me ..... copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@CP at $5 per copy ($3.50 per copy for 
orders of 5 or more). Ali orders of $35 or less must be prepaid. 
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to rats (5 to 15 mg/kg/day), rabbits (3 to 50 mg/kg/day). and monkeys (1 to 3 mg/kg/day) before 
and during gestation, no teratogenic effects were seen, (See Precautions.) 

Usage in Children — The use of Navane in children under 12 years of age is not recommended 
because safety and efficacy in the pediatric age group have not been established. 

AS is true with many CNS drugs. Navane may impair the mental andor physical abilities 
required for the performance of potentially hazardous tasks such as driving a car or operating 
machinery. especially during the first few days of therapy. Therefore, the patient should be 
cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with aicohot. 

Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
effect may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

in consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may lower the convulsive threshold. 
Aithough Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvulsant drugs. 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known ot suspected to have glaucoma, or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs 

Use with caution in patients with cardiovascular disease 

Also, careful observation should be made for pigmentary retinopathy, ard lenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, throm- 
bocylopenic purpura), and liver damage (jaundice. biliary stasis) have been reported with 
related drugs 

Undue exposure to sunligh: should be avoided. Photosensitive reactions have been te- 
ported in patients on Navane. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea. gynecomastia. and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neop'asms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date. 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis; the available evidence is considered too limited to be conclusive at 
this time. 

Intramuscular Administration -- As with all intramuscular preparations, Navane intramuscular 
should be injected well within tne body of a relatively large muscle. The preferred sites are tha 
upper outer quadrant of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 

The deltoid area shouid be used only if well developed, such as in certain adults and older 

children, and then only with caution to avoid radial nerve injury. Intramuscular injections should 
not be mage into the lower and mid-thirds of the upper arm. As with all intramuscular injections. 
aspiration is necessary to help avoid inadvertent injection into a blood vessel. 
Adverse Reactions: vote: Not all of the following adverse reactions have been reported witn 
Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines. ali of the known side effects and toxicity associated wit 
phenothiazine therapy should be borne in mind when Navane is used 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncope. In the 
event hypotension occurs, epinephrine should not be used as a pressor agent since a 
paradoxical fucther lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane These changes are usually reversible and 
frequently disappear on continued Navane therapy The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance of these changes is nct 
KNOWN 

ONS effects. Drowsiness. usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness, 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently, 

Hyperrefiexia has been reported in infants delivered from mothers having received structur- 
ally related drugs. 

in addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms. such as pseudo-parkinsonism, akathisia, and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More siowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent. 
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Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may 
appear in some patients on long term therapy or may occur after drug therapy has been 
discontinued. The risk seems to be greater in elderly patients on high-dose therapy, especially 
females. The symptorns are persistent and in some patients appear to be irreversible. The 
syndrome is characterized by rhythmical involuntary movements ofthe tongue, face, mouth or 
jaw (e.g, protrusion of tongue. puffing of cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompar ied by involuntary movements.of extremities. 

There is no known effective treatment for tardive dyskinesia; antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
to a different antipsychotic agent, the syndrome may be masked. 

It has been reported that fine vermicular movements of the tongue may be an early sign of the 
syndrome and if the medication is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline ohosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotrocic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other amti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anemia, 
thrombocytopenia and pancytopenia, 

Allergic reactions: Rash. pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane, Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate a 
reduction in dosage or the discontir uation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, D.urred vision, nasal congestion, constipation, increased 
sweating, increased salivation, and impotence have occurred infrequently with Navane 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpvrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus eryinematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives, In some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex, In others the cause could not be 
determined nor could it be established that death was due to phenethiazine administration. 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the condition. in general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient response. 

Sorne patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been estabiished. 

Navane intramuscular Solution: Navane For Injection -- Where mere rapid control and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controlled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectate form as soon as possible. It may be necessary to adjust 
the dosage when changing from tre intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules. Navane Concentrate — In milder conditions, an initial dose of 2 mg three 
times daily. if indicated, a subsequert increase to 15 mgíday total daily dose is often effective. 

in more severe conditions. an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. if indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarei increases the beneficial 
response. 

: Manifestations inciude muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia, hypotension, Cisturbances of gait, or coma. 

Treatment. Essentially is symptomatic and supportive. For Navane oral, early gastric lavage 
is helpful. For Navane oral and Intramuscular, keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phagia and respiratory difficulty in severe overdosage. If hypotension occurs, the standard 
measures for managing circulatory shock should be used (LV. fluide and/or vasoconstrictors.) 

If a vasoconstrictor is needed, leverterenot and phenylephrine are the most suitable drugs. 
Other pressor agents, including ep nephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

if CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine. dextreamphetamine, or caffeine and sodium: benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) shoulc be avoided. Extrapyrami- 
dal symptoms may be treated with artiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of little 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules contaiming 1 mg, 2 mg. 5 mg, and 
10 mg of thiothixene in bottles of 100. 1.000, and unit-dose pack of 106 (10 x 10's). Navane is also 
avallabie as capsules containing 20 mg of thiothixene in bottles of 109, 500, and unit-dose pack 
of 100 (10 x 10's), 

Navane (thiothixene hydrochloride’ Concentrate is available in 120 ml (4 oz ) bottles with an 
accompanying dropper calibrated at 2 mg, 3mg, 4 mg, 5 mg. 6 mg. & mg. and 10 mg. and in 30 
mti (1 02.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg, 4 mg, and 5 mg. 
Each m! contains thiothixene hydroch.oride equivalent to 5 mg of thicthixene. Contains alcohol, 
U.S.P 7.096 viv (small loss unavoidable}. 

Navane (thiothixene hydrochloride) Intramuscular solution is avaiable in a 2 mi amber glass 
vial in packages of 10 vials, Each ml contains thiothixene hydrochicride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv, benzyl alcohol 0.9% w/v and propyl gatíate 0.02% w.v. 

Navane (thiothixene hydrochloride: Intramuscular For Injection :s available in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Stenite Water for Injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thicthixene, and 59.6 mg of 
mannitol. The reconstituted solution o! Navane intramuscular For Injection may be stored for 48 
hours at room temperature before diszarding. 


For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 19017. 
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A more rapid onset of No serious cardiotoxicity 
action than with and a low incidence 
amitriptyline or imipramine of anticholinergic effects 


Major symptom improvement within 4-7 days has Less than 1% incidence of hypertension, syn- 
been common. In over 80% of responsive patients, cope, or tachycardia was seen in 11 years of 
improvement occurs within two weeks. clinical trials. This finding is generally supported 


by broader clinical experience. Anticholinergic 


Rapid relief ‘ei anxiety effects were infrequent: dry mouth (1496). 


constipation (12%), and blurred vision (796). 


Qr agitation associated Antidepressants are not recommended for use 
during the acute recovery phase following myo- 


with depression cardial infarction. Rarely, extrapyramidal side 


effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 
to treatment with amoxapine. 
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VA Depot: NSN 6505-01-111-3195A 50 mg. —(100's) NSN 6505-01-111-3194A 100 mg.—-(180's)} 
DESCRIPTION 

ASENDIN amoxapine is an antidepressant of the dibenzoxazepine class. chemically distinct trom 
the dibenzazepines, dibenzocycioheptenes, and dibenzoxepines. 

it is designated chemically as 2-chloro-11-(t-piperazinyl)dibenz-[b.1] {1,4joxazepine. The molecu- 
lar weight is 313.8. The empirical formula is Cy7HygCIN30. 

ASENDIN is supplied for oral administration as 25 mg, 50 mg, 100 mg, and 150 mg tablets. 
CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its action. The mechanism ot its 
clinical action in man is not well understood. in animals, amoxapine reduced the uptake of norepi- 
nephrine and serotonin and blocked the response of dopamine receptors to dopamine. Amoxapine 
is not a Monoamine oxidase inhibitor. 

ASENDIN is absorbed rapidly and reaches peak blood levels approximately 9C minutes after inges- 
tion. It is aimost completely metabolized. The main route of excretion is the kidney. /n vitro tests 
show that amoxapine binding to human serum is approximately 90%. 

in man, amoxapine serum concentration declines with a half-life of eight hours. However, the major 
metabolite, 8-hydroxyamoxapine, has a biologic half-life of 30 hours. Metabolites are excreted in 
the urine in conjugated form as glucuronides., 

Clinica! studies have demonstrated that ASENDIN has a more rapid onset of action than either ami- 
triptyline or imipramine. The initial clinical effect may occur within four to seven days and occurs 
within two weeks in over 80% of responders. 

INDICATIONS AND USAGE 

ASENDIN is indicated for the relief of symptoms of depression in patients with neurotic or reactive 
depressive disorders as well as endogenous and psychotic depressions. It is indicated for depres- 
sion accompanied by anxiety or agitation 

CONTRAINDICATIONS 

ASENDIN is contraindicated in patients who have shown prior hypersensitivity to dibenzoxazepine 
compounds. It should not be given concomitantly with monoamine oxidase inhibitors. Hyperpyretic 
Cfises, severe convulsions, and deaths have occurred in patients receiving tricyclic antidepressants 
and monoamine oxidase inhibitors simultaneously. When it is desired to replace a Monoamine oxi- 
dase inhibitor with ASENDIN. a minimum of 14 days should be allowed to elapse after the former is 
discontinued. ASENDIN should then be initiated cautiously with gradual increase in dosage until 
optimum response is achieved. The drug is not recommended for use during the acute recovery 
phase following myocardial infarction. 

WARNINGS 

ASENDIN should be used with caution in patients with a history of urinary retention. angle-closure 
glaucoma or increased intraocular pressure. Patients with cardiovascular disorders should be 
watched closely. Tricyclic antidepressant drugs, particularly when given in high doses, can induce 
Sinus tachycardia, changes in conduction time, and arrhythmias. Myocardial infarction and stroke 
have been reported with drugs of this class. 

Extreme caution should be used in treating patients with a history of convulsive disorder or those 
with overt or latent seizure disorders. 

PRECAUTIONS 

General: in prescribing the drug it should be borne in mind that the possibility of suicide is inherent 
in any severe depression, and persists until a significant remission occurs; the drug should be dis- 
pensed in the smallest suitable amount. Manic depressive patients may experience a shift to the 
manic phase. Schizophrenic patients may develop increased symptoms of psychosis: patients with 
paranoid symptomatology may have an exaggeration of such symptoms. This may require reduc- 
tion of dosage or the addition of a major tranquilizer to the therapeutic regimen. Antidepressant 
drugs can cause skin rashes and‘or "drug fever" in susceptible individuals. These allergic reactions 
may, in fare cases, be severe. n are more likely to occur during the first few days of treatment, 
but may aiso occur later. ASENDIN should be discontinued if rash and/or fever develop. Amoxapine 
possesses a degree of dopamine-blocking activity which may cause extrapyramidal symptoms in 

< 1% of patients. Rarely, symptoms indicative of tardive dyskinesia have been reported, possibly 
related to treatment with amoxapine. 

information for the patient: Patients should be warned of the possibility of drowsiness that may 
oe performance of potentially hazardous tasks such as driving an automobile or operating 
machinery. 

Drug interactions: See “Contraindications” about concurrent usage of tricyclic antidepressants and 
monoamine oxidase inhibitors. Paralytic iieus may occur in patients taking tricyclic antidepressants 
in combination with anticholinergic drugs. ASENDIN may enhance the response to alcohol and the 
effects of barbiturates and other CNS depressants. 

Therapeutic interactions; Concurrent administration with electroshock therapy may increase the 
hazards associated with such therapy. 

Carcinogenesis, impairment of fertility: in a 21-month toxicity study at three dose levels in rats, 
pancreatic isiet cell hyperplasia occurred with slightly increased incidence at doses 5-10 times the 
human dose. Pancreatic adenocarcinoma was detected in low incidence in the mid-dose group only, 
and may possibly have resulted from endocrine-mediated organ hyperfunction. The significance at 
these findings to man is not known. 

Treatment of male rats with 5— 10 times the human dose resulted in a slight decrease in the number 
of fertile matings. Female rats receiving oral doses within the therapeutic range displayed a reversi- 
ble increase in estrous cycle length. 

Pregnancy. Pregnancy category C: Studies pero men in mice, rats, and rabbits have demonstrated 
no evidence of teratogenic effect due to ASENDIN. Embryotoxicity was seen in rats and rabbits 
given oral doses approximating the human dose. Fetotoxic effects (intrauterine death, stillbirth. 
decreased birth weight) were seen in animals studied at oral doses 3--10 times the human dose. 
Decreased postnatal survival (between days 0-4) was demonstrated in the offspring of rats at 5- 
10 times the human dose. There are no adequate and well controlled studies in pregnant women. 
ASENDIN should be used during pregnancy only if the potential benefit justifies the potential risk to 
the fetus. 

Nursing mothers: ASENDIN, like many other systemic drugs, is excreted in human milk. Because 
effects of the drug on infants are unknown, caution should be exercised when ASENDIN is admin- 
istered to nursing women. 

Pediatric use. Safety and effectiveness in children below the age of 16 have not been established. 
ADVERSE REACTIONS 

Adverse reactions reported in controlled studies in the United States are categorized with respect 
to incidence below. Following this is a listing of reactions known to occur with other antidepressant 
drugs of this class but not reported to date with ASENDIN. 

INCIDENCE GREATER THAN 1% 

The most frequent types of adverse reactions occurring with ASENDIN in controlled clinical trials 
were sedative and anticholinergic: these included drowsiness (14%). dry mouth (1493). constipa- 
tion (12%), and blurred vision (7%). 

Less frequently reported reactions were: 

CNS and Neuromuscular— anxiety, insomnia, restlessness. nervousness, palpitations. tremors. 
confusion, excitement, nightmares. ataxia, alterations in EEG patterns. 

Allergic— edema. 

Gastrointestinal — nausea. 

Other— dizziness, headache, fatigue. weakness, excessive appetite. increased perspiration. 
INCIDENCE LESS THAN 1% 

Anticholinergic-- disturbances of accommodation. mydriasis, delayed micturition. urinary reten- 
tion, nasal stuffiness. 

Cardiovascular—hypotension, hypertension, syncope. tachycardia. 

Allergic-— drug fever with skin rash, photosensitization. pruritus, rarely vasculitis 
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CNS and Neuromusculer— tingling, paresthesias of the extremities, tinnitus. disorientation. ser- 
tures, hypomania, numbness. incoordination. disturbed concentration, extrapyramidal symptoms. 
including, rarely, tardive dyskinesia. 
Hematologre—leukopenia. 
Gastrointesinal—epigastric distress. vomiting, flatulence, abdomina: pain, peculiar taste, 
diarrhea. 
Endocrine— increased or decreased libido, impotence, menstrual irregularity, breast enlargement 
and galactorrhea in the female. 
Other—lacnmation, weight gain or loss, altered liver function. 
DRUG RELATIONSHIP UNKNOWN 
The following reactions have been reported very rarely, and occuried under uncontrolled circum- 
stances where a drug relationship was difficult to assess. These observations are listed to serve as 
alerting information to physicians. 
Allergic— utticaria and petechiae. 
Anticholinergic— paralytic Heus. 
Cardiovascular— atrial arrhythmias (including atrial fibrillation), myocardial infarction, stroke, 
heart block. 
CNS and Neuromuscular—haliucinations, nightmares. 
Hematologic— thrombocytopenia. purpura. 
Gastrointesunal— parotid swelling. 
Endocrine— change in blood glucose evels. 
Other— pancreatitis. hepatitis, jaundice. urinary frequency, testicular swelling. anorexia. 
ADDITIONAL ADVERSE REACTIONS 
The He reactions have been reported with other antidepressant drugs, but not with 
ASENDIN. 
Anticholinergic— sublingual adenitis, dilation of the urinary tract. 
CNS and Neuromuscular—delusions, syndrome of inappropriate ADH secretion. 
Hematologic— agranulocytosis, eosinophilia. 
Gastrointestinal-—stomatitis. black tongue. 
Endocrine-—gynecomastia. 
Other— alopecia. 
OVERDOSAGE 
Signs and Symptoms 
initial toxic manifestations of ASENDIN overdosage typically are CNS effects: delirium, lethargy 
with diminished deep tendon reflexes. and/or seizures Cardiovascula: effects, when they occur, 
are usually limited to sinus tachycardia and transient minor EKG changes. Serious hypotension, 
hypertension. or cardiac arrhythmias are rare. Respiratory acidosis may develop following 
repeated seizures, and metabolic acidosis has been reported. 
Important 
Renal impairment may develop three t5 five days after substantial ovesdosage in patients who may 
appear otherwise recovered. Oliguria. hematuria, and renal failure have been reported. Tubular 
necrosis anc rhabdomyolysis with myoglobinuria may also occur in such cases. Treatment is the 
same as that for nondrug-induced renal dysfunction. In a limited series of cases of renal failure fol- 
lowing overcosage, 70% have recovered with appropriate treatment. 
In general, treatment of overdosage must be symptomatic and supportive. if the patient is cons- 
cious, induced emesis followed by gastric lavage with appropriate precautions to prevent pulmo- 
nary aspiration should be accomplished as soon as possible. Following lavage, activated charcoal 
may be administered to reduce absorption. An adequate airway should be established in comatose 
patients and assisted ventilation instituted if necessary, Convulsions, should they occur, may 
respond to standard anticonvulsant therapy: however. barbiturates may potentiate any respiratory 
depression. Specific treatment should be guided by the predominant symptoms which may suggest 
use of a particular pharmacologic agent. For example, the slow intravenous administration of ghy- 
sostigmine salicylate has been reported to reverse most of the serious cardiovascular and CN 
effects of overdosage with tricyclic antidepressants, such as cardiac arrhythmias and convulsions. 
(Avoid rapid injection to reduce the possibility of physostigmine-induced convulsions). Convul- 
sions may aiso be treated with intravenous diazepam. Acidosis may be treated by cautious intrave- 
nous administration of sodium bicarbenate. 
A patient who has ingested a toxic overdose of a tricyclic antidepressaat may remain medically and 
psychiatrically unstable for several davs due to sustained excessive drug levels. Unexpected car- 
diac deaths have occurred up to six days post-overdose with other antidepressants. The QRS inter- 
val of the electrocardiogram appears a reliable correlate of the severity of overdosage. If the QRS 
interval exceeds 100 milliseconds anytime during the first 24 hours after overdose. cardiac func- 
tion should be continually monitored for five or six Ws (Prolongation of the QRS interval beyond 
100 milliseccnds has not been reported with ASENDIN overdosage, and there have been no deaths 
due to primary cardiac toxicity.) 
The smallest estimated lethal overdose reported has been 2.6 grams. On the other hand, some 
patients have survived much larger ovardoses. Age and physical condition of the patient, concomi- 
tant ingestion of other drugs. and especially the interval between drug ingestion and initiation of 
emergency treatment, are important determining factors in the probabdity of survival. 
DOSAGE AND ADMINISTRATION 
Ettective dosage of ASENDIN may vary from one patient to another. Usual effective dosage is 
200 mg to 300 mg daily. Three weeks constitutes an adequate period cf tral providing dosage has 
reached 300 mg daily (or lower level o! tolerance) for at least two weeks. If no response is seen at 
300 mg. dosage may be increased. depending upon tolerance, up to 490 mg daily. Hospitalized 
patients who have been refractory to antidepressant therapy and who have no history of convulsive 
seizures may have dosage raised cautigusly up to 600 mg daily in divided doses. 
ASENDIN may be given in a single daily dose, not to exceed 300 mg. preferably at bedtime. if the 
total daily dosage exceeds 300 mg, it should be given in divided doses. 
initial Dosage for Adults’ Usual starting dosage is 50 mg two or three times daily. Depending upon 
tolerance, dasage may be increased to 100 mg two or three times daily by the end of the first week. 
(Initial dosage of 300 mg daily may be given, but notable sedation may occur in some patients dur- 
ing the first faw days of therapy at this level.) Increases above 300 mg daily should be made only if 
300 mg daily has been ineffective during a trial period of at least two weeks. When effective dosage 
is established, the drug may be given in a single dose (not to exceed 300 mg) at bedtime. 
Elderly Patients: in general, tower doseges are recommended for these patients. Recommended 
starting dosage of ASENDIN is 25 mg iwo or three times daily. {f no intolerance is observed, dos- 
aye may be increased by the end of the first week to 50 mg two or three times daily. Although 100— 
150 mg daily may be adequate for many elderly patients, some may recuire higher dosage. Caretul 
increases up to 300 mg daily are indicated in such cases. 
Once an effective dosage is establishec, ASENDIN may conveniently be given in a single bedtime 
dose, not to exceed 300 mg. 
Maintenance. Recommended maintenance dosage of ASENDIN is the Icwest dose that wil! maintain 
remission. if symptoms reappear. dosage should be increased to the earlier level until they are 
controlted. 
For maintenance therapy at dosages of 300 mg or less, a single dose a: bedtime is recommended. 
HOW SUPPLIED 
ASENDIN Amoxapine Tablets are supplied as follows: 
29 mg— white, heptagon-shaped tablets. engraved on one side with LE above 25 and with A13 on 
the other scored side. 

(Product No. NDC 0005-5389-23)-— botties of 100. 
90 mg-—orange. heptagon-shaped tablets, engraved on one side with EL above 50 and with A15 on 
the other scored side. 

(Product No. NDC 005-390-5311 DONIS ot 100 

(Product No. NDC 0005-5390-31).— bottles of 500 

(Product No. NDC 0005-5390-60)— 10 x 10 Unit Dose 
100 mg— Blue, heptagon-shaped tablets, engraved on one side with Li above 100 and with A17 on 
the other scored side. 

(Product No. NDC 0005-5391-23)— bottles of 100 

(Product No. NDC 0005-5391-50) — 10 x 10 Unit Dose 
150 mg—Peech. heptagon-shaped tab ets, engraved on one side with LL above 150 and with A18 
on the other scored side. l 

{Product No. NDC 0005-5392-38)-— bottles ot 30. . 

Store at Controlled Room Temperature 15-30°C (59- 86°F) 
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PROLIXIN® 

Fluphenazine Hydrochloride 

TABLETS/ELIXIR/AINJECTION 

Proiixin Tablets (Fluphenazine Hydrochloride Tablets USP) provide 1, 2.5, 5, or 10 mg fiuphena- 
zine hydrochioride per tablet, Prolixin 2.5, 5, and 10 mg tablets contain FD&C Yellow No. 5 
(tartrazine), Protixin Elixir (Fluphenazine Hydrochloride Elixir USP} provides 0.5 mg fiuphenazine 
hydrochloride per mi (2.5 mg per 5 mi teaspoonful) with 14% alcohol by volume. Prolixin injec- 
tion (Fiuphenazine Hydrochioride injection USP) provides 2.5 mg fiuphenazine hydrochloride per 
ml; it contains 0.1% methylparaben and 0.01% propyiparaben as preservatives. 


CONTRAINDICATIONS: In presence of suspected or established subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage, or who are receiving large doses of 
hypnotics, or who are comatose or severely depressed. in patients who have shown hypersen- 
sitivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may occur. 


WARNINGS: Mental and physical abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Potentiation of effects of aicohal may occur. 
Safety and efficacy in children have not been established because of inadequate experience in 
use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been established, weigh 
possible hazards against potential benefits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must De exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of the possibility of cross- 
sensitivity. Profixin Tablets (Fluphenazine Hydrochloride Tablets USP) 2.5, S, and 10 mg contain 
FD&C Yellow No. 5 (tartrazine) which may cause allergic-type reactions (including bronchial 
asthma) in certain susceptible individuais. Although the overall incidence of FD&C Yellow No. 5 
(tarttazine) sensitivity in the general population is low, it is frequently seen in patients who also 
have aspirin hypersensitivity. When psychotic patients on large doses cf a phenothiazine drug 
are to undergo surgery, hypotensive phenomena should be watched for, less anesthetics or 
central nervous system depressants may be required. Because of added anticholinergic effects, 
fluphenazine may potentiate the effects of atropine. 

Use fluphenazine cautiously in patients exposed to extreme heat or phosphorus insecticides: 
in patients with a history of convulsive disorders since grand mai convulsions have occurred; 
and in patients with special medical disorders such as mitral insufficiency or other cardio- 
vascular diseases, and pheochromocytoma. Bear in mind that with prolonged therapy there is 
the possibility of liver damage, pigmentary retinopathy, lenticular and corneal deposits, and 
development of irreversible dyskinesia. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An 
increase in rnammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date. how- 
ever, have shown an association between chronic administration of these drugs and mammary 
tumorigenesis, the available evidence is considered too limited to be conclusive at this time. 

Periodic checking of hepatic and renal functions and blood picture should be done. Monitor 
renal function of patients on long-term therapy; if BUN becomes abnormal, discontinue 
fluphenazine. "Silent pneumonias” are possible 

Abrupt Withdrawal: in general, phenothiazines do not produce osychic dependence. 
However. gastritis, nausea and vomiting, dizziness, and tremulousness have been reported 
following abrupt cessation of high dose therapy. reports suggest that these symptoms can be 
reduced if concomitant antiparkinsorian agents are continued for severai weeks after the 
phenothiazine is withdrawn. 


ADVERSE REACTIONS: Central Nervous System —Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent, They 
include pseudoparkinsonism, dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperrefiexia. The incidence and severity of such reactions will depend more on individua! 
patient sensitivity, but dosage level and patient age are also determinants. As these reactions 
may be alarming, the patient should be forewarned and reassured. These reactions can usually 
be controlled by administration of an anti-parkinsonian drug such as benztropine mesylate and 
by subsequent reduction in dosage. 

Persistent Tardive Dyskinesia. As with all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy of may occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involurtary movements of tongue, 
face, mouth. or jaw (e.g.. protrusion of tongue, puffing of cheeks, puckering of mouth, chewing 
movements) and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are nct alleviated by 
antiparkinsorism agents. if the symptoms appear, discontinuation of ail antiosychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements of the 
tongue may be an early sign of tne syndrome which may not develop if medication is stopped at 
that time 

Phenothiazine derivatives have been known to cause restlessness, excitement, or bizarre 
dreams; reactivation or aggravation of psychotic processes may be encountered. If drowsiness 
or lethargy occur, the dosage may need to be reduced. Dosages, far in excess of the 
recommended amounts, may induce a catatonic-like state. 

Autonomic Nervous System — Hypertension and fluctuations in blood pressure have been 
reported. Although hypotension is rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency sucn as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasopressor drugs should be instituted immediately should 
severe hypotension occur. Levarterenoi Bitartrate Injection iS the most suitable drug; 
epinephrine should not be used since phenothiazine derivatives have been found to reverse its 
action. Nausea, joss of appetite, salivation, polyuria, perspiration, dry mouth, headache and 
constipation may occur. Reducing or temporarily discontinuing the dosage will usually control 
these effects. Biurred vision. glaucoma, bladder paralysis. fecal impaction, paralytic teus, 
tachycardia, or nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormal lactation, 
gynecomastia, menstrual rregularities, false results on pregnancy tests. impotency in men and 
increased libido in women have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — tehing, erythema, urticaria, seborrhea, photosensitivity, eczema and 
extfohative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind. 

Hematologic ~~ Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have been observed with 
phenothiazines. If soreness of the mouth, gums or throat or any symptoms of upper respiratory 
infection occur and confirmatory leukocyte count indicates cellular depression, therapy should 
be discontinued and other approoriate measures instituted immediately. 

Hepatic Liver damage mantested by cholestatic jaundice, particularly during the first 
months of therapy, may occur. treatment should be discontinued. A cepnalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence of liver damage. 

Others -— Sudden deaths have been reported in hospitalized patients on phenothiazines. 
Previous brain damage or seizures may be predisposing factors. High doses shouid be avoided 
in known seizure patients, Shortly before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulminating pneumonia or 
pneumonitis, aspiration of gastric contents, or intramyocardial tesions. Although not a general 
feature of fuphenazine, potentiation of central nervous system depressanis such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-like syndrome, hypotension severe enough to cause fatal 
cardiac arrest, altered electrocardiographic and electroencephalographic tracings, altered 
cerebrospinal fluid proteins, cerebral edema, asthma, laryngeal edema, and angioneurotic 
edema; with long-term use, skin pigmentation and lenticular and cornea: opacities have 
occurred with phenothiazines. 

For full prescribing information, consult package inserts. 

HOW SUPPLIED: Tablets — 1 mg in bottles of 50 and 500; 2.5 mg and 5 mg in bottles of 50 and 
500 and in Unimatic* cartons of 100: 10 mg in bottles of 50 and 500. Efxir —in bottles of 473 mi 
(1 pint) and in 80 ml dropper-assembily bottles with dropper calibrated at 0.5 mi (0.25 mg), 1 ml 
(0.5 mg), 1.5 mi (0.75 mg), and 2 mi (1 mg). fnjection—in multipie-dose vials of 10 mi. 
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PROLIXIN DECANOATE* 
Fluphenazine Decanoate injection 


Proiixin Decanoate (Fluphenazine Decanoate Injection) provides 25 mg fiuphenazine decanoate 
per mi in a sesame oil vehicle with 1.2% (w/v) benzyl alcohol as apreservative. 


CONTRAINDICATIONS: in presenze of suspected or established:subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage, or who are receiving large doses of 
hypnotics, or who are comatose or severely depressed. In patients who have shown hypersensi- 
tivity to fluphenazine; cross-sensitivity to phenothiazine derivatives may occur. 

Not intended for use in children under 12, 


WARNINGS: Mental and physical bilities required for driving a cer or operating heavy 
machinery may be impaired by use of this drug. Physicians shouldbe alert to the possibility that 
severe adverse reactions may occur which require immediate medical attention. Potentiation of 
effects of alcohol may occur. Safety and efficacy in children have not been established because 
of inadequate experience in use in children. 

in Pregnancy: Safety for use during pregnancy has not een established, weigh 
possible hazards against potential benetits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of tae possibility of cross- 
sensitivity. When psychotic patients on large doses of a phenothiazine drug are to undergo 
surgery, hypotensive phenomena should be watched for; less anesthetics or central nervous 
system depressants may be required. Because of added anticholinergic effects, fiuphenazine 
may potentiate the effects of atropine. 

Use fluphenazine decanoate Cautiously in patients exposed to extreme heat or phosphorus 
insecticides; in patients with a history of convulsive disorders since grand mal convulsions have 
occurred: and in patients with special medical disorders such as mitra! insufficiency or other 
cardiovascular diseases, and pheochromocytoma. Bear in mind that with prolonged therapy 
there is the possibility of liver damage, pigmentary retinopathy, lenticular and corneal deposits. 
and development of irreversible dys<inesia. 

Fiuphenazine decanoate should te administered under the direction of a physician experi- 
enced in the clinical use of psychotropic drugs. Periodic checking of hepatic and renal functions 
and blood picture should be done. Renal function of patients on lorg-term therapy should be 
monitored; if BUN becomes abnorrrai, treatment should be discontinued. "Silent pneumonias” 
are possible. 

Neuroleptic drugs eievate prolactin levels; the elevation persists«during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a fector of potential importance if ine prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An in- 
crease in mammary neoplasms has been found in rodents after chronic administration of neuro- 
leptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, however, have 
shown an association between chrcnic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered too limited to be conciusive at this time. 


ADVERSE REACTIONS: Central Nervous System —Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. They 
include pseudoparkinsonism, dystoria, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperrefiexia. Muscle rigidity sometimes accompanied by hyperthermia has been reported 
following use of fluphenazine decanoate. One can expect a higher incidence of such reactions 
with fluphenazine decanoate than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individus! patient sensitivity, but 
dosage level and patient age are also determinants. As these reachons may be alarming. the 
patient should be forewarned and reassured. These reactions can asually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate and by subsequent 
reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or may Occur 
after discontinuation of drug. The risk seems greater in elderly patients, especiaily females. on 
high dosages. The syndrorne is characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, packering of mouth, chewing 
movements) and may be accompamed by involuntary movements ef extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are not alleviated by 
antiparkinsonism agen:s. H the symptoms appear, discontinuation cf all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements of the 
tongue may be an early sign of the syndrome which may not deve:cp if medication is stopped at 
that time. 

Phenothiazine derivatives have been known to cause restiessness, excitement, or bizarre 
dreams: reactivation or aggravation of psychotic processes may be encountered. If drowsiness 
or lethargy occur, the dosage may naed to be reduced. Dosages. ‘er in excess of the recom- 
mended amounts, may induce a catatonic-ike state. 

Autonomic Nervous System — Hypertension and fluctuations in Mood pressure have been 
reported, Although hypotension is ra-ely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasopressor drugs should be institated immediately shouid 
severe hypotension occur; Levarterenol Bitartrate Injection is the most suitable drug; epineph- 
rine should not be used since pheno:hiazine derivatives have been ‘ound to reverse its action. 
Nausea, loss of appetite, salivation, polyuria, perspiration, dry mouth, headache and constipation 
may occur. Reducing or temporarily discontinuing the dosage will usually control these effects. 
Blurred vision, glaucoma, bladder paralysis, fecal impaction, paraly!ic ileus, tachycardia, or 
nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormal lactation, gyneco- 
mastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred in some patients on phenothiazine therapy. 

Allergic Reactions — itching, erythema, urticaria, seborrhea, pho:osensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactotd 
reactions should be borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis. thrombocytopenic or 
nonthrombocytopenic purpura, eosirophilia, and pancytopenia have been observed with pheno- 
thiazines. If soreness of the mouth, cums or throat or any symptoms of upper respiratory infec- 
tion occur and confirmatory leukocyte count indicates cellular depression, therapy should be 
discontinued and other appropriate measures instituted immediately. 

Hepatic — Liver damage manifested by choiestatic jaundice, particularly during the first 
months of therapy, may occur; treatment should be discontinued. & cephalin flocculation 
increase, sometimes accompanied ty alterations in other tiver function tests, has been reported 
in patients who have had no clinical avidence of liver damage. 

Others —Sudden deaths have been reported in hospitalized patients on phenothiazines. Pre- 
vious brain damage or seizures may be predisposing factors, High doses should be avoided in 
known seizure patients Shortly before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings Fave usually revealed acute fuiminating pneumonia or 
pneumonitis, aspiration of gastric contents, or intramyocardial lesions. Although not a general 
feature of fluphenazine. potentiation 5f central nervous system depressants such as opiates. 
anaigesics, antihistamines, barbitura:es, and alcohol may Occur. 

Systemic lupus erythematosus-like syndrome, hypotension severa enough to cause fatal 
cardiac arrest, altered electrocardiographic and eiectroencephalog:aphic tracings, altered cere- 
brospinal fluid proteins, cerebral edema, asthma, laryngeal edema. and angioneurotic edema; 
with long-term use, skin. pigmentation and lenticular and corneal opacities have occurred with 
phenothiazines. Local tissue reactors occur only rarely with injectiens of fluphenazine 
decanoate. 

For full prescribing information, ccnsult package insert. 


HOW SUPPLIED: 1 m! Unimatic® single-dose preassembied syringes and cartridge-needle 
units and 5 ml viais. 
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Stanley E. Yolles 

Dr. and Mrs. Steven 
LEONE 

Lester Grinspoon 
Irving Schneider 
Burton J. Goldstein 
lan E. Alger 

Robert O. Pasnau 
Leigh M. Roberts 
George H. Pollock 


Project 
Loss Control 
Personnel 
Pharmaceutical Company and Other 
Exhibitor Activities at Annual Meetings Robert Hales 
COUNCIL ON INTERNATIONAL 
AFFAIRS brite Redi 


Abuse and Misuse of Psychiatry and 


Psychiatrists 


Psychiatry and Foreign Affairs 
Transcultural Aspects of Etbnocentricity 


Among Psychtatrists 


Monttor Nuclear Developments 
Inter-American Council 
Meeting with Mexican Society of 


Neurology and Psychiatry 


Human Ri eh Its 


COUNCIL ON MEDICAL EDUCATION 


AND CAREER DEVELOPMENT 


Administrative Psychiatry 
Medical Student eae 


Graduate Education 
Continuing Education 


Psychiatry and Primary Care 


Impaired Physician 
Manpower Data 


Education 


Harold Wisorsky 
Wallam D Davilsan 
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Communication Between APA and ABPN 


Recertification 

Self-Study Materials 

PKSAP-V 

Residents 

Falk Fellowship Selection 

Mead Jobnson Fellowship 

Minority Fellowship Program 

Quality of Psychiatry Residency 
Training Programs 


COUNCIL ON NATIONAL AFFAIRS 


Abuse and Misuse of Psychiatry in U.S. 


Asian-American Psychiatrists 

Black Psychiatrists 

American Indian/Alaskan Native 
Psychiatrists 

Emerging Issues 

Foreign Medical Graduates 

Religion and Psychiatry 

Hispanic Psychiatrists 

Women 

Gay, Lesbian, and Bisexual Issues 

Terrorism and lts Victims 

Psychiatry and Industry 

Victimization 


COUNCIL ON PSYCHIATRIC 
SERVICES 

Federal Government Health Services 

Alcoholism 

Drug Abuse 

Rehabilitation 

State Hospitals 

American Hospital Association 


Functions of tbe Hospital & Community 
Psychiatry Service, Journal, and Institute 


Comprebensive Health Planning 


Commission on Professional and Hospital 


Activities 
Community Residential Services 
Psychiatrie Emergency Care Issues 
Health Maintenance Organizations 
Institute on Hospital @ Community 
Psychiatry Program 
Chronically Mentally HI 
Private Practice 


James N. Sussex 
Herbert Pardes 

lan Alger 

Louis A. Faillace 
Gordon Lavin 

lesse Oscar Cavenar, Jr. 
Donald Oken 

Pedro Ruiz 


Robert Williams 


]ean Shinoda Bolen 
Israel Zwerling 
Normund Wong 
Bruce L. Ballard 


Roger Dale Walker 
Perry Ottenberg 
Rodrigo Munoz 

Edgar Draper 
Evaristo Gomez 
Nanette Gartrell 

James A. Paulsen 
David A. Soskis 
Alan A. McLean 
Frank Ochberg 


Boris M. Astrachan 
Stephen M. Sonnenberg 
Sheldon L Miller 

Joyce Lowinson 

James Folsom 

I Frank James 

Gerald Flamm 


Jack Wolford 
Mark J. Mills 


Henry Pinsker 

A. Anthony Arce 
Gail Barton 

Daniel Y. Patterson 


Darold À. Tretfert 
John A. Talbott 
Naomi Goldstein 


COUNCIL ON RESEARCH 

Protection of Human Subtects in 
Psychiatric Research 

Evaluation of DSM-1H 

Treatment of the Dying Patient and Family 

Use of Laboratory Tests in Psychiatry 

Safety and Performance Standard for 
Electroconvulsive Therapy Devices 

Long-Term Effects of Lithium on Kidney 

Sudden Death 

Treatments of Psychiatric Disorders 


Marvin Stein 


Donald F. Klein 
Gary L. Tischler 
E. Mansell Pattison 
Alexander Glassman 


Richard D. Weiner 
George R. Heninger 
George M. Simpson 

T. Byram Karasu 


COUNCIL ON STANDARDS AND ECONOMICS 
OF PSYCHIATRIC CARE Joseph T. English 
Financing Psychiatric Services Donald J. Scherl 
ICAH Standards for Hospital-Based or 
Hospital-Related Psychiatric Services 
Interprofessional Services 
CHAMPUS Peer Review Project 
Peer Review 


Boris M. Astrachan 
lames C. Johnson 
Henry G. Altman 

]ohn Hamilton 


COMMISSION ON JUDICIAL ACTION Loren H. Roth 
COMMISSION ON PSYCHIATRIC 
THERAPIES 


T. Byram Karasu 


CONSULTATION SERVICES BOARD Bertram Pepper 

JOINT COMMISSION ON PUBLIC 
AFFAIRS Shervert H. Frazier 

JOINT COMMISSION ON GOVERNMENT 
RELATIONS Allan Beigel 

SPECIAL COMMITTEES 

Investment Advisory 

New Headquarters Fund 

Conference on tbe Role oj the Psychiatrist 
in Community Mental Healtb Centers 

Council and Component Structure and Their 
Relationship to tbe Board and Assembly 

Psychiatrist Leadership in Public Mental 
Health Programs 

APA Prepaid Legal Plan 

Plan the Decade Conference 


Frederick spel 
Francis |. Bracelanc 


lames T. Barter 
Leigh M. Roberts 
Kenneth D. Gaver 
Paul F. Slawson 


Daniel X. Freedman 
Donald G. Langsley 





Coming in the April 1983 issue of 
THE AMERICAN JOURNAL OF PSYCHIATRY 


Opportunities for Prevention 
in the Practice of Psychiatry 


By Irving Philips 


Teaching Residents the Administrative Aspects 
of Psychiatric Practice—A Commentary 
By Jonathan F. Borus 
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New Dimensions In Anxiety: 


To be presented in conjunction with the 
136th Annual Meeting of the American 
Psychiatric Association 





2 TE DIC 


Sunday May 1, 1983 
3:00 - 6:00 p.m. 
Sheraton Centre Hotel 
Imperial Ballroom A (2nd Floor) 
New York City 










Physiologic and Psychiatric Perspectives 


A symposium developed by a distinguished 
faculty to provide a clinically relevant under- 
standing of anxiety. The comprehensive pro- 
gram ranges in scope from examining brain and 
behavioral mechanisms through the clinical ap- 
plication of the newest available therapies and 
how they may fulfill the expectations of the 
desirable ideal anxiolytic. 


Chairman: Daniel X. Freedman 
Professor and Chairman 
Department of Psychiatry 
University of Chicago 


Behavior and Anxiety 
Malcolm Lader, M.D., Ph.D. 
Professor of Clinical "SVChophanmacology 
Institute of Psychiatry 
London, England 


The Psychopharmacology of Anxiety 
Phil Skolnick, Ph.D. 
Senior Investigator 
Section on Pharmaco-dynamics 
Laboratory of Bio-organic Health 
National Institutes of Health 
Bethesda, Maryland 


Current Therapeutic Options 
Richard |. Shader, M.D. 
Professor and Chairman 
Department of Psychiatry 
Tufts-New England Medical Center 
Boston, Massachusetts 


J-V12183 (©1983 Mead Johnson & Company « Evansville, Indiana 47721 


The Psychiatrist As Consultant: Anxiety 
Associated with Physical Disorders 
Marc A. Schuckit, M.D. 
Professor of Psychiatry 
University of California, San Diego 
Director, Alcohol Treatment Program 
San Diego Veterans Administration 
Medical Center 


Non-Benzodiazepine Anxiolytics: 
Clinical Usefulness 
Karl Rickels, M.D. 
Professor of Psychiatry 
and Pharmacology 
University of Pennsylvania 
Philadelphia, Pennsylvania 


The Ideal Anxiolytic 
Samuel Gershon, M.D. 
Professor and Chairman 
Department of Psychiatry 
Wayne State University 
Director, Lafayette Clinic 
Detroit, Michigan 


Supported by an educational grant from 
Mead QiMS0N PHARMACEUTICAL DIVISION 


Accreditation: As an organization accredited for continuing 
medical education, the American Psychiatric Association 
certifies that this continuing medical education activity 
meets the criteria for three (3) credit hours in Category | 

of the Physician’s Recognition Award of the American 
Medical Association and the CME requirements of the APA 


© 1983, American Psychiatric Press, Inc 


Aquick, new way 
to put DSM-III to work for you. 


Controversial D$M-III Debate 
Now On Tape 


‘Do the advantages of DSM-III outweigh the disadvan- 
tages?” That's the topic of the debate which took place at 
the 1982 American Psychiatric Association Annual Meeting. 
Now you can listen to five noted authorities discuss the 
issues surrounding the still controversial Diagnostic and 
Statistical Manual of Mental Disorders (Third Edition), the 
first major revision of criteria and codes for psychiatric 
diagnostic classification in 12 years. Two one-hour cassette 
tapes contain the provocative debate. Listen and decide for 
yourself! 


Moderator: John C. Nemiah, M.D., Boston, MA. 
Affirmative: Robert L. Spitzer, M.D., New York, NY. 
Gerald L. Klerman, M.D., Boston, MA. 

Negative: Robert Michels, M.D., New York, NY. 

George E. Vaillant, M.D., Boston, MA. 


NEW! Spiral bound Desk 
Reference to the Diagnostic 
Criteria from DSM-III 


Now you can get the information you need to make a 
DSM-III diagnosis in a new, more convenient format—with 
the new spiral bound Desk Reference. Perfect for quick 
reference by clinicians and researchers, the Desk Reference 
contains the classification, diagnostic criteria and a listing of 
the most important conditions to be considered in a dif- 
ferential diagnosis of each category. While the new format 
contains the same basic information as the Quick Reference, 
widely used for the past three years, it offers these added 
features: 


* Spiral binding to lay open and flat on your desk. 

* Full classification displayed on a single fold-out sheet. 

* A new alphabetical listing to help you pinpoint the code 
number promptly. 

* Larger page size and more convenient groupings of the 
diagnostic criteria. 


Join the 70,000 professionals 
already using the 
DSM-III Case Book 


The DSM-III Case Book brings the diagnostic concepts of 
DSM-III to life, presenting 214 actual patient case histories, 
reflecting the wide range of psychopathology seen in clinical 
practice. Use the Case Book for learning new concepts from 
DSM-III, to prepare for examinations, to test knowledge 

of diagnosis, to illustrate unusual cases and to stimulate 
discussions. 
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Authors: Robert L. Spitzer, M.D.; Andrew E. Skodal, 
M.D.; Miriam Gibbon, M.S.W. and Janet B. W. 
Williams, D.S. W. 


You can still order your copy of the original Quick Reference 
to the Diagnostic Criteria, a pocket-sized booklet specially 
bound in durable leatherette. The contents of the Desk 
Reference and the Quick Reference are the same, except as 
noted above. 





Just clip the coupon e ail your order to: 
American 
Pex MERY tec Department 
ae ee 1400 K Street, N.W. 
Pre 59, Inc. Washington, D.C. 20005 


Orders over $35 can be charged on MasterCard or Visa by 
phone, 1-800-368-5777 (in Washington, D.C., call 797-4996) 


i Please send me the follow:ng publications: | J-11-M g 


g DSM-III Debate Cassette Tape (two 1-hour tapes) /A1-037-2 $18.00 p 














( Desk Reference to DSM-IIT 442-046-7 (Spiral bound) $15.00 [| 
i [i DSM-Il Case Book C #42-050-5 (Casebound) $29.95 E 
" CI #42-051-3 (Paperback) $17.50 i 
Ci Quick Reference to DSM-IN #42-043-2 $12.95 
E O DSM-I C #42-041-6 (Casebound) $32.00 : 
i C #42-042-4 (Paperback) $25.00 i 
: All orders must be prepaid. Please make check payable to I 
5 p I 
American Psychiatric Press, Inc. ' 
i $ Amount of Order + $1.50 Shipping / Handling " 
:| d ose bise Total Amount [| 
§ Please ship materials to: | 
E Name [| 
È Address : 
City ORNS, «| |< ener s S| i 
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Heart attackor stroke could | 
knock you down on your way up. 


You're working for the challenge, 
the satisfaction, the success. The last , 
thing you want is a heart attack or a 
stroke. Yet, nearly one million à 
Americans die of heart disease and 
stroke every year. And 200,000 of 
them die before retirement age. 


The American Heart Association 
is fighting to reduce early death 
and disability from heart disease 


and stroke with research, profes- 
sional and public education, and 
community service programs. 

But more needs to be done. 

You can help us find the answers 
by sending your dollars today to 


your local Heart Association, listed 
in your telephone directory. 
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The Brown Schools: 
Specialists in 
Residential Treatment 


Residential treatment has be- 
come highly specialized in the 
field of mental health. It is a 
specific treatment modality for 
those who need a totally planned 
and structured environment. 

The Brown Schools has de- 
veloped a wide range of profes- 
sional services that can be 
utilized to implement an indi- 
vidually planned residential 
treatment program. The degree 
of structure and protection, the 
intensity of therapy, the methods 
of education and training are 
controlled and modified with the 
resident's changing needs. 

Professionals in the areas of 
psychiatry, psychology, nursing, 
social work, education, pre- 
vocational training, speech 
pathology, and recreation have 
developed expertise in the spe- 
cific area of residential treat- 
ment, Each service area is de- 
signed as a component of an 
integrated therapeutic milieu. 

The three residential treatment 
centers of The Brown Schools 
provide complete programming 


for those in need of twenty-four 
hour care. Services are available 
for children, adolescents, and 
adults with emotional distur- 
bance, mental retardation, and 
neurological impairment. Two 
small group homes in Austin 
provide for reintegration into the 
community and complement the 
services offered in the other 
centers, For information, write: 
Director of Admissions/ 
Department C-O 

The Brown Schools 

P.O. Box 4008, 

Austin, Texas 78765. 

Toll Call: (512) 478-6662 


Out of State Free: (800) 531-5305 
From Texas Free: (800) 252-5404 
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An equal opportunity employer. 
Psychiatric hospitals accredited 
by the Joint Commission on 
Accreditation of Hospitals. 













WE'RE FIGHTING FOR YOUR LIFE 
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SER COA pg Reni o did 
For smoother sailing in the 

long-term management of the manic 
phase of manic-depressive illness. 





slow-release 


T H O B | D 


lithium carbonate 
300-mg tablets 








The stabilizer 


Smooth and steady blood levels help avoid high peak 
levels where side effects can occur. 


Easy to start with 
Easy to stay with 
Easy to convert to 


Before prescribing Lithobid, please see Prescribing Information. 


Lithium toxicity is closely related to serum lithium levels, and can occur at 
doses Close to therapeutic levels. Facilities for prompt and accurate serum 
lithium determinations should be available before initiating therapy. 


Lithobid* 


lithium carbonate 
slow-release tablets 
inot USP} 


Cibalith-S" Syrup 


lithium citrate 


WARNING 


Lithium toxicity is closely related to serum lithium 
levels, and can occur at doses close to therapeutic 


levels. Facilities for prompt and accurate serum 
lithium determinations should be available before 
initiating therapy. 


DESCRIPTION 

Lithobid: Each film-coated slow-release tablet contains 
300 mg of lithium carbonate, 40 mg of sodium chloride, 
equivalent to 15.7 mg of sodium. This slowly dissolving fiim- 
coated tablet is designed to give postadministration serum 
lithium peaks lower than obtained with conventional oral 
lithium dosage forms. 


Cibalith-S: Each 5 mi of this lithium citrate syrup contains 
8 mEq of lithium ion {Li+}, equivalent to the amount of 
lithium in 300 mg of lithium carbonate. 


Lithium carbonate is a white, light, alkaline powder with 
molecular formula Li, CO, and molecular weight 73.89. 
Lithium is an element of the alkali-metal group with atomic 
number 3, atomic weight 6.94 and an emission line at 

671 nm on the flame photometer. 


Lithium citrate is prepared in solution from lithium hydroxide 
and citric acid in a ratio approximating di-lithium citrate. 
INDICATIONS 

Lithium is indicated in the treatment of manic episodes of 
manic-depressive iliness. Maintenance therapy prevents or 
diminishes the intensity of subsequent episodes in those 
manic-depressive patients with a history of mania. 


Typical symptoms of mania include pressure of speech. 
motor hyperactivity, reduced need for sleep. flight of ideas, 
grandiosity, elation. poor judgment. aggressiveness. and 
possibly hostility When given to a patient experiencing a 
manic episode, lithium may produce a normalization of 
symptomatology within 1 to 3 weeks. 


WARNINGS 

Lithium should generally not be given to patients with sig- 
nificant renal or cardiovascular disease, severe debilitation 
or dehydration, or sodium depletion, and to patients receiv- 
ing diuretics, since the risk of lithium toxicity is very high in 
Such patients. If the psychiatric indication is life-threaten- 
ing, and if such a patient fails to respond to other measures. 
lithium treatment may be undertaken with extreme caution, 
including daily serum lithium determinations and adjust- 
ment to the usually low doses ordinarily tolerated by these 
individuals. In such instances, hospitalization is a necessity. 


Lithium toxicity is closely related to serum lithium levels, 
and can occur at doses close to therapeutic levels (see 
DOSAGE AND ADMINISTRATION). 


Lithium therapy has been reported in some cases to be as- 
sociated with morphologic changes in the kidneys. The 
relationship between such changes and renal function has 
not been established. 


Outpatients and their families should be warned that the 
patient must discontinue lithium therapy and contact his 
physician if such clinical signs of lithium toxicity as diarrhea. 
vomiting, tremor, mild ataxia, drowsiness, or muscular 
weakness occur. 


Lithium may prolong the effects of neuromuscular blocking 
agents. Therefore. neuromuscular blocking agents should 
be given with caution to patients receiving lithium. 


Lithium may impair mental and/or physical abilities. Caution 
patients about activities requiring alertness (e.g.. operating 
vehicles or machinery). 


Combined use of haloperidol and lithium: An encephalo- 
pathic syndrome (characterized by weakness, lethargy, 
fever, tremulousness and confusion, extrapyramidal symp- 
toms, leucocytosis, elevated serum enzymes, BUN and 
FBS) followed by irreversible brain damage has occurred in 
a few patients treated with lithium plus haloperidol. A 
causal relationship between these events and the concomi- 
tant administration of lithium and haloperidol has not been 
established; however, patients receiving such combined 
therapy should be monitored closely for early evidence of 
neurological toxicity and treatment discontinued promptly if 
such signs appear. The possibility of similar adverse inter- 
actions with other antipsychotic medications exists. 


Usage in Pregnancy: Adverse effects on nidation in rats, 
embryo viability in mice, and metabolism in vitro of rat tes- 





tis and human spermatozoa have been attributed to lithium, 


as have teratogenicity in submammalian species and cleft 
palates in mice. Studies in rats, rabbits and monkeys have 
shown no evidence of lithium-induced teratology. 

There are lithium birth registries in the United States and 
elsewhere: however there are at the present time insuffi- 
cient data to determine the effects of lithium on human 
fetuses. Therefore, at this point, lithium should not be used 
in pregnancy, especially the first trimester. unless in the 
opinion of the physician, the potential benefits outweigh the 
possible hazards. 





Usage in Nursing Mothers: Lithium is excreted in human 
milk. Nursing should not be undertaken during lithium 
therapy except in rare and unusual circumstances where, 
in the view of the physician, the potential benefits to the 
mother outweigh possible hazards to the child. 

Usage in Children: Since information regarding the safety 
and effectiveness of lithium ín children under 12 years of 
age is not available, its use in such patients is not recom- 
mended at this time. 

PRECAUTIONS 

The ability to tolerate lithium is greater during the acute 
manic phase and decreases when manic symptoms sub- 
side (see DOSAGE AND ADMINISTRATION). 


The distribution space of lithium approximates that of total 
body water, Lithium is primarily excreted in urine with insig- 
nificant excretion in feces. Renal excretion of lithium is 
proportional to its plasma concentration. The half-elimina- 
tien time of lithium is approximately 24 hours. Lithium 
decreases sodium reabsorption by the renal tubules which 
could lead to sodium depletion. Therefore. it is essential for 
the patient to maintain a normal diet. including salt, and an 
adequate fluid intake (2500-3000 ml) at least during the ini- 
tial stabilization period. Decreased tolerance to lithium has 
been reported to ensue from protracted sweating or diar- 
rhea and, if such occur, supplemental fluid and sait should 
be administered. 


in addition to sweating and diarrhea. concomitant infection 
with elevated temperatures may also necessitate a tempo- 


rary reduction or cessation of medication. 


Previously existing underlying disorders do not necessarily 
constitute a contraindication to lithium treatment; where 
hypothyroidism exists. careful monitoring of thyroid function 
during lithium stabilization and maintenance allows for cor- 
rection of changing thyroid parameters, if any, where hypo- 
thyroidism occurs during lithium stabilization and mainte- 
nance, supplemental thyroid treatment may be used. 


indomethacin (50 mg t.i.d.) has been reported to increase 
steady-state plasma lithium levels from 30 to 59 percent. 
There is aiso some evidence that other nonsteroidal, anti- 
inflammatory agents may have a similar effect. When such 
combinations are used, increased plasma lithium level 
monitoring is recommended. 


ADVERSE REACTIONS 

Adverse reactions are seldom encountered at serum 
lithium levels below 1.5 mEq/l, except in the occasional pa- 
tient sensitive to lithium. Mild-to-moderate toxic reactions 
may occur at levels from 1.5-2.5 mEq/l, and moderate-to- 
severe reactions may be seen at levels from 2.0-2.5 mEq. 
depending upon individual response to the drug. 


Fine hand tremor. polyuria and mild thirst may occur during 
initial therapy for the acute manic phase, and may persist 
throughout treatment. Transient and mild nausea and 
general discomfort may also appear during the first few 
days of lithium administration, 


These side effects are an inconvenience rather than a dis- 
abling condition, and usually subside with continued treat- 
ment or a temporary reduction or cessation of dosage. If 
persistent. a cessation of dosage is indicated. 


Diarrhea. vomiting. drowsiness, muscular weakness and 
lack of coordination may be early signs of lithium intoxica- 
tion, and can occur at lithium levels below 2.0 mEq/l. At 
higher levels, giddiness, ataxia, blurred vision, tinnitus and 
a large output of dilute urine may be seen. Serum lithium 
levels above 3.0 mE qii may produce a complex clinical pic- 
ture involving multiple organs and organ systems. Serum 
lithium ievels should not be permitted to exceed 2.0 mEc! 
during the acute treatment phase. 

The following toxic reactions have been reported and 
appear to be related to serum lithium levels, including 
levels within the therapeutic range. 


Neuromuscular: tremor, muscle hyperirritability (fascicu- 


lations, twitching, clonic movements of whole limbs). 
ataxia, choreoathetotic movements, hyperactive deep 
tendon refiexes. 

Central Nervous System: blackout spells, epileptiform 
seizures. slurred speech. dizziness, vertigo, inconti- 
nence of urine or feces, somnolence, psychomotor 
retardation, restlessness, confusion, stupor. coma. 
Cardiovascular: cardiac arrhythmia, hypotension, 
peripheral circulatory collapse. 

Gastrointestinal: anorexia, nausea, vomiting, diarrhea. 
Geritourinary: albuminuria, oliguria. polyuria. 
glycosuria. 

Dermatologic: drying and thinning of hair, anesthesia of 
skin, chronic folliculitis. xerosis cutis, alopecia, exacer- 
bation of psoriasis. 

Autonomic Nervous System: blurred vision, dry mouth. 


Miscellaneous: fatigue, lethargy, tendency to sleep, 
dehydration. weight loss, transient scotomata. 

Thyrgid Abnormalities: euthyroid goiter and/or hypo- 
thyroidism (including myxedema) accompanied by 
lower T, and Tu. ha: iodine uptake may be elevated (see 
PRECAUTIONS). Paradoxically, rare cases of hyper- 
thyroidism have been reported. 

EEG Changes: diffuse slowing, widening of frequency 
spectrum, potentiation and disorganization of back- 
ground rhythm. 





EKG Changes: reversible fattening, isoelectricity or 
inversion of T-waves. 


Miscellaneous reactions uprelated to dosage are: tran- 
sient electroencephalographic and electrocardiographic 
changes, leucocytosis, headache, diffuse nontoxic 
goiter with or without hypothyroidism, transient hyper- 
glycemia, generalized pruritus with or without rash, 
cutaneous ulcers, albuminuria, worsening of organic 
brain syndromes, excessive weight gain, edematous 
swelling of ankles or wrists. and thirst or polyuria, some- 
times resembling diabetes insipidus and metallic taste. 


A single report has been received of the development of 
painful discoloration of fingers and toes and coldness of 
the extremities within one cay of the starting of treat- 
ment of lithium. The mechanism through which these 
symptoms (resembling Raynaud's Syndrome) devel- 
oped is not known. Recovery followed discontinuance. 

DOSAGE AND ADMINISTRATION 

Acute Mania: Optimal patient response can usually be es- 

tablished and maintained with the following dosages: 


Lithobid .......... 900 mg b.i.d. or 600 mg tid. 
(1800 mg per day) 

Cibalith-S ......... 10 mi (2 ‘easpoons) (16 mEq of 
lithium) tid. 


Such doses will normally produce an effective serum 
lithium level ranging between 1.0 and 1.5 mEq/l. Dosage 
must be individualized according to serum levels and clini- 
cal response. Regular monitoring of the patient's clinical 
state and of serum lithium levels is necessary. Serum levels 
should be determined twice per week during the acute 
phase, and until the serum levet and clinical condition of the 
patient have been stabilized. 


Long-Term Control: The desirabie serum lithium levels are 
0.6 to 1.2 mEq, Dosage will vary from one individual to 
another, but usually the following dosages will maintain this 
level: 


Lithobid .......... 900 mg te 1200 mg per day given in 
two or three divided doses. 

Cibalith-S ......... 5 ml (1 teaspoon) (B mEq of lithium) 
tid. or gid. 


Serum lithium levels in uncomplicated cases receiving 
maintenance therapy during remission should be moni- 
tored at least every two months. Patients abnormally sensi- 
tive to lithium may exhibit toxic sgns at serum levels of 1.0 
to 1.5 mEq/. Elderly patients often respond to reduced dos- 
age, and may exhibit signs of toxicity at serum levels or- 
dinarily tolerated by other patients. 


NB.: Blood samples for serum lithium determinations 
Should be drawn immediately pror to the next dose when 
lithium concentrations are relatively stable (Le., 8-12 hours 
alter previous dose). Total reliance must not be placed on 
serum levels alone. Accurate paiient evaluation requires 
both clinical and laboratory anaivsis. 


OVERDOSAGE 

The toxic levels for lithium are clase to the therapeutic 
levels. It is therefore important that patients and their fami- 
lies be cautioned to watch for easly toxic symptoms and to 
discontinue the drug and inform the physician should they 
occur. Toxic symptoms are listedin detail under ADVERSE 
REACTIONS. 


Treatment: No specific antidote tor lithium poisoning is 
known. Early symptoms of lithium toxicity can usually be 
treated by reduction or cessation of dosage of the drug and 
resumption of the treatment at a ‘ower dose after 24 to 48 
hours. In severe cases of lithium poisoning, the first and 
foremost goal of treatment consists of elimination of this ion 
from the patient, 


Treatment is essentially the same as that used in barbitu- 
rate poisoning: 1) gastric lavage 2) correction of fluid and 
electrolyte imbalance and 3) regulation of kidney function- 
ing. Urea, mannitol, and aminophylline all produce signifi- 
cant increases in lithium excretion. Hemodialysis is an 
efective and rapid means of removing the ion from the 
severely toxic patient. Infection prophylaxis, regular chest 
x-rays, and preservation of adequate respiration are 
essential. 

HOW SUPPLIED 

Lithobid, lithium carbonate 300 mg, peach-colored, slow- 
re:ease tablets are supplied in bottles of 100's & 1000's and 
in unit-dose boxes of 100's. 

Cibalith-S, lithium citrate syrup. 3 mEq of lithium ion per 
5 ml (1 teaspoon) is supplied as 2 sugar-free. raspberry- 
flavored syrup in bottles of 480 mi. 


CIBA Pharmaceutical Company 
Div. of CIBA-GEIGY Corporation 
Summit, NJ 07901 


CIBA 


C81-70 (1/82) 


102-5490- A 


‘HCA offered me an excellent 
professional situation.’ 


Dr. Robert A. Groves, M.D., Hobbs, New Mexico 


























"After returning from an overseas medical post, | ac 
cepted the offer of Lea Regional Hospital (an HCA af- 
filiated facility) to move to Hobbs and begin a private 
practice in neurosurgery. 

"HCA assisted me all the way. They have a 
sensible physician recruiting program that is ag- 
gressive yet sensitive to the needs of both the 
physician and the community. HCA supports 

me with a well-run hospital that is responsive to 

the need for expanded ancillary services—such 

as a new CT scanner and additonal O.R., |.C.U. 

and X-ray space—as the medical staff and the 

town grow. As a result of HCA's careful recruit. 
ing, I’m busy and enjoy the support of both my 
colleagues and the Hobbs communit 

For information on how HCA can help you 

send your curriculum vitae and geographical and 
professional preferences, in confidence, to Charles 
M. Wooden, Professional Relations, HCA, P.O. 
Box 550, Nashville, TN 37202. Or cal! toll-free, 
1-800-251-2561. 
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\LDOL rapidly clears 
re psychotic symptoms 





Rapid treatment of acute psychosis with intramuscular HALDOL haloperidol 
has proved effective both in relieving patient suffering and in clearing 

core psychotic symptoms of thought disorder’; it may also avoid or reduce the 
need for hospitalization. Low-dose, less-sedating drugs suchas HALDOL 

are preferred because they are less likely to produce sudden hypotension;* 
excessive sedation* or troublesome anticholinergic effects?” Extrapyramidal 
symptoms, which depend upon individual sensitivity and can occur 

with all neuroleptics, can be controlled with antiparkinson medication or 
dosage reduction? * 


© Marked improvement often occurs in 2-3 hours; initial response may be seen 
within 30-60 minutes. Careful observation of patient response is essential. 


^ HALDOL can be given as often as every hour at any usual IM site, 
rarely causing local irritation. Patients typically require 1 to 4 injections of 5 mg 
at 60-minute intervals. 


o HALDOL offers the widest dosage range to meet wide individual variations 
in patients’ needs. 


? Easy switchover from IM HALDOL to oral forms ona 1:1 basis smooths the 


transition to maintenance therapy. 


Right at the start — right for the long term 


HALDOL 


(halopernocoh 


tablets/concentrate/injection 





ture posed by professional models. “Transient and orthostatic hypotension rarely occur. *Marked sedation is rare; some instances of drowsiness have been reported. 
sistent extrapyramidal symptoms may require discontinuation of the drug. Please turn page for brief summary of prescribing information. 


The only neuroleptic many psychotic 
patients may ever need 


e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


pum e Safe and effective at the . 
HALDOI? concentrate | | widest possible dosage range" 
(haloperidol) À TA be Sume of Prescribing 
tasteless, odorless and colorless; \ Midi dini 
easily added to food, juices or | 1 Asipi adverse reactions. 


water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 

haloperidol (as the lactate). 


LLB ERS OMELET IN In 


HALDOI? (haloperidol) T | 
sterile injection 4- Pre-filled Syringe | HAL »— 
HAL 


for rapid control (often within hours) ` "Aces" 
in acutely agitated patients. 5 mg | 
haloperidol (as the lactate) with 1.8 mg 


,, Sng. per mt. 
methylparaben and 0.2 m 


ropylparaben per ml, ind lactic acid 
de pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
Is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 





120 mi. 


HALDOL 


PA Ry 
xs IARMACELITICA 






w- 






MALOPERIDOL 
CONCENTRATE 
HALDOILS? tablets 
(haloperidol) 


SPE aei oe ne 


in 6 different strengths, for 
convenience in individualizing 
dosage. 


YT. OS 


/; mg lmg 2 mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a differen: 
antipsychotic agent. 


Other CNS Effects: Insomnia, restiessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like benavioral states which may be 
responsive to drug withdrawal and ‘or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 


monocytosis; agranulocytosis rarely reported and only in association with other medication. . . 


Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: _aryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility tnat HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 


References: 1. Donlon PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapid 
neuroleptization method with injectable haloperidol. Am J Psychiatry 136(3):273-278, 1979. 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Engl J 
Med 305(19): 1128-1130, 1981. 3. Anderson WH, Kuehnle JC: Strategies for the treatment of 
acute psychosis. JAMA 229(14):1884-1889, 1974. 
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Calendar 





For free listing of your organization’s official annual or regional meeting, please send us the following information: sponsor, 
location, inclusive dates, type and number of continuing education credits (if available), and the name, address, and telephone 
number of the person or group to contact for more information. All notices and changes must be received no later than 60 days 
before the month of desired publication and should be addressed to Calendar, American Journal of Psychiatry, 1400 K St., 
N.W., Washington, DC 20005. Because of space limitations, only listings of meetings of the greatest interest to Journal readers 


will be included. 


MARCH 


March 2-5, annual meeting, American Psychopathological 
Association, New York. Nancy C. Andreasen, M.D., Secre- 
tary, Psychiatry Department, University of lowa, 500 New- 
ton Rd., lowa City, IA 52242, 319-353-3932. 


March 2-5, annual meeting, Society of Behavioral Medicine, 
Baltimore. Contact Judith C. Woodward, SBM, Box 8530, 
University Station, Knoxville, TN 37996, 615-974-5164. 


March 9—12, annual meeting, National Council of Commu- 
nity Mental Health Centers, Detroit. Contact NCCMHC, 
Suite 360, 6101 Montrose Rd., Rockville, MD 20852. 


March 12—16, annual meeting, National Council on the 
Aging, Detroit. Jack Ossofsky, Executive Director, 600 
Maryland Ave. S.W., West Wing 100, Washington, DC 
20024. 


March 17—18, annual meeting, American Board of Medical 
Specialties, Chicago. Donald G. Langsley, M.D., Executive 
Vice-President, 1603 Orrington Ave., Suite 1160, Evanston, 
IL 60201, 312-491-9091. 


March 24—27, annual meeting, American Psychosomatic 
Society, New York. Joan K. Erpf, Executive Assistant, 265 
Nassau Rd., Roosevelt, NY 11575, 516-379-0191. 


March 29—April 1, World Congress on Infant Psychiatry, 
Cannes, France. Contact Justin D. Call, World Association 
for Infant Psychiatry, UCI Medical Center, 101 City Drive 
South, Orange, CA 92668. 


March 31—April 3, annual meeting, Student National Medi- 
cal Association, Atlanta. James L. Loving, Jr., Executive 
Director, 1133 15th St., N.W., Suite 1000, Washington, DC 
20005, 202-347-2188. 


APRIL 


April 4—8, annual meeting, American Orthopsychiatric As- 
sociation, Boston. Contact AOA, 1775 Broadway, New 
York, NY 10019, 212-586-5690. Í 


April 7—9, semiannual meeting, Group for the Advancement 
of Psychiatry, Cherry Hill, NJ. Henry H. Work, M.D., 
President, 1400 K St., N.W., Washington, DC 20005, 202- 
682-6127. 


April 11-14, annual meeting, American College ot Physi- 
cians, San Francisco. Robert H. Moser, M.D., Vice-Presi- 
dent, 4200 Pine St., Philadelphia, PA 19104, 215-243-1200. 


April 14—17, annual meeting, American Association of Pas- 
toral Counselors, Nashville. James W. Ewing, Ph.D., Execu- 
tive Director, 3000 Connecticut Ave. N.W., Sune 300, 
Washington, DC 20008, 202-387-0031. 


April 14—20, annual meeting, National Council on Alcohol- 
ism, Houston. Contact Walter J. Murphy, 733 Third Ave., 
Suite 1405, New York, NY 10017, 212-968-4433. 


April 17-19, American Board of Psychiatry and Neurology 
examination, part 2, New Orleans. Contact Lester H. Rudy, 
M.D., Suite 808, 1 American Plaza, Evanston. IL 60201, 
312-864-0830. 


April 18—22, annual meeting, American Occupational Ther- 
apy Association, Portland, Ore. James J. Garibaldi, Execu- 
tive Director, 1383 Piccard Dr., Rockville, MD 20850, 301- 
948-9626. 


April 18—22, annual meeting, Royal Society of Health, 
London, United Kingdom. J. Audrey Ellison, B.Sc.. Executive 
Secretary, 13 Grosvenor Place, London, SW1X "EN, United 
Kingdom, 01-235-9961. 


April 19—24, annual meeting, American Association of Sex 
Educators, Counselors and Therapists, Houston. William A. 
Granzig, Ph.D., Executive Director, 600 Maryland Ave., 
S.W., Suite 300 E, Washington, DC 20024, 202-638-0103. 


April 20—24, biennial meeting, Society for Research in Child 
Development, Detroit. Contact John W. Hagen, Department 
of Psychology, 3431 Mason Hall, University of Michigan, 
Ann Arbor, MI 48109, 313-764-1587. 


April 24—30, annual meeting, American Academy of Neurol- 
ogy, San Diego. Stanley A. Nelson, Executive Director, 2221 
University Ave., S.E., Suite 335, Minneapolis, MN 55414, 
612-623-8115. 


April 24—29, annual meeting, American Occupational Medi- 
cal Association, Washington, D.C. Donald L. Hoops, Ph.D., 
Executive Director, 150 N. Wacker Dr., Chicago, IL 60606, 
312-782-2166. 


April 27—May 1, annual meeting, American Psychoanalytic 
Association, Philadelphia. Helen Fischer, Administrative Di- 
(Continued on page A57) 
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= Improvement may be evident as early as 
the first week of therapy! Optimal antidepressant 
effect may not be evident for 2-3 weeks. 


= Rapid relief of anxiety, 
sleep disturbances and somatic 
symptoms occurs as antidepressant 
action begins. 
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"The total 1 daily dosage of M up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. 

+The 150-mg cap s 1 is intended for maintenance therapy only and is not 
recommende for initiation of treatment. 


Fora brief summary of ‘Sinequan prescribing sey toation including adverse reactions, 
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Antidepressant 
effectiveness with a 
single h.s.dose 


SINEQUAN 


(doxepin HC) 


150-mg, 100-mg, 75-mg, 50-mg, 25-mg 
and 10-mg CAPSULES and ORAL CONCENTRATE, 
10 mg/ml, 120-ml (4 oz) bottles 
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SINEQUAN (doxepin HCI) 


Reference: 1. Barranco SF Thrash ML. Hacken E, Frey d. et al (Pfizer Pharmaceuticals, Pfizer 
inc.. New York, N Y y: Early onset of response to doxepin vealment. J Clin Psychiatry 
40: 265-269. 1979. 


BRIEF SUMMARY 

SINEQUAN* (doxepin HCI) Capsules/Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hypersen- 
iMd to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept in 
mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
iliness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Gerlatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

Usage in Pregnancy: Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is not known. Since there is no experience in pregnant women who have receivec 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. . 

MAO Inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the fength of time it has been administered, and the dosage involved. 

Usage with Alcohol: i! shouid be borne in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response tc 
alcohol may be potentiated. 

Since suicide is an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the 
early course of therapy. Prescriptions should be written for the smallest feasible amount. 

Should increased symptoms of psychosis or shift to manic symptomatology 
occur, it may be necessary to reduce dosage or add a major tranquiizer to the dosage 
regimen, 

Reactions. NOTE: Some o! the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. 

Anticholinergic Elects. Dry mouth, blurred vision, constipation, and urinary retention have 
been reported. If they do not subside with continued therapy, or become severe, it may be 
necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side 
effects are confusion, disorientation. hallucinations, numbness, parestnesias, ataxia, and 
extrapyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologie: Eosinophilia has been reported in a few patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis. leukopenia, 
thrombocytopenia, and purpura. 

Gestromtestinal Nausea. vomiting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic effects.) 

Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- 
ment of breasts and galactorrhea in the female, raising of lowering of Slood sugar levels have 
been reported with tricyclic administration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatigue, weakness, flushing, jaun- 
dice, alopecia, and headache have been occasionally observed as adverse effects. 

and Administration. For most patients with diness of mild to moderate severity, a 
starting daily dose of 75 mg is recommended. Dosage may subsequently De increased or 
decreased at appropriate intervals and according to individual response. The usual op- 
timum dose range is 75 ma/day to 150 mg/day. 

in more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. l 

in patients with very miid symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been contralied on doses as 
low as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be given on a divided or once-a-day dosage 
schedule. If the once-a-day schedule is employed the maximum recommended dose is 150 
mg/day. This dose may be given at bedtime. The 150 mg capsule is i 
maintenance only and is not recommended for initiation of treatment. 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 


A. Signs and Symptoms 

t. Mild: Drowsiness. stupor. blurred vision, excessive dryness of mouth. 

2. Severe: Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 
and tachycardias. 

Aiso: urinary retention (bladder atony), decreased gastrointestinal motiity (paralytic Heus). 
hyperthermia (or hypothermia}. hypertension, dilated pupils, hyperactive reflexes. 

B. Management and Treatment 

L Mid: Observation and supportive therapy is ali that is usually necessary. 

2. Severe; Medical management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. If the patient is conscious. gastric lavage, with appropriate precautions 
to prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway should be established in 
comatose patients and assisted ventilation used # necessary EKG monitoring may be 
required lor several days, since relapse after apparent recovery has been reported. Ar 
rhythmias should be treated with the appropriate antiarrhythmic agent. E has been reported 
that many of the cardiovascular and CNS symptoms of tncyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration af 1! mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, how- 
ever barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis 
generally are not of value in the management of overdosage due to high tissue and protein 
binding of SINEQUAN. 


More detailed professional information available on request. 
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A division of Pfizer Pharmaceuticals 
New York, New York 10017 


Born in 1982... 





his troubles may 
have begun 

in 1882... 

in 1782... 

in 1682... 
orin...? 


More than ever, the March of 
Dimes is working to untangle 
the legacy of inherited disease. 
During the last decade, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the abilitv to treat inheritec 
diseases before birth, 
controlling defects like those 
suffered by this newborn. And 
a new program of screening for 
thyroid deficiency will, in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 





March of Dimes 
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In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 

These same studies confirm that SYMMETREL is 
comparable to Artane® (trihexyphenidyl HCl) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 

Efficacy. With less incidence of troublesome atropine- 
like side effects. And, — more Mist for 
patient compliance. -baa ontite. Endo Laboratories. In 


CHEMICALLY DISTINC T IHERJAPY 
FOR EPS 


Please see brief summary of prescribing information. 
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This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
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I. The Psychiatric Aspects of Sexuality 
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H. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor 

IIl. Depression in Childhood and Adolescence 
Henry H. Work, M.D., Preceptor 

IV. Law and Psychiatry 

Alan A. Stone, M.D., Preceptor 
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Disorders 

Otto F. Kernberg, M.D., Preceptor 
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Overview: Hypochondriasis, Bodily Complaints, 
and Somatic Styles 


Arthur J. Barsky, M.D., and Gerald L. Klerman, M.D. 


Hypochondriasis can be conceptualized in four ways: 
1) as a psychiatric syndrome composed of 
“functional” somatic symptoms, fear of disease, 
bodily preoccupation, and the persistent pursuit of 
medical care, 2) psycbodynamically, as a derivative 
of aggressive or oral drives or as a defense against 
guilt or low self-esteem, 3) as a perceptual 
amplification of bodily sensations and their cognitive 
misinterpretation, and 4) as socially learned illness 
behavior eliciting interpersonal rewards. There is 
evidence supporting each of these views, but much 
more investigation is needed, The authors propose 
the general concept of somatic style—in particular, 
an amplifying style—which could be used to 
investigate symptom formation, bodily perception, 
and medical illness as a psychological and social 
event. (Am J Psychiatry 140:273-—283, 1983) 


For each ailment that doctors cure with medications (as 
I am told they do occasionally succeed in doing) they 
produce ten others in healthy individuals by inoculating 
them with that pathogenic agent a thousand times more 
virulent than all the microbes—the idea that they are ill. 


— Marcel Proust (Le Cété de Guermantes) 


he concept of hypochondriasis is confused be- 
cause of its many untested implications and con- 
flicting historical connotations. The clinical use of the 
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term is confused because of its multiple meanings and 
ambiguous etiological suppositions. Practicing clini- 
cians refrain from employing the term because it has 
acquired a pejorative connotation, fearing that its 
stigma precludes the patient's receiving adequate medi- 
cal evaluation when he or she presents with the 
symptoms of serious organic disease. 

The current confusion about hypochondriasis flour- 
ishes in the dearth of hard data derived from rigorous 
clinical observation and systematic investigation. Al- 
though psychiatrists have been interested in the phe- 
nomenon, hypochondriacal patients present them- 
selves predominantly in general medical settings. The 
vast majority of patients with hypochondrias are not in 
the mental health system, where they might be studied 
by psychiatrists. General medical physicians, for their 
part, have almost completely ignored hypochondriasis; 
two of the standard internal medicine texts together 
total 4,436 pages, yet they devote only 1! pages to 
hypochondriasis (1, 2). 

Our lack of clarity and knowledge about hypochon- 
driasis reflects modern medicine's emphasis on disease 
rather than illness. Practicing physicians and clinical 
researchers focus on physical pathology and demon- 
strable pathophysiology (i.e., disease) while neglecting 
the patient's perception of, and response to, this 
pathology (i.e., his or her illness) (3). Hypochondriacal 
patients thus arouse little “scientific” interest, because 
they present physicians with illness accompanied by 
little or no disease. 

It is not clear whether hypochondriasis is an inde- 
pendent, discrete, and cohesive psychopathological 
entity. Rather, it may simply be a cluster of illness 
attitudes and behaviors that are no more psychiatric in 
nature than, for example, the cluster of characteristic 
attitudes and behaviors exhibited by the political activ- 
ist, the religious crusader, or the perpetual student. 
Alternatively, hypochondriasis may simply be an exag- 
gerated interest in bodily function and health, akin to 
that which occurs in some fashion models and body 
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HYPOCHONDRIASIS AND SOMATIC STYLES 


builders and ballet dancers. If hypochondriasis is a 
coherent psychopathological entity, it is unclear 
whether it is an independent psychiatric disorder or a 
syndrome that occurs only in the course of other 
primary psychiatric disorders such as schizophrenia 
and depression. Its precise relationship to the general 
phenomenon of somatization is unknown. Somatiza- 
tion is the expression of emotional discomfort and 
psychosocial stress in the physical language of bodily 
symptoms. Somatization occurs in a number of psychi- 
atric disorders, including Briquet’s syndrome, hysteri- 
cal conversion reactions, anxiety disorders, depression, 
and schizophrenia. The relationship of these entities to 
hypochondriasis is unclear. In this paper we have 
generally interpreted hypochondriasis in a broad sense, 
recognizing that there may be considerable overlap 
with other forms of somatization. 

We also do not know where to situate hypochondri- 
acal concerns within the broader context of other 
forms of bodily preoccupation that are not considered 
psychopathological. Transient or temporary hypo- 
chondriacal concerns occur in many people under 
stress and in life crises. Transitory hypochondriasis 
also arises in patients recovering from acute and life- 
threatening illness such as myocardial infarction, in 
terminally ill patients, and in individuals who have 
recently lost a family member to a dreaded disease. 
‘Transient hypochondriasis also occurs in individuals 
who have a new interpretive set or new information 
about illness. Thus it is seen after the mass media focus 
attention on a particular disease, and in medical 
students. It is not clear whether clinical hypochondria- 
sis is qualitatively different from these transient phe- 
nomena or whether it is only more chronic and more 
intense. In addition, hypochondriacal characteristics 
are seen in people who do not enter the medical care 
system. A preoccupation with one’s body, disease, and 
health may be found among the impassioned propo- 
nents of health foods, rigid diets, and elaborate vita- 
min regimens and among physical fitness and exercise 
fanatics. Many of the individuals who use health care 
practitioners outside of the medical care system may 
have powerful fears about illness and disease. Whether 
and how these concerns differ from those of the person 
with chronic hypochondriasis remains to be estab- 
lished. 

These questions are not exclusively theoretical. They 
also have great practical importance. Hypochondriacal 
patients are very common in general medical practice 
and consume a disproportionately large fraction of 
physician services, diagnostic procedures, and thera- 
peutic resources. The prevalence of hypochondriasis in 
medical populations is unknown. There are data, 
however, on the prevalence of patients with “function- 
al" complaints and the frequency of patient visits in 
which no serious medical illness can be diagnosed. 
Many, though by no means all, such patients would be 
considered hypochondriacal. Studies of primary care 
practice have revealed that between 68% and 92% of 
patients are without serious physical disease (4—6). 
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The most common single diagnosis made in general 
practice is nonsickness (7), and of all the patient 
problems identified by general medical physicians, 
only 41% are clear somatic diagnoses (8). It has been 
estimated by one large prepaid group practice that 
12% of its patients are “worried well“ (5), and Lowy 
(9) estimated that 30%—80% of the patients who 
consult physicians have “functional complaints." 

The clinical import and health policy implications of 
hypochondriasis swell when one considers that these 
patients use medical care services in amounts far 
outweighing their numbers. These are the "thick 
chart" patients who visit many different doctors for 
the same symptoms, who obtain multiple subspecialty 
consultations, and who receive repeated extensive and 
costly diagnostic examinations. There is good evidence 
from both fee-for-service and prepaid settings that 
these patients are particularly high users of medical 
care services (10, 11). One expert has estimated that 
the “worried well" are responsible for 50% of the cost 
of adult ambulatory general health care (unpublished 
1974 data of R. Harrington). 

In this paper we will describe four ways in which the 
phenomenon of hypochondriasis has been conceptual- 
ized: as a psychiatric disorder, as the result of intrapsy- 
chic and unconscious forces, as a perceptual and 
cognitive abnormality, and as a learned social behav- 
ior. We will also attempt to review the supporting 
evidence of each conceptual model and suggest further 
confirmatory studies that could be done. Finally, we 
will suggest one way to clarify the picture by elaborat- 
ing the concept of somatic styles in general and of an 
amplifying style in particular. 


FOUR ALTERNATIVE CONCEPTUALIZATIONS OF 
HYPOCHONDRIASIS 


Hypochondriasis Is a Psychiatric Disorder 


Hypochondriasis is often conceptualized as a chron- 
ic psychopathological condition. This view is epito- 
mized in DSM-III, where it is defined as an unrealistic 
interpretation of one’s bodily sensations as abnormal, 
leading to the fear and belief that one has a serious 
disease. The disorder is generally described as having 
four major characteristics: 1) physical symptoms dis- 
proportionate to demonstrable organic disease, 2) a 
fear of disease and the conviction that one is sick, 3) a 
preoccupation with one’s body, and 4) the persistent 
and unsatisfactory pursuit of medical care. The disor- 
der may be primary and occur without any other 
mental disorder, or it may occur secondarily in the 
course of a preexisting psychiatric illness such as 
depression, anxiety, or schizophrenia (12). 

The physical complaints are usually vague, variable, 
and generalized, though they may at times be quite 
specific. Pain is the most common symptom, and 
bowel and cardiorespiratory complaints are also fre- 
quent. The most commonly involved regions of the 
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body are the head and neck, abdomen, and chest (13, 
14). The organ systems most frequently implicated are 
the gastrointestinal, musculoskeletal, and central ner- 
vous systems (13, 14). Most of these symptoms occur 
transiently in normal, healthy persons. However, hy- 
pochondriacal patients have multiple symptoms in 
many different organ systems that wax and wane over 
long periods of time. Characteristically, hypochondria- 
cal patients seem more concerned with the authentic- 
ity, meaning, and etiological significance of their 
symptoms than they are with the unpleasant physical 
sensations per se. 

The second diagnostic feature is patients’ attitudes 
and beliefs about their health. They have an urgent 
fear of disease and the profound conviction that they 
are sick (15, 16). Neither repeated reassurance, nega- 
tive laboratory examinations, nor a benign course over 
time assuage their fear or shake their conviction. 
Patients balk at the suggestion that any psychological 
factors might be relevant, and nonmedical etiologies 
are adamantly rejected. 

A third criterion necessary for the diagnosis is bodily 
preoccupation and fascination (15). Hypochondriacal 
patients are absorbed in their suffering, their bodily 
sensations, and their physiological functions. Their 
conversation and interpersonal relationships are domi- 
nated by their health concerns. Thus in the clinical 
interview, the physician finds it difficult to interrupt 
the "organ recital” or to deflect the patient onto other 
topics. In addition to their social prominence, symp- 
toms become a response to life events and situational 
stresses. Patients react to the loss of their job, for 
example, with physical symptoms rather than anger or 
sadness. The bodily preoccupation also infuses their 


sense of identity, for they come to view themselves as ` 


individuals who are afflicted, who suffer, and whose 
life accomplishment has been to endure misery and 
survive crippling misfortune. 

The fourth diagnostic feature of hypochondriasis is 
behavioral. Hypochondriacal patients relentlessly and 
tenaciously seek medical care, solicit procedures and 
diagnostic tests, and have extensive histories of previ- 
ous medical care. Visiting doctors and hospitals has 
become a way of life. They carry many different 
diagnoses and have received many different medical 
and surgical treatments. Not surprisingly, their medi- 
cal care experiences are as unsatisfactory as they are 
extensive. Treatment rarely helps and often produces 
complications, side effects, or new symptoms. Hypo- 
chondriacal patients feel they have not received good 
medical care, they speak disparagingly of their physi- 
cians, and their physicians speak unflatteringly of 
them. Yet, in spite of the abject failure of previous 
medical care, these patients assiduously crave more. 

The conceptualization of hypochondriasis as a psy- 
chiatric disorder lends itself well to validation through 
empirical study. Psychiatric patients diagnosed as hy- 
pochondriacal on clinical grounds have been com- 
pared with nonhypochondriacal psychiatric patients 
(14-16). Such comparisons have confirmed that the 
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characteristics of conviction that one has a disease, 
disease phobia, bodily preoccupation, and psychogenic 
pain do tend to cluster together in hypochondriacal 
individuals. Descriptive studies have also examined the 
relationship of hypochondriasis to other psychiatric 
disorders, particularly depression (12, 14, 17). Here 
the results seem less clear: although many hypochon- 
driacal psychiatric patients are clinically depressed, 
there is disagreement about whether hypochondriasis 
is also an independent entity occurring without other 
concurrent psychiatric disorder. There has bcen ample 
documentation, however, that hypochondriacal symp- 
toms do occur in the course of a number of other 
psychiatric illnesses, including schizophrenia and anxi- 
ety disorders. 

Further investigation is needed. Descripzive studies 
should be carried out on patients in gene:al medical 
settings, because almost all studies to date have used 
identified psychiatric patients (most of them psychiat- 
ric inpatients). In particular, descriptive epidemiologi- 
cal data need to be gathered on the prevalence and 
incidence of hypochondriasis in medical populations, 
about its natural history and course over “ime, about 
its relationship to transient hypochondriacal concerns, 
and about its costs in the use of diagnostic and 
therapeutic resources. 


Hypochondriasis Results From Intrapsychic and 
Unconscious Emotional Forces 


Hypochondriasis may be conceptualized psychody- 
namically as resulting from the unconscious gratifica- 
tion and meaning that bodily symptoms aad physicial 
suffering can hold. In the psychoanalytic literature the 
term “hypochondriasis” is not used precisely. Hypo- 
chondriasis as a psychodynamic concept is broad and 
overlaps with the more general notion of somarization. 
As Nemiah (18) has pointed out, psychodynamic 
observers have generally understood hypochondriasis 
in one of two ways: 1) as an alternate channel through 
which to deflect sexual, aggressive, or oral drives or 2) 
as an ego defense against guilt or low self-esteem. 

Freud was the earliest proponent of the v:ew that 
hypochondriasis is a drive derivative. He initially 
suggested that when sexual libido is withdrawn from 
external objects, it can be reinvested in the self as 
narcissistic libido. At first this libidinal cathexis may 
be bound up with narcissistic fantasies, bu: it eventual- 
ly overflows into actual somatic changes, which arc 
perceived as hypochondriacal symptoms '19). Freud’s 
early physical energy model was taken less literally anc 
less mechanistically by subsequent psychodynamic 
writers. Vaillant (20) and Brown and Vaillant (21 
emphasized the transformation of aggressive and hos 
tile wishes toward others into physical complaints. Thc 
anger originates in past disappointments (rejections 
losses, loneliness) but is expressed in the present b» 
belaboring and reproaching other people for the pa 
tient’s suffering. The help and concern of others are 
solicited, but then thwarted and rejected as ineffective. 
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Supportive evidence for this viewpoint exists. The 
inhibition of anger has been found to be a component 
of hypochondriasis in one study (16). In addition, 
problems of anger and aggression have been associated 
with fears of disease (22), the tendency to somatize 
(23), and conversion reactions and psychophysiologi- 
cal illness in children (24). Other psychodynamic 
observers have focused more on oral and dependency 
drives (25). The hypochondriacal symptoms are 
viewed as an expression of pregenital wishes for 
caring, nurturance, attention, sympathy, and physical 
contact. These wishes are expressed in bodily terms, as 
somatic symptoms and suffering, and are gratified by 
the resulting care-taking that is elicited. The individual 
is unconsciously pleading, “If you can’t love me, love 
my body.” 

A second group of psychodynamic writers have 
conceptualized hypochondriasis as a defense (18). Sul- 
livan (26) and others (27) saw hypochondriasis as 
helping the individual defend against unbearably low 
self-esteem and against the experience of the self as 
worthless, inadequate, and defective. They noted that 
it is more tolerable for an individual to feel that 
something is wrong with his or her body than to feel 
that something is wrong with the self. Hypochondria- 
cal symptoms can alternatively be understood as a 
defense against guilt and a sense of innate badness (28, 
29). Pain and physical suffering can thus function as 
atonement, expiation, and deserved punishment for 
past wrongdoing and the sense that one is evil and 
sinful. 

The conceptualization of hypochondriasis as an 
intrapsychic defense is closely related to the notions of 
primary and secondary gain (30). Primary gain is the 
reduction in intrapsychic conflict and the partial drive 
gratification accomplished by the defensive operation. 
Secondary gain refers to the acceptable and “‘legiti- 
mate" interpersonal advantages that result when one 
has the symptoms of a physical disease. The somatical- 
ly distressed individual is excused from certain respon- 
sibilities and obligations and can avoid challenges and 
duties. The physically symptomatic person also gar- 
ners sympathy, attention, support, and many types of 
concrete assistance (including financial reimbursement 
for disability). All of this occurs without a loss of pride 
or self-esteem and without a sense of failure, fault, or 
defeat. This is because the patient cannot be blamed 
for his or her inability and is not held responsible or 
culpable. 

Because the psychodynamic view often emphasizes 
the formative influence of early life experiences, atten- 
tion has been devoted to the ways in which crucial 
developmental events and childhood experiences pre- 
dispose to functional symptoms in later life. Childhood 
illnesses may have evoked parental caring and atten- 
tion unobtainable in any other way or at any other 
time. Alternatively, the child may have observed that a 
sibling who had a serious ilIness or a chronic disability 
received the parental nurturance, sympathy, and con- 
cern that he or she craved. The child may have 
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identified with a physically sick parent who successful- 
ly used his or her illness to manipulate and control 
others. Each of these early experiences may predispose 
an individual to somatization in adulthood when 


‘intrapsychic conflict develops. There are some data 


supportive of this general relationship. Patients with 
hypochondriacal traits, persons who are attentive to 
somatic states, and persons with disease phobias have 
all been reported to show an increased incidence of 
medical illness in themselves and in their families 
during their childhoods (17, 22, 31—33). In addition, 
the process of identification has been noted to play a 
role in the development of transient hypochondriasis 
among medical students: the individual focuses on 
symptoms of diseases that have afflicted family mem- 
bers (34, 35). 

The psychodynamic conceptualizations of hypo- 
chondriasis need more precise terminology and valida- 
tion with more rigorous research designs and quantita- 
tive techniques. Although current evidence is predomi- 
nantly impressionistic, anecdotal, and uncontrolled, it 
is feasible to operationalize many of these notions and 
subject them to empiric study. Standardized methods 
with demonstrated validity and reliability could mea- 
sure anger, self-esteem, orality, dependency, and guilt 
in hypochondriacal patients; the results could then be 
compared with results in control groups of patients 
suffering from chronic medical illnesses. 

One needs to follow these psychological variables, 
as well as the patients’ symptoms, longitudinally over 
time. Are periods of somatic exacerbation preceded by 
diminished self-esteem or by increased anger, guilt, or 
orality? Are the patients’ most hypochondriacal peri- 
ods accompanied by decreases in emotional dysphoria 
and conflict? If so, this would substantiate the notion 
of hypochondriacal symptoms as defensive in function. 
Longitudinal prospective studies would be particularly 
valuable in order to disentangle antecedent from con- 
sequence. An association between anger and hypo- 
chondriasis, for example, could reflect either excessive 
anger as a cause of hypochondriasis or the existence of 
somatic symptoms without a detectable etiology as a 
cause of anger. 


Hypochondriasis Results From a Perceptual or 
Cognitive Abnormality 


Hypochondriasis may be conceptualized as the out- 
ward manifestation of a perceptual and/or cognitive 
abnormality. There are three versions of this conceptu- 
alization: first, that hypochondriacal patients amplify 
and augment normal bodily sensations; second, that 
they incorrectly assess and misinterpret the somatic 
symptoms of emotional arousal and of normal bodily 
function; and third, that hypochondriacal patients are 
constitutionally predisposed to thinking and perceiv- 
ing in physical and concrete terms rather than in 
emotional and subjective terms. These three versions 
are not mutually exclusive but will be discussed sepa- 
rately for the sake of clarity. In these conceptualiza- 
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tions the perceptual defect is seen as primary; the illness 
behavior of hypochondriacal patients—their attitude 
toward health and disease, their style of interacting with 
doctors, and their bodily preoccupation—are secondary 
phenomena. These hypochondriacal characteristics are 
the inevitable consequences and normal sequelae of the 
individuals’ abnormal bodily perceptions. 

Most of the somatic sensations that hypochondria- 
cal patients complain of commonly occur in healthy 
persons when they are under stress or transiently 
during the course of trivial and benign disorders (32, 
35—37). That is, a wide range of physical symptoms 
are frequently perceived by healthy, normal respon- 
dents in community surveys. Unlike hypochondriacal 
patients, these normal subjects are not alarmed by 
these bodily sensations and do not focus on them or 
define them as symptoms of a disease that merits 
professional attention. 

1. Hypocbondriacal patients amplify and augment 
normal bodily sensations. This conceptualization pos- 
tulates that the hypochondriacal patient experiences 
his or her normal bodily sensations as more noxious 
and more intense than does the person who is not 
hypochondriacal (22, 32, 38, 39). Hypochondriacal 
patients are augmenters and amplifiers of all their 
bodily sensations, people who are less stoical because 
they have constitutionally lower thresholds for, and 
lower tolerance of, physical discomfort. What the 
normal individual perceives as abdominal tightness or 
pressure, for example, the hypochondriacal patient 
experiences as abdominal pain. 

There is evidence from experimental psychology to 
support this conceptual model. Individuals do vary 
widely in the level of distress engendered by the same 
physical stimulus. In experimental situations, a num- 
ber of factors have been found to alter the perceived 
intensity of, and level of distress associated with, 
several bodily processes and unpleasant physical sensa- 
tions, including pain. Attention is one of the most 
important of these factors, and anything that directs a 
person's attention to his or her body and physiological 
processes will increase the perceived intensity of pain- 
ful or noxious symptoms (40, 41). Anxiety is another 
important factor that causes people to amplify their 
somatic symptoms (42), and anxiety has clearly been 
shown to enhance sensitivity to pain (43). Several 
different perceptual characteristics and personality 
variables have been shown to influence the tolerance 
and expression of pain and noxious stimuli: locus of 
control, field orientation (independence versus depen- 
dence), augmentation-reduction, and introversion-ex- 
traversion have been found important in both experi- 
mental and clinical settings (39, 43—47). 

Clinical data also support the salience of amplifica- 
tion in hypochondriasis. Ámong normal subjects, a 
direct relationship was found between the tendency to 
augment painful sensations and the hypochondriasis 
score on the MMPI (39, and unpublished 1968 data of 
J.A. Solon and associates). A study of subjects with 
disease phobias found they had a lower tolerance for 
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the pain of an administered electrical shock and also 
revealed that they had lower thresholds for detectin;; 
the sensation before it was painful (22). Among indi- 
viduals assessed for the personality characteristic cí 
repression or sensitization, the sensitizers showe.! 
more hypochondriacal complaints and a greater tote: 
number of complaints; the male sensitizers had mor: 
medical clinic visits (48). Among students who score:! 
highest on a hypchondriasis scale, there was a sut- 
group shown by cluster analysis to have heightened 
levels of arousal and heightened perceptual sensitivit. 
to bodily sensations (49). Finally, among normal worr- 
en observed in childbirth, those found to augment the:- 
kinesthetic sensory perceptions were observed to hav: 
a lower tolerance for the pain of labor enc deliver. 
(39). 

2. Hypochondriacal patients misinterpret their no: - 
mal bodily sensations. According to this view, hypc 
chondriacal patients misinterpret normal bodily sens: - 
tions and physiological functions, the trivial symptorrs 
of everyday life, and the somatic symptoms of emc- 
tional arousal by misattributing them to a serio.s 
disease process. Thus, for example, a nor nal irregula-- 
ity in the consistency of breast tissue is musinterprete | 
as a malignancy. Normal persons experience the same 
benign symptoms of anxiety, depression, physiologic.:l 
functions, and trivial illness, but they do not attribu:e 
these sensations to disease and, therefore, do nc: 
develop the fear of illness or the conviction that thev 
are ill (35). Normal persons are more likelv to attribu:c 
their physical symptoms to such nondiseases as ove - 
exertion, environmental stress, dietary indiscretion, or 
aging. This conceptualization of hypochondriasis s 
compatible with the one above, and the ¿wo are no: 
completely separable, but the emphasis aere is on tle 
individual's cognitive evaluation and assessment or 
symptoms. 

Benign bodily sensations are misinterpreted as r-- 
sulting from disease when the individual attaches 
cognitive meaning to these sensations. People lab: 
their internal bodily perceptions, and describe theiz 
feelings about them, in terms of the information ard 
ideas they have about the sensation and by examinirg 
the context in which the symptom occurs (50, 51.. 
Ascribing an internal perception to a disease thus 
depends on external cues, interpersona’ communic.- 
tions, and the information at hand about the situatio 3. 
These influences are more important when the persca 
lacks an obvious, immediate, and adequate explan.- 
tion for his or her symptom. This occurs when the 
symptom is diffuse, ambiguous, common, and not in a 
part of the body that is directly observable. Convers.- 
ly, there is less room for differing interpretations of a 
symptom that is severe, disabling, very unusual, or 
obviously externally induced (52). This could expla a 
why symptoms such as weakness, fatiguc, nausea, or 
diffuse pain are so common in hypochondriacal p -- 
tients; nonhypochondriacal individuals would be mo-e 
likely to attribute them to a nonpathological cause 
such as aging, overwork, or “tension.” 
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Once formed, the incorrect attribution tends to 
persist because all future perceptions are interpreted to 
fit the cognitive set that the individual has a disease. As 
Rodin (50) noted, once someone has told you that you 
look ill, then normal dyspnea on climbing stairs be- 
comes further evidence that you are indeed sick. 
Hypochondriasis may thus be a self-perpetuating and 
self-validating cognitive scheme. (Viewing hypochon- 
driasis in this way, as an interpretive set, suggests 
certain analogies to paranoia.) 

There is experimental and clinical evidence to sup- 
port this conceptualization. Work in neuropsychology 
and psychophysiology has shown that noxious sensory 
input undergoes a process of cognitive assessment and 
clarification and that this cognitive processing does 
amplify or reduce the sensation (45). In other words, 
the thoughts a person has about his or her physical 
state, and the ideas supplied by others, powerfully 
influence the level of distress and arousal associated 
with that distress (40, 43—45). The experimental ma- 
nipulation of subjects’ ideas about the causes of their 
physical discomfort can lower self-reported distress 
and reduce the level of arousal (50). For example, in 
one study experimental subjects had a higher tolerance 
for pain when they believed that their symptoms of 
autonomic arousal were due to a previously adminis- 
tered medication than when they believed their symp- 
toms were caused by the painful stimulus itself (53). 
The importance of interpretive set was also demon- 
strated by an experiment in which healthy individuals 
instructed to attend to "disruption and blockage" in 
their nasopharynxes reported more nasal congestion 
than healthy subjects asked to attend to the "free 
passage of air” (40). 

In a more clinical vein, normal subjects who scored 
highest on a hypochondriasis scale were found to have 
health concerns that resulted from the misattribution 
of bodily sensations (50). The transient hypochondria- 
sis often seen among medical students has been ex- 
plained using this conceptual model. Bodily sensations, 
which in the past the student might have noticed but 
interpreted as insignificant, are now misattributed to 
disease. This is because the student now has a newly 
acquired cognitive body of information about patholo- 
gy and clinical medicine (35). This conceptualization 
has clear therapeutic implications. It has been found, 
for example, that providing preoperative surgical pa- 
tients with accurate and detailed attributional infor- 
mation about the procedure and postoperative symp- 
toms reduces postoperative analgesic requirements (as 
well as complications) (54). 

3. Alexithymia. Nemiah and Sifneos have proposed 
that patients with psychosomatic disorders (i.e., pa- 
tients with demonstrable tissue pathology due to one 
of the diseases commonly called “‘psychosomatic”’) 
suffer from alexithymia. They have difficulty describ- 
ing their emotions in words, and they focus on the 
details of external events and do not express inner 
drives or wishes (55, 56). These authors have suggest- 
ed that alexithymia is due to a neurophysiological 
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incapacity to experience fantasy and affect rather than 
the result of intrapsychic defense mechanisms such as 
repression and denial (56). If these observations are 
extrapolated to hypochondriacal patients, then by 
analogy their disorder might be due to an abnormality 
of internal perception and expression. Rather than 
focusing on a neurophysiological deficit, Leff (57) has 
emphasized cultural and linguistic constraints on the 
expression of emotion. He described how crucial cul- 
ture and language are in differentiating various emo- 
tions and in distinguishing them from the somatic 
accompaniments of emotional arousal. 

Before closing the discussion of these perceptual- 
cognitive conceptualizations, the possibilities for clini- 
cal investigation and validation of all three should be 
mentioned. The concept of amplification could be 
explored by developing instruments to measure it and 
then comparing the amplification scores of hypochon- 
driacal patients with those of other groups. One could 
compare the amount of discomfort suffered by hypo- 
chondriacal patients who have demonstrable patholo- 
gy with other groups of patients who have comparable 
amounts of pathology or tissue trauma. Common 
surgical interventions (such as dental extraction or 
herniorrhaphy) or standard diagnostic procedures 
(such as bone marrow biopsy) might also be used. 
Although pain and discomfort are notoriously difficult 
to measure, subjective rating scales can be accompa- 
nied by more objective measures such as analgesic. 
requirements, observed level of distress, physiological 
signs of acute pain, and level of disability. It is also 
possible to investigate the relationship between ampli- 
fication and the characteristic attitudes and behaviors 
of hypochondriacal patients. One could establish 
whether a bodily preoccupation, a fear of illness, and a 
history of unsatisfactory medical care are secondary 
consequences of the tendency to amplify symptoms or 
whether they are primary characteristics that are inde- 
pendent of the tendency toward amplification. Hypo- 
chondriacal patients could be compared with patients 
who have a difficult-to-diagnose chronic disease (e.g., 
multiple sclerosis) for the characteristic hypochondria- 
cal attitudes and behaviors and for the tendency to 
amplify bodily symptoms. The cognitive conceptual- 
ization could be tested by studying the attributions and 
assessments that hypochondriacal patients form about 
their physical symptoms. The causal attributions of 
hypochondriacal patients and those with a chronic 
disease could be compared for a variety of ambiguous 
sensations (e.g., sleepiness, belching, coughing, hic- 
coughing). The hypothesis would be that hypochon- 
driacal patients are more likely to attribute these 
perceptions to disease than to more benign and innoc- 
uous causes such as stress, overwork, aging, or diet. 
The cognitive schema of hypochondriacal patients 
might also be elucidated by studying whether they are 
more likely than patients suffering from chronic 
diseases to consider such conditions as colorblindness, 
infertility, short stature, and baldness to be dis- 
eases. 
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Hypochondriasis Is a Learned Social Behavior 


Hypochondriasis has been explained as a social 
behavior and a nonverbal interpersonal communica- 
tion. In the conceptualization of hypochondriasis as a 
learned social behavior, the most salient feature of 
hypochondriacal patients is not what they feel, but 
what they do and say. They exhibit illness behavior 
(58—60), acting as if being a patient were their sole 
avocation and their full-time vocation. They are per- 
petually visiting doctors, monitoring their health sta- 
tus, recording their condition, and treating themselves. 
Their conversation and their interpersonal relation- 
ships are dominated by health issues. In short, they are 
invalids. Physicians are sought out for their care-taking 
responses and because hypochondriacal patients want 
to have their status as patients validated and their 
entry into the sick role legitimatized. In our society it is 
the physician who is invested with the authority to 
designate an individual as sick. He or she does this by 
diagnosing a specific medical disease. With a diagnosis 
in hand, the individual can then obtain the recognition 
of others that he or she is sick and the acknowledg- 
ment that he or she deserves the patient role. 

Hypochondriacal behavior is thus conceptualized as 
a social communication. Szasz (61) has pointed out 
that in hysterical conversion reactions the bodily 
symptoms can be understood as a nonverbal interper- 
sonal communication. $zasz argued that the hysterical 
patient is saying with his or her body, “I am disabled, I 
am suffering, care for me, be especially considerate of 
me now that I am hurt." Hypochondriacal patients can 
be understood as conveying a similar message with 
their bodily symptoms. They seek to have others 
acknowledge their disability and to have them confer 
the sick role on them. The sick role excuses patients 
from duties and exempts them from responsibilities 
and challenges. With the sick role also come sympathy, 
encouragement, attention, support, and concrete as- 
sistance, especially financial compensation. 

This is not to suggest that hypochondriacal patients 
consciously or deliberately feign illness, malinger, or 
simulate symptoms to attain the sick role. Rather, their 
behavior is explained from the perspective of learning 
theory and social psychology. Hypochondriacal pa- 
tients are exhibiting behaviors they have learned be- 
cause they were successful in the past in eliciting care 
taking and in securing the other secondary gains of the 
sick role. Hypochondriacal patients have learned that 
illness behavior is a way to obtain care and support 
and attention. They may have assumed the sick role 
initially as a result of an accident, injury, or medical 
illness, or by modeling themselves after someone who 
successfully used the sick role (58). Once the behaviors 
occur, they are positively reinforced and maintained by 
the supportive, nurturant, and encouraging responses 
of the patient's family and friends. Chronic illness 
behavior is also reinforced by the successful avoidance 
of adverse consequences, such as unpleasant duties and 
obligations (58). 
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The chronic illness behavior of this socic »e 1avicral 
conceptualization is a final common re'ivvay for 
several distinct entities other than hypccodrizsis. 
Thus the secondary gains of illness reinfor> i.e iness 
behaviors of patients with chronic pain. hose vate 
somatized depressions, those responding t2 stress with 
transient hypochondriasis, and those «in secou 
medical disorders. The sociobehavioral cc r zeotu.:tiza 
tion is broad and does not apply only to | » »ccho »dri 
asis, nor does it distinguish it from otn» entitess ï 
which somatizing is an initial feature. 

The sociobehavioral conceptualization c :covn:s fo 
many of the clinical features of hypocho: dieci?! pz 
tients. Their fervent pursuit of a diagnostic .abel *:thc 
than symptom relief occurs because th? cre ‘vail 
seeking the acknowledgment and recogni 1:1 tha. the 
are sick. Thus hypochondriacal patients cf. 21 atc mao: 
concerned with diagnostic terminology aid wi tr 
authenticity of their complaints than the * ire wrat - 
discomfort itself. Such patients assiduc sy pursi 
further diagnostic workup and are disapo:ir ted whe 
nothing pathological is found. Conversl , ‘hes see 
elated and feel vindicated if they are giver 2 ciagnosi : 
label by the physician (27). This conceptu: lizaiicnal > 
illuminates the hypochondriacal patient: character - 
tic negative response to treatment. Treat'r x., wih? 2 
ultimate specter of cure, is a threat tot e ndi.idi | 
who wants the sick role. Therefore, hy x:choncriac : 
patients react to therapeutic interventic 15 wite si v 
effects, paradoxical exacerbation of »:3510::8, < 
replacing the treated symptoms with ent ri} nev, on >. 
The conflictual and unsatisfactory nati re of the dc 2 
tor-patient interaction also becomes move inte dig? c 
in this light. The physician’s goal is the dagrusis 
disease. If he or she is unable to detect 2 wisease, tk a 
the patient is not sick and there is no reel fur t^ ir 
continued relationship. Yet the hypoca.ainz:al 3- 
tient’s goal is to perpetuate their relat.cos rp and .c 
remain a patient. He or she must therefo e cont'nuc .c 
suffer from symptoms. It is inevitable, < er, ther tl. u 
interaction results in dissatisfaction, f~ st ation, . «c 
mutual hostility, after which the pat ct begins x 
cycle anew with another physician. 

There is some evidence supporting ius beray a 
view. Wooley and associates (62) hev: -hovn . c 
patients with chronic illness behavior «> have a «7 
able tolerance of pain that can be influ: iced b ve: ce 
reinforcement and reassurance. It has :] o sees she vi. 
that behavioral modeling of the respc-se to exr r- 
mentally induced pain can increase par tclerznce m: 
decrease the autonomic reaction to he pain ! 3. 
Wooley and Blackwell (64) also demo istzated th oi 
variety of psychosomatically ill patien: i with chr w: 
illness behavior valued care-taking z:havicss c2 
than achievement behaviors. They als. reporied xii 
behavior modification techniques wew effecti :» 
decreasing such patients’ somatic comp.aints is wr ! .s 
in decreasing their disability (58). 

This conceptualization of hypochen iriasis iem > .- 
self well to further investigation becav;c it focus: en 
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events and behaviors that can be objectively observed 
and quantified. A scale of illness and sick role behavior 
could be used to study patients with chronic hypo- 
chondriasis and compare them with people whose 
hypochondriasis is temporary and transient. Such a 
method could also be used to elucidate the relationship 
between patient illness behavior (visiting doctors, tak- 
ing medicines, complaining of pain, etc.) on the one 
hand and social and interpersonal reinforcers (sup- 
portive and care-taking activities of patients’ families, 
for example) on the other. Many clinicians believe that 
the patient’s family is important in reinforcing hypo- 
chondriacal behavior. It would therefore be important 
to compare the behaviors exhibited by the families of 
patients with transient and chronic hypochondriasis. 
The social and behavioral conceptualization lends 
itself to therapeutic trials as well and could be tested by 
shaping the patient’s reinforcers. Physicians and fam- 
ilies of hypochondriacal patients could positively rein- 
force the patients’ independent and achievement be- 
haviors while negatively reinforcing illness behaviors 
and verbal expressions of somatic symptoms. 


Social and Cultural Influences on Somatization 


Social, cultural, and ethnic forces modify the basic 
tendency to express psychological distress in somatic 
terms, and they influence the ways bodily complaints 
are expressed. 

A tendency to express emotional distress and dis- 
comfort in bodily terms is stronger among people of 
less education and lower socioeconomic position, in 
particular cultures, among ethnic groups that discour- 
age the expression of emotion, and among rural dwell- 
ers (37, 65—69). Cultures differ in their beliefs about 
disease and health, their attitudes toward different 
parts of the body, and the value or stigma attached to 
medical and psychiatric care. These culture forces 
foster the expression of certain bodily complaints and 
discourage other symptoms. Thus the most common 
hypochondriacal complaints differ in various cultures 
(13). 

Studies have demonstrated that the somatic symp- 
toms of depression are more common and more prom- 
inent in certain cultures (70—73); that the perception 
and expression of pain differs in various ethnic, cultur- 
al, and religious groups (73—75); and that the same 
otolaryngological disorder manifests itself with differ- 
ent physical complaints in different ethnic groups (76). 


DISCUSSION 

The Current Status of Hypochondriasis 
Hypochondriasis can be conceptualized in very dif- 

ferent ways. To some it is a psychiatric disorder; to 

some it is a particular type of behavior; to others it is a 


means of expressing hostility or dependency or of 
assuaging guilt; and to still others hypochondriasis 
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connotes a cognitive and perceptual style. In addition 
to its various meanings, hypochondriasis also has a 
number of different presumed etiologies. It may be 
learned; it may be caused by psychodynamic conflict; 
or it may be due to a psychophysiologic abnormality. 
These multiple meanings and confusing connotations 
persist because our knowledge is too meager. One 
reason for the present state of confusion and ignorance 
is that the researchers who have written about hypo- 
chondriasis are psychiatrists who see only a small and 
unrepresentative subsample of all hypochondriacal 
individuals: those who find their way into the mental 
health care system (often on inpatient psychiatric 
units). Such patients generally have some other major 
psychiatric illness and their somatic symptoms are 
frequently delusional. The vast majority of hypochon- 
driacal patients are cared for by internists and primary 
care physicians in general medical settings. Thus the 
observers most interested in hypochondriasis have not 
had access to the bulk of hypochondriacal patients. 
Most practicing internists, on the other hand, are not 
interested in the phenomenon. In fact, the term has 
been largely abandoned in medical practice, partly 
because it is so poorly defined and confusing and 
partly because it has become pejorative. 


The Amplifying Somatic Style 


Because of the current confusion and historical 
ambiguity, we suggest the abandonment of the term 
“hypochondriasis.” A new term is needed, one free of 
multiple meanings, without etiological implicatioris, 
and devoid of social values and opprobrium. We 
suggest the term “amplifying somatic style." Individ- 
uals with an amplifying somatic style scrupulously 
monitor their normal bodily sensations and functions; 
they scrutinize trivial and transitory symptoms that 
others might note but dismiss as insignificant; they 
react to these perceptions with apprehension and 
alarm; they readily attribute them to physical disease 
rather than to aging, overexertion, emotions, dietary 
indiscretion, or stress; and they persistently express 
these concerns in words and actions. They verbalize 
their bodily complaints to family, acquaintances, and 
health care professionals or lay experts. They also take 
elaborate steps to maintain their health, cure them- 
selves of disease, and alleviate their discomfort. 

The term “amplifying somatic style" is free of 
clinical assumptions and implicit etiological beliefs 
(38). It does not imply the presence or absence of 
concurrent medical disease or psychopathology. Thus 
the individual with an amplifying somatic style may or 
may not have serious concomitant medical disease, 
diagnosable psychiatric disorder, intrapsychic conflict, 
or high levels of general emotional dysphoria. 

In addition, the concept of an amplifying somatic 
style does not specify which types of illness behaviors 
the individual manifests. We hypothesize that many 
persons with the same overconcern about their health 
do not visit doctors but, alternatively, treat themselves 
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or obtain care from practitioners outside of the medi- 
cal establishment. In short, an individual may have an 
amplifying somatic style but not become a patient in 
the medical care system. Such individuals might be 
found among the exercise fanatics and natural food 
zealots, among those who read voluminously about 
health and who adhere to radical diets and vitamin 
therapies. Perhaps the same somatic symptoms, fear of 
illness, and bodily preoccupation found in hypochon- 
driacal medical patients are also found among some of 
the clients of the holistic medicine practitioner, of the 
“ecological allergist,” of the megavitamin therapist, 
and of the quack. 


Other Somatic Styles 


The amplifying somatic style describes one particu- 
lar mode of perceiving, evaluating, and expressing 
bodily sensations. The focus is not on what the person 
perceives but, rather, on how it is perceived, interpret- 
ed, and expressed in verbal and nonverbal behavior. 
There are surely other somatic styles as well. The 
concept may be analogized to those of cognitive style 
and of neurotic style. The description of cognitive style 
stemmed from the discovery that personal and subjec- 
tive factors, such as motivation and need, profoundly 
modify perception and thinking (77). Cognitive styles 
have been found to be consistent and recognizable 
within the same individual over a wide variety of tasks 
and situations. In a similar vein, Shapiro (78) has 
described a number of “neurotic styles." He conceived 
of these as general tendencies of the mind, somewhat 
akin to attitudes. They are stable ways of experiencing 
one’s needs, affects, and impulses, of integrating them 
with external stimuli, and thereby of transforming 
them into subjective experience and overt behavior. 

The dimensions of somatic style include ways of 
dealing with physical appearance and physical attrac- 
tiveness; attitudes toward physical fitness, strength, 
and activity; perceptions of aging and other nonpatho- 
logical deviations such as baldness, short stature, 
infertility, myopia, and colorblindness; sense of vul- 
nerability and risk taking; value placed on health; 
perceptual characteristics; and attitudes toward the 
different body parts and physiological functions. Al- 
though some individuals have an amplifying somatic 
style, there are clearly other modes of perceiving one’s 
body, experiencing states of health and disease, and 
dealing with physical disability and discomfort. For 
example, some individuals have a minimizing, stoical, 


counterphobic, denying style. Others may be found to: 


have a passive, fatalistic, avoiding, disinterested style. 


CONCLUSIONS 


This review of the literature leads to several clinical 
guidelines for the evaluation of hypochondriacal pa- 
tients. Rather than deliberating whether or not the 
label “‘hypochondriasis” can be accurately affixed to a 
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particular patient, the physician might morc fruitfully 
proceed by assessing the patient on four axes. First, he 
or she should determine if the patient has multiple 
functional symptoms, a fear and conviction of disease, 
and bodily preoccupation. He or she must also search 
for the psychiatric disorders that can have hypochon- 
driacal features, namely, depression, anxiety, and 
schizophrenia. Second, the clinician shovld estimate 
whether the patient seems troubled by problems of 
anger and hostility, orality and dependency, dimin- 
ished self-esteem, or guilt and masochism. Third, he or 
she should try to elucidate the cognitive se: the patient 
is using to assess his or her bodily sensations, especially 
eliciting the patient's symptom attributicns. Fourth, 
the physician should establish the patient's pattern of 
use of medical care and health services, try to under- 
stand the family dynamics, and assess the degree to 
which the patient has learned to use illness and pa- 
tienthood to cope with interpersonal conflict. and 
stressful life events. 

Hypochondriasis and somatic styles reed further 
investigation. We know little, and understand even 
less, about these patients who are so prevalent in 
general medical practice. With the continucd ascension 
of primary care and family medicine, and with the 
increasing emphasis on illness rather than disease, the 
importance of hypochondriasis can only increase. Sim- 
ilarly, the increasing proportion of the elderly in the 
population makes explication of the relationship be- 
tween aging and somatization more and more impor- 
tant. Às our concern about the cost and the overuse of 
health care heightens, hypochondriacal pctients will 


" become a target population. In additior, the rising 


prevalence of chronic disease makes it imperative to 
better understand illness behavior and sick role behav- 
ior. Hypochondriasis is a valuable model for studying 
illness behavior because it is often a “pure culture" of 
illness without disease. Further rigorous clinical inves- 
tigation will help us understand more abcu: the proc- 
ess of bodily perception, symptom formation, and 
illness as a psychological and social event. 
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tions related to psychiatry. This month's calendar begins on page A29 and covers March 


through June. 
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Regressive Alterations of the Self Concept 


Mardi J. Horowitz, M.D., and Nathan Zilberg, Ph.D. 


When clinicians formulate a case for treatment by 
dynamic psychotherapy they include an assessment of 
ego functions, including the capacity for self 
symbolization. Terminology for this purpose has been 
diffusely defined. This paper reviews concepts for 
describing self symbolization and emphasizes ways of 
describing the multiplicity of symbols present within 
any individual. Some regressive transference 
phenomena during treatment are briefly discussed to 
illustrate use of the suggested terminology in case 
formulation, (Am J Psychiatry 140:284—289, 1983) 


R egressive states of mind are determined by multi- 
ple factors. The focus of this paper is on the role 
played by alterations of the self as symbolized in 
mental representation. Two areas of concern will be 
considered: regressive shifts in overarching symboliza- 
tions of self that contain diverse views of the self and 
regressive shifts in these subordinate self views as 
separate symbols. The aim is to produce a useful 
language for theory in this ambiguous area of psychol- 
ogy; therefore terms will be defined carefully. 

Regressive states of mind are evoked by strain, 
passion, intoxication, frustration, relaxation, and cre- 
ativity. Like any phenomenon, these episodes are 
overdetermined and multifaceted. An extensive psy- 
choanalytic literature has focused on regression, in- 
ferred from the way “(a) instinctual drives discharge; 
(b) ego functions operate; and (c) conscience and ideals 
guide. When a phase-appropriate organization is sub- 
stantially disrupted, regression occurs" (1). Every as- 
pect of these three interactive facets cannot be covered 
in this paper. It will cover, however, one aspect of ego 
functions, that of consciously, preconsciously, and 
unconsciously symbolizing self, others, and relation- 
ships. 
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MULTIPLE SELF CONCEPTS 


The concept of unified self experience has extended 
throughout the history of philosophical and psycho- 
logical theories. Plato expressed the essence of personi- 
fication with his idea of a unified, spiritual “soul.” 
When Freud (2) obliquely asserted that “the ego is first 
and foremost a body ego," he probably meant that self 
experience and symbolization of that experience have 
to evolve in relationship to the one, indivisible physical 
body. In a similar vein, the special committee of the 
American Psychological Association convened in 1918 
to define key theoretical constructs formulated a defi- 
nition of self as ‘‘a special complex or integration of 
content in which the body as object of consciousness is 
fundamental" (3). 

Despite the concept of the body as a physical unit, 
clinical observation destroys any notion that patients 
have unitary mental symbolizations of self. Studies 
indicate that people, especially those with narcissistic 
and borderline levels of disturbance (including the 
extreme of multiple personalities), have different self 
concepts in different states of mind (4). 

A Glossary of Psychoanalytic Terms and Concepts 
(1) takes this into account. The “self” is not specifical- 
ly or technically defined, except as a “common-sense 
concept.” Self symbolization phenomena are covered 
separately by the theoretical constructs “self image" 
and “self representation." The glossary defines self 
image as the view that an individual has of himself at a 
“particular time in a specific situation. It consists of his 
body image and the representation of his inner state at 
the time." It is important to note a distinction between 
self image and self representation, for the latter is 
defined as “a more enduring schema than the self 
image, (q.v.), constructed by the ego out of the multi- 
tude of realistic and distorted self images which the 
individual has had at different times." 

Words for these definitions in the glossary were 
borrowed from theoreticians such as Edith Jacobson 
(5), who wrote about self and object representations. 
The terms as used in these psychoanalytic writings are, 
unfortunately, not interchangeable with the same 
terms as used in neighboring scientific disciplines. For 
example, most psychologists use the word “image” to 
mean conscious expression in a sensory mode (6). 
They use “representation” as the generic term, one 
used to cover the gamut from sensory images to 
codification in lexical or motor response modes (7, 8). 

These definitions also present a problem that con- 
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cerns the structural theory of psychoanalysis, in which 
the mind is divided into id, ego, and superego func- 
tions. In the definition provided for self representation, 
the glossary states that a “more enduring schema than 
the self image. . . [is] constructed by the ego out of the 
multitude of realistic and distorted self images." The 
term "ego" as used here has a set of double meanings, 
as pointed out by Schafer (9). One meaning of the ego 
refers to a set of functions that include maintaining 
models of self. In another meaning, ego is used as self- 
owned subjectivity in contrast to the id (the “‘it’”’) force, 
which is experienced as not-self. 

These double and hence confused meanings were 
further elaborated when Strachey translated Freud's 
German to English, as pointed out by Bettelheim (10). 
The words “ego” and “id”? were substituted for “I” 
and "it." Compressed into various uses of the term 
“ego” is an important distinction between the self as 
the agency of control of the body and the function of 
symbolizing self. 

To make this distinction clear, Saperstein and Gaines 
(11) coined the term “supraordinate self" to refer to 
the capacity for agency over the physical body, a term 
separate from that used to refer to symbols, which 
would be called “self-representations.” This supraor- 
dinate self would have its own psychological structure, 
consisting of what these authors call *'the total config- 
uration of volitions, intentions, and choices at any one 
time," 

This term, the “supraordinate self," accomplishes 
the desirable intention of indicating that it speaks 
about meanings at a level of abstraction different from 
subordinate self concepts. It would be preferable, 
however, to call the symbol of this theoretical con- 
struct the “supraordinate self organization." The word 
"organization" is added to “‘self” to emphasize that 
we are referring to a complex schematization and 
patterning of interrelated, subordinate self concepts 
for any individual. Additionally, this terminology al- 
lows us to have a set of complementary terms for 
speaking of other persons as symbolized within the 
mind of the subject. One can then speak of the 
supraordinate object organization as this total symbol- 
ic view of another. Calling the symbol the supraordi- 
nate object without the word “organization” append- 
ed might sound too transcendental. “Organization” 
gives the useful implication of multiple components 
making a whole greater than the sum of its parts. Once 
the meaning is clear, a shortened phrase, “self organi- 
zation," could be used. 

For what the psychoanalytic glossary defines as self 
image—that is, the subordinate views held “at a 
particular time in a specific situation"—the term *'self 
concept" is preferable for reasons of consistency of 
language with that of other disciplines. In this area of 
meaning, some further definitions are required when 
we address different issues. The most salient of these 
issues is describing whether the symbol of self is 
actively organizing information processing and repre- 
sentations or whether it is a latent coding at a given 
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FIGURE 1. Classification Theory of Self, Object, and Relationship 
Terms 


SUPRAORDINATE SUPRAORDINATE 
SELF ORGANIZATION OBJECT ORGANIZATION 
Self Concepts Role Relationship Concepts Object Concepts 


Self Schemata Role Relationship Schemata Object Schemata 


time. When a view of self is manifest, it may be called a 
self concept. When it is not active but, rather, coded in 
a potential form, we can call it a self schema, as 
suggested by Bartlett (12), Piaget (13), and Markus 
(14). 

Each individual has a repertoire of multiple self 
schemata. Like other coded mental structures, they 
may be dormant or may actively influence uncon- 
sciously processed ideas. The definition of supraordi- 
nate self concepts may follow similar definitions, and 
there may be supraordinate self schemata as well. 

Self concepts may be expressed in any mode of 
representation. It has been suggested (7, 8, 15) that 
these modes be described as lexical, image based, and 
enactive. Self images are self concepts symbolized as 
sensory impressions, such as visual, auditory, olfac- 
tory, and gustatory images of the self and a kinesthetic 
sense of self. Gestures and motoric tensions used to 
delineate the self are enactive self concepts. Word 
labels for self such as *'the fool” or “the hero” would 
be just that—lexical self concepts. Parallel phrasing for 
object concepts and object schemata is suggested. One 
may also speak of dyadic or triadic relationship models 
as role relationship concepts or role relationship sche- 
mata. Figure 1 summarizes this classification. 


THE EXPERIENCE OF "T" 


Because subjective experiences may be organized by 
multiple self concepts, the “I” of one state of mind is 
not necessarily the same as the "T" of a person's next 
state of mind. In this respect, the I" experience seems 
transitory; that is why it has been called an illusion 
(16) and been described by Ryle (17) as “an obstinate 
impression, strongest in intellectually "weak mo- 
ments.’ " Indeed, in some quasi-religious philosophies, 
a determined meditative effort is made to erase bound- 
aries of "I-ness" and achieve a state of mind without a 
sense of separateness of objects. 

On the other hand, the "I" experience, if it is 
organized by a supraordinate self organization con- 
taining multiple self concepts, can be authentic, repli- 
cable, and relatively enduring. Globus (18) has made 
similar statements in which he takes the view that the 
consciously experienced *'T" is the result of an uncon- 
sciously processed analysis of the real world that 
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distinguishes it and organizes it, making it “my” 
world. A person has several potential “I” experiences 
depending upon which self and object schemata are 
active. As he or she remembers these different "T" 
experiences and compares them, a person can develop 
the “I”? experience that is a supraordinate self organi- 
zation, one that provides for a continuity between the 
various subsidiary self schemata. Development of such 
overarching symbols or cognitive structures is one 
aspect of what has been called advanced ego develop- 
ment (19, 20). 


SUPRAORDINATE SELF ORGANIZATION 


*Supraordinate self organization" is a term that will 
be used to refer to a larger structure that patterns 
interconnection between various self concepts. A per- 
son does not either have or not have a supraordinate 
self organization. There are degrees to which schemat- 
ic containment of self concepts has developed, and 
there may be several supraordinate symbols in each 
individual. 

Even in persons with mature development of such 
patterned connections between self concepts, there will 
be times when new realities do not accord with any 
inner symbolic structure. That is why recognition 
within oneself that one has acquired a new skill may 
evoke not only pleasurable affective responses but also 
a mild, transient depersonalization until the supraor- 
dinate self organization is modified into congruence 
with the change. This is reflected in such exclamations 
as “Was that me?" and “I could not believe I was able 
to do that!" Negative changes, as in the loss of a 
mental or bodily capacity, may evoke not only un- 
pleasant affects but the same kind of derealization or 
depersonalization. The depersonalization experience 
may endure longer because the feelings are unbearable 
and so the train of thought that modifies symbolic 
structures is interrupted by defensive maneuvers such 
as denial. In well-developed persons, these reactions to 
the discrepancy between actuality and symbolic mod- 
els are transient because they already have a structure 
to contain altered circumstances—their supraordinate 
self organization. In persons without such containment 
capacity, depersonalization is longer and more intense. 
The sense of “I” is variable, depending on which self 
concepts organize momentary experiences. 


REGRESSIVE ALTERATION IN THE SUPRAORDINATE 
SELF ORGANIZATION 


Ás an imaginary experiment, let us take an adult 
man who has achieved a reasonably advanced level of 
development, perhaps with some residual obsessional 
neurotic conflicts, and evoke a regressive change. He 
has a well-developed supraordinate self organization, a 
schematic structure containing attributes of various 
self schemata. When this supraordinate self organiza- 
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tion is actively functional, he organizes thought by the 
knowledge that he has different states of mind and that 
he may behave in ways that seem like opposites as he 
cycles through these states. For example, he knows 
that he is mean in some states of mind and kindly in 
others. He knows that these character traits are com- 
plementary halves of a conflict in attitudes. He also 
knows that in different states of mind he will see others 
as attempting to dominate him, as submitting to him, 
or as cooperating with him. In a similar manner he 
knows that others shift their own attitudes toward him 
as they also pass through varied states of mind. 

Thus, this man is able to tolerate his own ambiva- 
lence and that of valued companions. Concepts of 
estrangement and hostility will be known in relation to 
those of mutuality and tenderness. Because of the 
operation of this supraordinate self organization, the 
flow from one state of mind to another is smooth and 
seamless rather than disjunctive. He is able to view 
interpersonal situations unfolding in his environment 
according to various self and role relationship con- 
cepts. He knows his various possible patterns of action 
and can modulate them into adaptive combinations. 

Now we evoke a regression and observe what 
happens. There is a retreat to a less advanced supraor- 
dinate self organization, one that envelops several self 
attributes but is dissociated or unclear about other 
ones. In terms of thought processes, it could mean the 
simultaneous association of some self concepts but the 
inability to associate to other self concepts. To empha- 
size this point, we repeat that the retreat in structure 
means a loss of associative capacity, Just as an advance 
in associative capacity and establishment of associative 
linkages builds symbolic structures of meaning during 
development (21). This man would not be sure that he 
is also kindly when he is in a mean state of mind and 
might have to undo his meanness, because he feels 
guilty, by shifting quickly into a flagrantly kind state of 
mind. Then, feeling anxious over submissiveness to the 
needs of others, he might have to shift back again. 

Now let us presume that the subject of our experi- 
ment has had a more pathological developmental 
course, one that renders him vulnerable to a more 
turbulent regression when he is strained. When the 
regression is evoked, he loses the capacity to associate 
different self concepts within even a transiently active 
supraordinate self organization. The clinical manifes- 
tation of such a regression would be the person 
thinking and acting in one state of mind as if he had 
only the self and the object schemata most dominant in 
that state of mind. He would not or could not ac- 
knowledge the attributes of his other self and object 
schemata as manifested in other states of mind. 

This segregation of attributes into disparate con- 
cepts, without the ameliorating containment within a 
supraordinate self organization, has been called “split- 
ting" by Kernberg and others (22—24). Grotstein (25), 
in his recent review of the object relations theorists, 
described regression into states of mind in which 
splitting is prominent as like “a medieval state com- 
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prised of many feudal lords loosely bonded in a 
fiefdom by a tentative monarchy. When the monarchy 
is weakened or deposed, the feudal lords go contuma- 
ciously and independently about their several pur- 
poses" (pp. 11-12). 

That which is split apart was defined by Kernberg as 
"introjections and identifications of opposite quality.” 
Meissner (26), in his recent review, also frequently uses 
these terms. Introjection and identification refer to the 
processes of developing a self concept based on learn- 
ing the characteristics of others. The resulting symbolic 
structures of meaning might better be termed “self,” 
“object,” and “role relationship” schemata. What has 
been called splitting can be conceptualized as simulta- 
neous and parallel thinking without association be- 
tween the organizational subsystems. The segregated 
processes concerning internal needs, events, and plans 
would be organized by different self, object, and 
relationship concepts rather than contained within a 
supraordinate organization. 

A regression in such a vulnerable person may reach a 
point, as Kernberg described, in which self, object, and 
relationship concepts are compartmentalized into 
those that are all good or all bad. Or it may progress 
further, as described by Rosenfeld (27), into a chaotic 
mixture of fragments of good and bad concepts. The 
states of mind organized by these chaotic fragments 
are so anguished that the state transitions between all 
good and all bad self concepts, while stormy and 
deviant from reality, are preferable. Stabilization at the 
all-good, all-bad level is defensive against further 
regression of self concept and yet it is also the result of 
a deficiency, a pathological inability to maintain a 
supraordinate organization. (These statements are not 
intended to explain borderline psychopathology but 
only to show that the terminology suggested may 
clarify arguments about whether splitting processes 
exist and, if they do, whether splitting is a defensive 
maneuver or the result of deficiencies in capacity for 
higher level mental operations.) 


REGRESSIVE ALTERATION IN SELF CONCEPT 


Regressions can also be described at a lower level of 
abstraction in terms of shifts in the dominance of 
various self and object concepts within a person’s 
repertoire. One type of regression involves a shift from 
a more mature to a less mature self concept as a 
dominantly active organizer of thought. A regression 
might be evoked when earlier object and relationship 
schemata, usually dormant, are activated. Reemer- 
gence of a damaged or faulty self concept, once 
conflictual but then subordinated to the activity of a 
compensatory, more competent one, is a frequent 
clinical manifestation. 

These changes in the dominance pattern of self 
concepts will articulate with other well-known indica- 
tions of regressive states of mind. There may be a 
return to more primitive variants of a sexual or 
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ageressive aim or to more primitive kinds of fearful 
expectations of what external pressures may impinge 
upon the self. Such regressions may also involve 
changes in the manifestation of the formal properties 
of thought. Enactive or image representations ma) 
become more prominent than lexical ones for expres- 
sions of self and object concepts. Primary proces: 
modes of regulating and organizing sequences o' 
thought, emotion, and action may be more prominen: 
than secondary process modes (28). 

Kohut (29, 30) has been prominent in describing thi: 
type of regression during times of strain in people with 
narcissistic vulnerability, as a recent review of his worl. 
by Ornstein and Ornstein points out (31). Realistic sel 
concepts are difficult for such persons to stabilize wher 
threatened by insult or injury, because they have been 
only poorly schematized in earlier development. Defec- 
tively vulnerable self schemata and countcrbalancin:; 
grandiose ones are major elements in the schemati: 
repertoire of such individuals. When loss of stabiliza- 
tion of the realistic self concept occurs, these defective 
and grandiose self concepts are likely to organiz: 
thought, perhaps in defensively compartmentalize ‘ 
forms. At such times the person again manifests bot» 
deficiency (inability to stabilize a more advancec. 
realistic self concept) and defensive operations (use c* 
grandiose concepts to prevent the distress of defective 
ones). A supraordinate self organization may contain 
several of these self concepts, but some may be segre 
gated from it. Kohut referred to this type of concepti - 
alization as a “vertical split in the ego”’ (29). 

In such states of mind, other people are not modele:| 
as fully independent centers of initiative or as suprao `- 
dinate object organizations. Instead, they are regarded 
as extensions of the self. Earlier terms for this phenon:- 
enon, such as Jacobson’s “archaic object images" (X) 
and Fairbairn's "internal objects" (32), are vagu-. 
Kohut extended descriptions of the phenomenon ard 
called it the use of *'self-objects" (30). Theoreticia's 
who are generally critical of Kohut’s self psychology 
have nonetheless accepted the validity to his descri-- 
tions of this self-object phenomenon /33). In the 
suggested language, regressive activation of self-o»- 
jects, as during development of a narcissistic transfe-- 
ence, would be described as inclusion o: object co -- 
cepts within the supraordinate self organization rath.r 
than within the supraordinate object organization. Tae 
role relationship concepts would include functions of 
the other as mirroring ideal properties of the self or 
providing the self with idealized and essential supp'e- 
ments or sources of solace. These role relationship 
concepts would include beliefs in various extraordi- 
nary influences of desires of the self as influenci ig 
action choices of the object. 


REGRESSION AND TRANSFERENCE PHENOMENA 


Ihe suggested language may help in systematic 
analyses of the difference between a transference reac- 
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tion and a therapeutic alliance and the difference 
between situations in which transference interpreta- 
tions trigger beneficial change processes and those in 
which they deepen misunderstanding. 

Transference is generally defined as the displacement 
onto current figures of patterns of feelings and behav- 
ior originally experienced with significant childhood 
figures. Since it is not possible for an adult to form a 
new relationship without utilization of some preexist- 
ing schema of self and some object, “transfer” is 
invariably present. Labeling a phenomenon as a trans- 
ference reaction is a judgment about the degree to 
which the activated organizing schemata are appropri- 
ate to the real properties of the context. Transference 
phenomena are inappropriate, neurotic, and repeti- 
tious, and they contrast with other patterns for a 
realistic relationship, which have often been called the 
therapeutic or working alliance (34—36). 

Both a transference and a therapeutic alliance are 
guided by preexisting self, object, and relationship 
schemata. The therapeutic alliance is based on a more 
appropriate selection from a repertoire of schemata, 
the transference on a less appropriate selection. In 
addition, the therapeutic alliance implies a tolerance 
for ambivalent feelings based on the presence of su- 
praordinate self and object organizations related to the 
therapist. Because of this overarching conceptualiza- 
tion of the relationship, the therapeutic alliance may 
contain several different transference concepts of the 
self and the therapist and modulate them with one 
another. 

The preexisting schemata activated by a patient to 
organize thoughts and behavior in a relationship with 
a therapist may gradually change to include patterns 
found in a new situation. The therapeutic alliance early 
in therapy may have more transference elements; the 
alliance pattern later in therapy may be more realistic 
in the sense of schematizing more clearly the real 
qualities of both parties. 

We know from observation in psychoanalytic psy- 
chotherapies that the transference reactions of some 
patients early in therapy may be less regressive than 
those experienced and communicated later in therapy, 
when the safety of the therapeutic alliance permits 
riskier regressions in the service of what Freud called 
“repeating, remembering and working-through" (37). 
In these more regressive transference reactions, the 
patient organizes experience by self, object, and rela- 
tionship schemata that were dormant, at least in 
relation to the therapist, during the states of mind that 
characterized earlier treatment sessions. Whether or 
not such activations of previously dormant (toward 
the therapist) schemata are useful depends on what 
changes then occur. 

In patients said to have “capacity for insight,” 
“ability to establish a therapeutic alliance,” or “‘the 
split between observing and experiencing ego," the 
therapeutic progress is said to occur within a “muta- 
tive situation" (34, 38). In patients without these 
characteristics, transference reactions may occur in- 
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tensely, but they only repeat inappropriate attitudes. 
The idea advanced here is that these properties of a 
“good” patient are based on and can be discussed in 
terms of the capacity for states of mind governed by 
supraordinate self and object organizations. 

The presence of such supraordinate organizations 
allows a comparison of diverse self, object, and rela- 
tionship concepts when the therapist makes a transfer- 
ence interpretation. That is, the transference interpre- 
tations of the therapist help the patient to set up a 
parallel processing of two or more relationship con- 
cepts. Both the realistic and unrealistic self and object 
concepts, not just those of the transference, are consid- 
ered for validity. In that sense, every transference 
interpretation contains, implicitly or explicitly, an 
alliance interpretation; every clarification of an unreal- 
istic self, object, and relationship concept is also a 
clarification of more realistic alternatives. The “muta- 
tive" situation is the active confrontation between 
these seemingly incompatible views of the same vividly 
experienced interpersonal situation (39, 40). 

The results provide the patient with a growing 
continuity between previously warded-off and dissoci- 
ated schemata of the self and others (41). Differentia- 
tion of reality and fantasy allows a more realistic view 
of the present situation. This more realistic view 
continues to build a symbol structure of a therapeutic 
alliance. The growing reliability of this model of a safe 
relationship may then allow a patient to go to deeper 
levels of regression. In these regressions he or she may 
activate other warded-off self and object concepts (42, 
43). This evokes a further transference reaction and 
secures further change, repeating the cycle. Aided in 
this process by interpretations and reconstructions of 
the origin of the evoked concepts, the person is al- 
lowed to recast the past into a more realistic and 
continuous story line of personal history, one joined 
with the present and pointing toward a more adaptive 
future. 

This progression is less likely with difficult patients, 
those who have a lower order, less completely schema- 
tized supraordinate organization. The various self and 
object concepts of their diverse states of mind tend to 
be relatively dissociated, segregated, or split apart. 
When the patient is in a given state of mind, organized 
by a set of concepts, there is little parallel recognition 
of other self, object, and relationship concepts. The 
patient is the “I,” the therapist the “you,” without the 
recognition of there being, simultaneously and poten- 
tially, another “I” and another "you." When the state 
of mind is organized by less realistic current concepts, 
ones that are more regressive, and the therapist at- 
tempts to interpret both the transference- and alliance- 
based concepts, the patient selects one or the other. 
Modification of one by the other, or linking one to the 
other, does not occur because the patient cannot 
engage in parallel processing of both for comparison 
purposes. Such interpretive efforts with difficult pa- 
tients may seem to have salutary effects because they 
enable the patient to shift from the transference-based 
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state of mind, perhaps by bolstering more realistic self 
and object concepts. These then become more domi- 
nant as symbolic organizers of thought, but new higher 
order conceptual structures are not achieved. 


CONCLUSIONS 


1. For a given person, a repertoire of the most salient 
self, object, and relationship schemata can be de- 
scribed. These may be related to the main states of 
mind experienced and exhibited by the person and to 
the patterns of transition between states of mind. This 
repertoire is observed in therapy as the patient devel- 
ops various forms of attachment to the therapist. 

2. At the same time, it is desirable to formulate the 
functional capacity of the patient for maintenance of 
supraordinate self organization in different states of 
mind. This may be observed in the patient as a capacity 
or lack of capacity to recognize multiple attributes of 
persons, present to diverse degrees in their different 
states of mind. By description of impairment in this 
function and those states of mind in which it is most 
striking, therapists may distinguish patients who are 
more difficult or less difficult to change, using such 
Operations as interpretations of transference and re- 
construction of the past. They may then be able to 
distinguish therapy situations in which regressive 
transference reactions are likely to lead to progressive 
integrative changes and those situations in which a 
regression, if permitted, is likely to distort the commu- 
nicative field and interfere with change. 

3. Such formulations may illuminate the ingredients 
of therapy that are likely to foster change in different 
kinds of patients. They point toward developmental 
‘level diagnosis of a kind not contained in the multiax- 
ial system of DSM-HI (44). Perhaps, by such ap- 
proaches, we can eventually learn why some patients 
are difficult to treat by interpretation alone and how 
we can be of most help to them. 
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The Marriage of the “Collapsible” Man of Prominence 


H. Waldo Bird, M.D., Peter A. Martin, M.D., and Anthony Schuham, Ph.D. 


The authors describe a clinical entity encountered in 
the treatment of marital disorders, the marital 
relationship of the “collapsible” man of prominence. 
They describe the presenting complaints of 16 
prominent men seeking psychiatric treatment. They 
then discuss the individual personality characteristics 
of these men and their wives and their marital — 
dynamics. They conclude that the marital 
relationship of men of prominence is a key 
determinant of their psychological functioning, and 
that a breakdown in this relationship results in dire 
consequences not only for the husband himself but 
for the community and institutions in which he lives 
and functions. (Am J Psychiatry 140:290—295, 1983) 


o mankind’s consternation (and occasional de- 

light), its leaders occasionally show themselves to 
have feet of clay. Ofttimes men of especial prominence 
in the professions, business, politics, and academic life 
display marked human defects. From time to time, 
accounts of corrupt behavior, sexual misadventures, 
incompetence, and psychological decompensation of 
prestigious figures flood the mass media. 

One of us (H.W.B.) noted striking resemblances 
between the headlined accounts of the conduct of men 
of prominence and the presenting symptoms of a small 
group of husbands he was treating. Each husband was 
involved in a program of marital psychotherapy be- 
cause his personality deficiencies and the dysfunctional 
aspects of his marriage were interrelated and becaüse 
marital therapy in such cases, as described in previous 
publications (1—5), can produce results not attainable 


Presented at the 130th annual meeting of the American Psychiatric 
Association, Toronto, May 2—6, 1977. Received May 9, 1977; 
revised Feb. 23 and July 19, 1982; accepted Aug. 23, 1982. From the 
Family Psychicenter, St. Louis. Address reprint requests to Dr. Bird, 
the Family Psychicenter, Inc., 62 Conway Lane, St. Louis, MO 
63124. 

Copyright 9 1983 American Psychiatric Association. 


290 


in individual psychotherapy. As the psychotherapy 
with these couples proceeded, the rudiments of a 
heretofore unidentified marital entity began to emerge. 
Preliminary findings were shared with fellow authors, 
and we undertook a formal study of this entity. 

It is the *collapsible" husband who distinguishes 
this clinical entity from others we have studied. The 
husband is a VIP—prominent, affluent, highly visible 
in professional, political, and social circles, and com- 
mitted to the discharge of community responsibilities. 
To all appearances he is not only a mentally healthy 
person but a powerful one. He reaches positions of 
leadership, making many people dependent on him. 
However, his unnoticed ego defects leave him vulnera- 
ble to psychological collapse, a collapse that can have 
serious consequences for himself, his family, and his 
community. 

It is noteworthy that the marital dynamics of men of 
prominence have been little described previously in the 
literature. The difficulties in gathering data on more 
than isolated cases are obvious. Prominent men usually 
make every effort to deal with their emotional difficul- 
ties within a close circle of intimates or through self- 
treatment. It is therefore not surprising that reviews of 
the clinical and empirical literature in the marital area 
(6, 7) mention nothing of the dynamics of the mar- 
riages of prominent individuals. 

History records that many men of prominence have 
had intensive marital relationships in which their 
spouses served as trusted advisors and influenced their 
decisions. In the political arena, for example, U.S. 
presidents have sometimes appeared to be dependent 
on their wives for support, advice, and assistance in 
policy making. Clinical reviews, however, have not 
stressed the importance of the prominent man's mar- 
riage in his official performance and mental health. As 
a case in point, the 1973 GAP report The VIP with 
Psychiatric Impairment (8) makes no reference to 
marital issues. In this paper we report the results of a 
study of, first, the personality characteristics of a 
group of prominent men and their wives and, second, 
the dynamics of their marital interaction. 
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METHOD 
Subjects 


The subjects for this study were 16 marital couples 
who sought clinical services at a private outpatient 
family treatment center that has been described in a 
previous publication (9). The average age of the hus- 
bands was 53.9 years; the wives averaged 50.3 years of 
age. The couples had been married an average of 20.1 
years, and, in two cases, the present marriage was the 
second for the husband. None of the wives had been 
previously married. The couples averaged 2.3 children, 
most of whom were grown and living outside the 
family home at the time of the study. All the couples 
were Caucasian and most were Methodist or Episco- 
palian. 

Socioeconomic class is one important index of 
prominence. The couples in this study averaged 13.5 
points on Hollingshead and Redlich’s two-factor index 
(education and occupation of head of the household) 
of social position as revised by Myers and associates 
(10). The scale ranges from a high of 11 (upper class, I) 
to a low of 77 (lower class, V) points, with the upper- 
class category itself ranging between 11 and 17 points 
(less than 2.7% of all families in the U.S. population 
score in this range). Thus, the couples in this study 
scored near the ceiling of the index at approximately 
the 99.8th percentile of socioeconomic position. 

From a descriptive standpoint, other demographic 
data were confirmatory of socioeconomic prominence. 
All of the husbands were highly educated, averaging 
18.1 years of formal education, including postgraduate 
and professional school levels. Five husbands were 
presidents of major corporations; three were health 
professionals, two of whom held high administrative 
positions at local medical centers; two were attorneys, 
one of whom was a politician and the second an active 
candidate for regional office; and four were highly 
successful businessmen. The yearly incomes of these 
men were higher than 99.5% of all U.S. wage earners 
as determined by 1980 census data. All of the hus- 
bands were viewed by the community as wealthy and 
powerful men whose names were easily recognizable in 
the local media as a result of their occupational 
success, philanthropy, service on corporate boards, 
and civic-minded activities. Although it is not the 
purpose of this paper to emphasize the characteristics 
of the individual spouses but, rather, their marital 
interaction, it should be noted that the husbands 
displayed characteristics similar to those referred to as 
“Type A” by Rosenman and Friedman (11) and Jen- 
kins (12, 13), as well as those counterdependent 
character-trait defenses against strong underlying de- 
pendency needs discussed by Nemiah (14). 


Procedure 


As described previously (9), families and couples 
seen at our outpatient center receive a comprehensive 


Am ] Psychiatry 140:3, March 1983 


BIRD, MARTIN, AND SCHUHAM 


five-phase evaluation, at the end of which z panel of 
evaluators recommends a treatment process and struc- 
ture most suited to deal with their central clinical 
problem. Because a condition of being accepted at the 
center is a commitment by the couple to proceed 
through at least the evaluation phase, all of the couples 
in this study went through the regular procecure of the 
center, with the exception that some husbands contact- 
ed the center as emergencies and were seen earlier than 
usual. Although the comprehensive evaluation pro- 
duces a wealth of clinical data, we will focus in this 
paper on the MMPI psychological testing, the initial 
psychiatric interview, and aspects of the marital psy- 
chotherapy because these sources bring into sharpest 
focus the clinical picture we wish to describe. 


RESULTS 
Initial Clinical Findings 


The circumstances under which the “collapsible” 
prominent man first came to our attention were dra- 
matic clinical experiences and provided importan: 
clinica] data. These contributed materially to the defi- 
nition of the syndrome and will therefore be describec 
in detail. 

Within a period of 6 months, we received urgen: 
telephone calls from five of the husbands in this series 
Each caller revealed that he was desperate, one direct 
ing the center's secretary, “Tell him ‘It’s desperate’ anc 
have him call me the minute he gets to the office." All 
five were disorganized in their thinking and could 
develop internally consistent lines of thought only with 
support. All repetitiously and confusingly referred to 
recently experienced crises in their professional o: 
business lives and/or in their marriages, :mplying that 
these critical events had produced their current dis- 
tress. 

At the time of their initial visits, these husbands were 
studies in contrasts. All were affluent; highly visible o^ 
the business, political, professional, or academ:. 
scenes; and committed to the discharge of community 
responsibilities. During interviews, however, each wc: 
childlike, expressing profound feelings o“ helplessnes ;, 
desperation, inadequacy, and confusion. Each ha. 
undergone a depressive regression to a point where F: 
no longer functioned in his customary role. One such 
collapsed patient, the president of a conglomerat;, 
protested amid his tears and circumstantiality, “I car t 
even follow what they are saying during my meetirg 
with the other officers." All sought rezssurance that 
help was forthcoming but suspiciously challenged the 
validity of supportive interventions. 

Although these patients concretely attributed their 
depressed regressive reactions to some specific stress or 
failure in the work situation, exploraton invariably 
disclosed that the reaction in each had been preceded 
by attenuation of his bond with his wife and a deeply 
rooted fear of losing her. One professional, for exam- 
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FIGURE 1. Mean MMPI Profiles of 16 Husbands and Wives 
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ple, insisted that he had become depressed only after 
being unfairly forced to resign membership in his 
partnership. The material presented, however, clearly 
indicated that he experienced the “long-awaited” birth 
of his child as a threat to the bond between his wife 
and himself. In reaction to this, he became depressed, 
performed ineffectively, and was finally asked to sub- 
mit his resignation. 

It was usually necessary to involve these husbands in 
short-term supportive psychotherapy until they could 
participate in further formal evaluation. The response 
to this support, as a substitute for the attenuated bond 
with their wives, was uniformly good. 

During their initial visits the wives of these men were 
realistic, poised, collected, and cool to the point of 
being distant. None of the five was swept up in her 
mate’s desperation or frightened by evidences of his 
psychological decompensation. By conventional stan- 
dards, all gave the outward appearances of success. 
They expressed interest in feminine activities and had 
raised their children without major difficulty while 
engaging in a variety of nondomestic pursuits. One 
was a part-time member of a university faculty. Anoth- 
er operated her own business and participated actively 
in church affairs. In a businesslike fashion, all agreed 
that an investigation of their marriage relationships 
was in order but none expressed enthusiasm for a 
continuing treatment relationship. 


Psychological Test Results 


The husbands. Figure 1 presents the mean (K- 
corrected) MMPI profile for the 16 husbands who 
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were studied. One of the most striking features of this 
profile is the validity configuration (F-K index= —19), 
which pointed up a strong need in them to view 
themselves, and be viewed by others, as extremely 
virtuous, strong, and without fault. They presented 
themselves on the MMPI in an improbably favorable 
light with respect to self-control, moral values, and 
freedom from the normal, commonplace human frail- 
ties. Individuals with this validity configuration often 
overuse the mechanism of projection; the husbands’ 
attribution of responsibility for their difficulties to 
work, their spouse, or other specific stresses described 
in their initial clinical contacts fits such personalities. 

The configuration of the 10 clinical scales of the 
MMPI likewise typifies men who are not insightful or 
psychologically minded and who use repression 
and denial to deal with psychological conflicts. The 
husbands were rigid, disingenuous individuals who 
demonstrated limited adaptive techniques. Conse- 
quently, they tended to regress when their primary 
method of adaptation, a clinging attachment to their 
spouses, became unavailable. In these men lay a sub- 
strate of anger and hostility that was often expressed 
indirectly as suspiciousness, resentfulness, and mis- 
trustfulness. Finally, these men could be described as 
somewhat effeminate in their interest patterns, an 
impression that fit with their activities and interests as 
they emerged during treatment. 

None of the mean scores produced by these men on 
the MMPI experimental or special content scales 
reached a cutting T score of 60. However, three subtle 
scales reached mean values of T=70 (Hy=73, Pd=70, 
Pa=80). This, of course, confirmed not only the 
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defensiveness described earlier but the clinical impres- 
sions noted previously. 

The wives. Figure 1 also presents the mean (K- 
corrected) MMPI profile for the wives who were 
studied. These 16 women also showed a tendency 
toward deliberate efforts to present themselves favor- 
ably and without substantial pathology (F-K in- 
dex= — 13), although not at the level of their husbands. 

At one level these women could be described from 
the clinical scale configuration as alert, optimistic, 
capable, confident, effective and efficient in living, and 
self-confident. At another level, however, they were 
passive, submissive, and yielding in a masochistic 
way. 

The mean Mf score of T=30 would indicate that the 
women in this group were highly invested in tradition- 
al feminine interests. Indeed, this was confirmed dur- 
ing initial contact by their accounts of their homemak- 
ing and child-raising experiences. 

Finally, these women could be described as compli- 
ant and controlled. Behaviorally they tended to be self- 
effacing and shunned outward appearances of strength 
and pride as they carried responsibility for their hus- 
bands’ psychological integration on their own backs. It 
is interesting that at the purely symptomatic level they 
reported substantially fewer complaints and better 
levels of psychological adjustment on the MMPI than 
did their prominent husbands. 


Psychiatric Findings 


The personality characteristics of the husbands. The 
husbands’ interview material contained clear indica- 
tions of prolonged, overly close attachment to their 
mothers, dependence on maternal judgment, an in- 
tense need to please, and a failure to individuate. The 
mothers clearly participated in the reciprocal mother- 
child relationship by subjugation of the son, reinforce- 
ment of his dependency, discrediting of his perceptions 
of the world, and interference in the process of devel- 
opment of a sense of individual identity. As an exam- 
ple, one mother, while changing diapers, was reported 
to have held her son’s flailing feet tightly together until 
he stopped kicking. She was quoted as bragging over 
the years, “I taught him to to take orders and he 
learned to take orders from the day he was born. 
That’s how he learned to give all those people their 
orders.” 

A second prominent aspect of the “collapsible” 
husband’s personality was a narcissistic identification 
with his powerful, controlling mother. He saw her as 
himself during infancy while the dependent relation- 
ship remained intact and continued to see her as 
himself during the subsequent years of growth and 
development. This identification was facilitated by the 
apparent relative weakness of the fathers, all of whom 
occupied peripheral positions in their families and did 
not serve as healthy identification objects. As a conse- 
quence of the narcissistic identification process, these 
husbands were self-centered, power hungry, and suc- 
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cess oriented and became affluent, prominent, and 
influential. 

Despite outward appearances of success, these hus- 
bands remained in their current lives depencent on the 
judgment of others, continued to respond to an intense 
need to make a favorable impression on others, and 
never accomplished the task of individuation. They 
never functioned as separate individuals, always in- 
volving other people in their affairs and skillfully using 
the other person in a self-serving fashion. One took 
command of his three younger brothers and sisters as 
soon as they learned to toddle and insisted that “they 
wait on me hand and foot.” Another prominent hus- 
band stated, “It makes no difference how or why 1 feel 
bad. It's up to the other person to see that ] bask in 
glory. I seem to be able to spot people who can make 
me bask in glory, but there is always a chance | can be 
wrong and then I get afraid." 

In the final analysis, no one served the husband as 
well as his submissive, mothering wife, with whom he 
strove to restore a primitive dependent relationship. If 
the marriage went well, the prominent man functioned 
well. However, if the marriage was threatened when 
the wife “got fed up" with the husband's constant 
reliance on her judgment, clinging dependency, and 
exploitation of others, his homeostasis was severely 
threatened. 

In their marriages, these husbands displayed a weak 
sexual drive and adopted a “‘take it or leave i?" attitude 
toward sex. This reflects their continuing search for a 
mother-child relationship and feminine identification. 
They engaged in practicaly no extramarital sexual 
activity. One husband had a brief affair with his 
secretary while disorganized and another visited a 
massage parlor on a single occasion. This is as close as 
any of these influential men came to engaging in the 
“kinky sex" favored by the politicians and power 
brokers whose sexual preferences were studied by 
Janus and associates (15). 

The personality characteristics of the wives. Without 
exception, the 16 wives emerged from chaotic child- 
hood backgrounds containing little to promote self- 
satisfaction, pride in accomplishment, or a sense of 
personal strength. One wife was the submissive sexual 
toy of her paretic father and suffered pangs of guilt 
until he was hospitalized when she was 7 years old. 
Another’s family was so poverty-stricken that “we 
never knew where our next meal was coming from.” 
At least six other parents were psychologically dis- 
turbed, either so stressed by the family’s struggle to eke 
out an existence or so preoccupied with their own 
extramarital romances that they emotionally aban- 
doned their daughters and forced them to assume 
major responsibilities beyond their abilities. The result 
was the adoption of a reality-focused "stiff upper lip" 
attitude on the part of the wives in the series. However, 
as indicated previously, the wives' capacitv for self- 
effacement and service in the interest of others was not 
inexhaustable. When a wife became “fed up" with the 
constant drain of participating in a mother-child unit, 
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she withdrew from the marital relationship and began 
to take part in personally gratifying activities. 

Interaction between spouses and initial psychothera- 
peutic strategy. The collapsible man of prominence 
and his wife established a circular pattern of marital 
interaction. This is to say that the collapsible husband 
reestablished a childlike relationship with his nurtur- 
ing, reality-oriented, submissive, self-effacing wife, 
who provided nurturance and tested reality for him. In 
return, he played the role of the child on whom the 
wife displaced her needs, yearnings, and strivings, 
which had been unmet during her childhood of hard- 
ship. By this means, she finally derived gratification 
from her pattern of sufferance and closed the circle by 
playing the mother role in the marital dyad. 

After evaluation had been completed, a program 
combining individual psychotherapy and conjoint 
marital therapy was proposed to each couple. This was 
done because we have discovered that the conjoint 
approach alone is ineffective due to the tenacity of the 
neurotic interlock between the unconscious needs and 
wishes of the “collapsible” husband and his wife. As 
has been described, each spouse had erected a system 
of vulnerable defenses that depended for its integrity 
on the interaction with the other; therefore, they could 
not tolerate change in themselves or in the relation- 
ship. For these reasons, we involved all husbands and 
wives in this study group in intensive, long-term 
individual psychotherapy. 

During the individual sessions, the themes originally 
developed during the evaluation were elaborated. To 
illustrate, the husbands customarily pled helplessness 
and sought to inveigle the therapist into a self-serving 
alliance with him. A prevalent expectation was that the 
therapist would solve all the patient's problems for 
him. All of the husbands reported that they had 
carefully selected and appointed executive assistants, 
staffs, and advisory groups to serve their purposes. 
One chief executive personally made annual pilgrim- 
ages to the leading schools of business administration 
in the northeast, where he interviewed at length and 
hired outstanding candidates for the master of business 
administration degree. These became his executive 
assistants, luncheon companions, and confidants. 
However, it was the wife who served as the primary 
support system, and any threat she made to disrupt 
this relationship produced panic. 

For the wives, psychotherapy was a much more 
casual experience. They too continued to develop the 
keynote themes of their evaluation interviews and 
described the hardships they had endured. In the 
treatment situation they were deferential and careful to 
express opinions in as neutral a fashion as possible. 
Although all had become “fed up" with their mates, 
each experienced a sense of guilt and was tempted to 
relinquish whatever gains had been made. Further, 
these wives were prone to protect their husbands. 
Several who had either left the husband temporarily or 
who were involved in an extramarital affair were 
highly apprehensive lest any further withdrawal from 
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the marriage relationship produce another episode of 
collapse. 

Conjoint meetings were scheduled from time to 
time, initially for the purpose of reevaluating the 
partners’ relationship. In those instances where it 
became evident that insufficient progress had been 
made in individual psychotherapy, the conjoint meet- 
ings were discontinued in favor of further individual 
work. When the conjoint session contained evidence 
that the spouses had progressed to the point where 
they were capable of unmasking and modifying their 
neurotic core interaction, the conjoint approach was 
continued. 

A flexible approach to the structuring of the individ- 
ual and conjoint therapies was necessary due to the 
previously mentioned vulnerability of the defenses of 
both spouses, particularly the husbands'. Many clini- 
cal illustrations of incipient collapse of the husbands 
due to actual, threatened, ox symbolic withdrawal of 
support by the wives could be given. Commonly, it 
was a threat posed to the wife's defenses against her 
own need for nurturance that resulted in an intolerable 
upsurge of rage, anxiety, and fright, thereby triggering 
her withdrawal. The therapeutic lesson was, however, 
clear: the therapist must be ever vigilant for beginning 
disintegration of fragile defenses and take active steps 
to support the defensive system whenever necessary. A 
flight from therapy on the part of the wives and/or 
further distancing from the husband (risking his col- 
lapse) are the inevitable dangers of deficient therapeu- 
tic caution. Thus, a strategic combination of conjoint 
marital psychotherapy and individual psychotherapy 
made it feasible to unfasten the neurotic marital inter- 
lock and allowed for separation and individuation in 
each mate (16). 

A 3-point rating scale (improved, unchanged, wors- 
ened) was used to gauge both the progress of the 
spouses in their individual therapies and the couples’ 
level of marital satisfaction. Eleven of the husbands 
were rated as improved, 5 were unchanged, and none 
worsened, whereas 10 wives improved, 6 were un- 
changed, and none worsened. Four of the marriages 
ended in divorce: in each instance the husband was 
improved and the wife unchanged. Of the remaining 
12 marriages, 9 were improved and 3 were unchanged. 
In the 9 improved marriages, both spouses were im- 
proved in 7 cases. 

These preliminary results indicate that with careful 
therapeutic management the growth potential of both 
the husbands and the wives can be considerable. The 
husbands were capable of becoming stronger and 
*uncollapsible." The wives, who began with many 
strengths, including fewer reported symptoms, higher 
levels of psychological adjustment, and a reality-fo- 
cused attitude, were capable of no longer needing their 
husbands as dependent infants, abandoning the angry 
position of becoming "fed up," and progressing in 
their own individual areas of pursuit. In many ways 
they exhibited greater emotional growth than their 
apparently successful husbands. 
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COMMENT 


The prominent men in this study group manifested a 
strong drive for power, a weak sexual drive, and great 
vulnerability to psychological collapse. They never 
established individual identities and, although capable 
of establishing other support systems, were unable to 
assume the responsibilities of power without a close 
relationship with a wife. However, their potential for 
prominence attracted women who lacked a sense of 
worth and personal integrity and who had no reluc- 
tance to reestablish a mother-child relationship with 
their husbands. The resulting bond between the 
spouses was susceptible to disruption at any time the 
wife became “fed up" with the husband and discontin- 
ued her nurturing of him while simultaneously feeling 
a sense of personal value and pride in her own 
accomplishments. Any degree of disruption could have 
triggered the collapse of husbands in this category. 
Great care must be exercised in managing the treat- 
ment of such spouses due to the vulnerable and fragile 
nature of their interrelated defensive systems. 

We believe that our findings demonstrate that the 
quality and nature of the marital relationship may be 
important factors in the personality functioning of 
prominent men. We therefore recommend that every 
effort be made to evaluate the spouse and the marital 
relationship of the man of prominence with psychiatric 
impairment as an integral part of his total evaluation. 

Although others have emphasized that the VIP does 
not ordinarily make himself available for study or 
treatment of his pathology (8, 10), it is our experience 
that, whenever a serious question is raised about his 
marriage, the VIP more readily makes himself avail- 
able for evaluation. If this were not the case, the 
investigation reported here could not have been initiat- 
ed. We are persuaded that by an in situ, clinical, layer- 
by-layer study of the personalities of prominent men, a 
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new informational dimension will be added to the 
insights derived from other methods of studving and 
evaluating the lives of important men. 
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The Multiple Functions of the State Mental Hospital 


Howard H. Goldman, M.D., M.P.H., Ph.D., Carl A. Taube, 
Darrel A. Regier, M.D., M.P.H., and Michael Witkin 


This report identifies and quantifies the multiple 
manifest and latent functions of the state mental 
hospital, using data collected by the National 
Institute of Mental Health. The data reveal a 
complex institution providing over 500,000 episodes 
of care for acute and chronic, voluntarily and 
involuntarily admitted inpatients and 300,000 
episodes of care for the most seriously disturbed and 
disadvantaged outpatients. In addition, state 
hospitals employ over 200,000 individuals and train 
over 3,300 professionals each year. The diversity and 
significance of these functions, as well as the failure 
of other institutions to supplant them, account for 
the endurance of the state mental hospital. (Am J 
Psychiatry 140:296—300, 1983) 


INS that a quarter of a century has passed since 
the resident population of public psychiatric hos- 
pitals began to decline and the era of deinstitu- 
tionalization was initiated, it is time to reassess the role 
of the state mental hospital. These decades have wit- 
nessed the growth of many ostensible alternatives and 
determined efforts to reform, replace, or remove the 
state mental hospital, yet the asylum endures. We have 
learned that simply closing the state mental hospital 
will neither replace its function nor change the social 
and historical forces that have preserved it. Conse- 
quently, any plan for future use of this type of institu- 
tion must recognize its many functions, its special 
target populations, and the different pressures sustain- 
ing its various roles (1—6). 

This paper identifies and quantifies the multiple 
functions of the state mental hospital on the basis of an 
analysis of national data collected between 1972 and 
1980. (Specific methodology and data sources are 
available on request from the Division of Biometry and 
Epidemiology, National Institute of Mental Health 
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[NIMH]. Whenever data are presented or data-related 
Observations are made in this article without specific 
citation, they are from unpublished data from the 
Division of Biometry and Epidemiology. Historically, 
the NIMH Division of Biometry and Epidemiology has 
collected data on state and county mental hospitals. 
Some states, such as Wisconsin, have county psychiat- 
ric hospitals that function like the state mental hospi- 
tals in most other states. These are not psychiatric 
units in county general hospitals, which are common 
in such states as New York and California. The terms 
“state mental hospital” and “state and county mental 
hospitals” will be used interchangeably in this paper.) 
The use of national data gives scope to the analysis but 
does not capture important state-to-state variations in 
institutional role and functions. The “state mental 
hospital” of this paper is a composite and may not 
reflect a particular state’s facilities. The analysis re- 
veals an institution that is more functionally complex 
than the stereotype of the monolithic, single-purpose, 
custodial facility for long-term psychiatric care. In- 
stead, the state mental hospital emerges as a provider 
of outpatient as well as residential care and also as a 
facility for short- and intermediate-term inpatient 
treatment as well as for long-term custody for volun- 
tarily and involuntarily admitted (civil and criminal) 
patients. Beyond its role as a provider of psychiatric 
services, the state mental hospital also functions as a 
social control institution (6—8), a modern-day alms- 
house (6), an asylum of last resort (9), a public 
employer (10—12), a research and training institution 
(2, 3), and a cottage industry (11, 12). 


OUTPATIENT SERVICES 


Originally designed primarily as residential facilities, 
state and county mental hospitals in some locales have 
become providers of outpatient services as well. Under 
the influence of the mental hygiene movement in the 
early 20th century, public and private mental hospitals 
sponsored outpatient dispensaries and psychopathic 
clinics (13). However, the promise of the psychopathic 
hospital and Adolf Meyer's vision of the psychiatric 
hospital integrated into the community were not real- 
ized until the 1950s (14). Even then, episodes of 
outpatient care were far outnumbered by episodes of 
inpatient care (by a ratio of approximately 3:1 in all 
settings in the United States in 1955). However, several 
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TABLE 1. Inpatient and Outpatient Care Episodes in Selected U.S. Mental Health Facilities During 1955, 1965, 1971, 1975, and 1977? 





Inpatient Episodes 


Outpatient Episodes 


State and State and 
County County 
Total, All All Mental All Mental 
Year Facilities® Services Hospitals Other Services Hospitals Other 
Number of patient 
care episodes 
1955 1,675,352 1,296,352 818,832 477,520 379,000 — — 
1965 2,636,525 1,565,525 804,926 760,599 1,071,000 — — 
1971 4,038,143 1,721,389 745,259 976,130 2,316,754 — — 
1975 6,409,447 1,791,171 598,993 1,192,088 4,618,276 332,518 4,285,758 
1977 6,392,979 1,816,613 574,226 1,242,387 4,576,366 290,314 4,286,052 
Percent distribution 
1955 100.0 77.4 48.9 28.5 22.6 _ — 
1965 100.0 59.4 30.5 28.9 40.6 —— — 
1971 100.0 42.6 18.5 24.1 57.4 — — 
1975 100.0 27.9 9.3 18.6 72.1 9.2 66.9 
1977 100.0 28.4 9.0 19.4 71.6 4.5 67.1 
Rate per 100,000 
population 
1955 1,028 795 502 293 233 = — 
1965 1,376 817 420 396 559 _ — 
1971 1,977 843 365 479 1,134 — — 
1975 3,033 847 283 564 2,185 157 2,028 
1977 2,964 842 266 576 2,122 135 1,987 


Data for all years except 1977 are from reference 17. Data for 1977 are unpublished and are from NIMH. 


"Includes inpatient and outpatient services of state and county mental hospitals, private mental hospitals, residential treatment centers for emotionally disturbed 
children, general hospital psychiatric services (non-VA), federally assisted CMHCs, and inpatient services only of VA hospitals. In order to present trends on the 
same set of facilities over this interval, it has been necessary to exclude from this table the following: private psychiatric office practice, psychiatric services of all 
types in hospitals or outpatient clinics of federal agencies other than the VA (e.g., Public Health Service, Indian Health Service, Department of Defense, Bureau of 


Prisons), inpatient services of multiservice facilities not listed above, and all partial care episodes. 


state hospitals provided some of the early models of 
decentralized mental health services (15) and later 
developed into community mental health centers 
(CMHCs). Furthermore, in recent years some state 
mental hospitals have sponsored community support 
systems for chronic mental patients (16). 

In 1977 over 290,000 episodes of outpatient care 
were delivered by state and county mental hospitals. 
That figure represents approximately 6% of all outpa- 
tient care in organized settings, including CMHCs and 
psychiatric clinics (see table 1). 


DIVERSITY OF INPATIENT SERVICES 


Although the resident population of state and coun- 
ty mental hospitals declined by nearly 75% from 
559,000 at its peak in 1955 to approximately 139,000 
in 1980, admissions increased dramatically from 
170,000 to a high of over 400,000 in 1971 and then 
fell to approximately 375,000 (see table 2). In spite of 
the development and expansion of other forms of 
psychiatric hospital treatment, state and county mental 
hospitals still account for about three-fifths of all 
inpatient days of care in psychiatric facilities (19). 
Many, perhaps most, of the patients treated in these 
institutions were ineligible for treatment elsewhere 
because they were too disturbed, too disturbing, too 
poor, or too chronically ill. 

Inpatient care remains the dominant—and most 
costly—function of state and county mental hospitals. 
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However, contrary to the stereotype, these institutions 
are not exclusively long-term care custodial facilities. 
While it is true that state and county hospitals provide 
the majority of inpatient days of care, due largely to 
their role in long-term care, they also provide a 
multiplicity of other inpatient care functions to a large 
and especially disadvantaged and disturbed patient 
population. 


Acute and Chronic Care 


Currently, the state mental hospital operates like 
two separate but functionally related inpatient facili- 
ties: a custodial institution for long-stay patients and 
an acute hospital for short-stay and intermediate-stay 
patients. The literature (20, 21) often speaks of this 
functional division in terms of back wards and front 
wards. Each of these “facilities” serves a different 
population and has distinct staffing patterns and ap- 
proaches to treatment. As a result, the cost of care is 
quite discrepant. The acute hospital and its front 
wards are more actively involved in the treatment of 
younger, more disturbed patients than are the back 
wards of the custodial institution (1, 2). The front 
wards are more intensively staffed and are typically in 
newer facilities; consequently, they are considerably 
more costly (22, and J.W. Ashbaugh, personal commu- 
nication, Jan. 22, 1981). 

State mental hospitals served approximately 
410,000 patient additions annually during the period 
1976—1979. As noted in table 2, these patients include 
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TABLE 2. Number of Resident Patients, Total Admissions, Net Releases, and Deaths in U.S. State and County Mental Hospitals During 
1950-1980: 





Resident 
Patients at Patient Net Patient Patient Patient Discon- 
Year Hospitals End of Year Admissions? Releases* Additions? tinuations Deathse 
1950 322 512,501 152,286 99,659 — — 41,280 
1955 275 558,922 178,003 126,498 — — 44,384 
1960 280 535,540 234,791 192,818 — -— 49,748 
1965 290 475,202 316,664 288,397 — — 43,964 
1970 315 337,619 384,511 386,937 — — 30,804 
1975 313 193,436 376,156 384,520 433,529 442,096 13,401 
1976 300 170,619 — — 413,559 421,461 10,922 
1977 298 159,523 — — 414,703 415,314 9,716 
1978 284 153,544 — — 406,407 404,031 9,080 
1979 280 145,616 — — 406,259 404,300 7,830 
1980 275 137,810 — — 398,451 395,165 7,108 


‘This table is a condensation of a table recently published elsewhere (18). 

*From 1950 to 1975 NIMH collected information on inpatient admissions (admissions and readmissions) to state and county mental hospitals. Beginning in 1976 
only information on the number of additions is available. 

*For all years net releases were obtained by totalling the number of resident patients at the beginning of the year and the admissions and subtracting from the total 
number of deaths and resident patients at the end of the year. 

4From 1971 to the present NIMH has collected information on inpatient additions to state and county mental hospitals on its annual Inventory of Mental Health 
Facilities. Additions differ from admissions because returns from leave are included, as well as admissions and readmissions. 

The ratio of net releases to admissions is an indication of whether the patient population is increasing or decreasing. A ratio of more than 1 indicates a decreasing 
patient population, a ratio of less than 1 an increasing population. Subsequent to 1975, a measure of gain or loss of patient population is the ratio of 
discontinuations plus deaths to additions. If this ratio is less than 1, the patient population is increasing; if it is greater than 1 the patient population is decreasing. 


persons newly admitted to the hospital, readmitted 
patients, and those returning from long-term leave. 
This group, drawn from the pool of acutely and 
chronically ill persons in the community, consists 
primarily of readmitted patients; only one-third have 
had no prior admission to a state mental hospital. 
However, many of the patients admitted for the first 
time to a state mental hospital have had prior inpatient 
care in other settings. Of these 410,000 patients, 
approximately 80% are released following a hospital- 
ization of 3 months or less. Approximately 82,000 
(20%) remain longer than 3 months and become 
intermediate-stay patients, i.e., patients who stay 3 
months to 1 year. Although the probability of release 
continues to fall after 3 months, not all of these 
patients become part of the long-stay population (over 
one year). Furthermore, the accumulation of interme- 
diate-stay patients is countered by the death or release 
of other patients who have previously resided in the 
hospital. Only about 12,000 of these 80,000 interme- 
diate-stay patients will go on to become long-stay 
patients. 

This dynamic process may be frozen in time to 
reveal the following picture of the resident population 
of state and county mental hospitals on a given day in 
1979. Of the total 146,000 resident patients, 29,200 
(20%) were short-stay patients (less than 3 months), 
29,200 (20%) were intermediate-stay patients (3—12 
months), and 87,600 (60%) were long-stay patients 
(more than 12 months). (The data in this section are 
derived from a sample survey of state and county 
mental hospitals conducted by Terri Edelstein of Gal- 
laudet College, Washington, D.C., under contract from 
the Division of Biometry and Epidemiology, NIMH.) 

The multiplicity of inpatient functions (based on 
length of stay) distinguishes the state mental hospital 
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from other psychiatric facilities. For example, only 796 
of the patients admitted to private hospitals and 1% of 
those admitted to general hospital psychiatric units 
continue to be hospitalized after 3 months. Long-term 
care is virtually unavailable in general hospitals and 
plays only a small role in private psychiatric hospitals. 
However, length of stay is not the only characteristic 
that distinguishes the inpatient functions of state and 
county mental hospitals. 


Voluntary and Involuntary Care 


Unlike other inpatient facilities that primarily treat 
voluntary patients (e.g., most facilities in the private 
sector) or accept involuntary patients for brief emer- 
gency care (e.g., psychiatric units in public general 
hospitals), state and county mental hospitals deliver 
the vast majority of days of involuntary psychiatric 
care, In 1972 only 4996 of the patients admitted to 
state and county mental hospitals were voluntary (23). 
In 1979 about half of the resident population had been 
voluntarily admitted, and half had been committed. 
State mental hospitals provide care to both civil and 
criminally committed patients. Their role in forensic 
psychiatric evaluation and in the detention and incar- 
ceration of individuals found incompetent to stand 
trial or found guilty as sex offenders further differenti- 
ates their inpatient functions. Unfortunately, national 
data are not available on the magnitude of these 
specialized functions. 


Special Target Populations 
Other special target populations reflect the diversity 


of inpatient functions performed by state and county 
mental hospitals. In 1977 approximately 100,000 (al- 
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most one-quarter) of the patient additions were given a 
primary diagnosis of alcoholism. In 1979 approxi- 
mately 15,500 (10%) of the resident population of 
state and county mental hospitals had a primary 
diagnosis of mental retardation, a rare primary diag- 
nosis in other facilities. Approximately 28,000 (1976) 
of the resident patients in 1979 were given a diagnosis 
of organic brain syndrome, and 45,700 (3196) were 65 
years of age or older. These elderly and organically 
disabled inpatients, who represent a large proportion 
of the long-stay population of state and county mental 
hospitals, are disadvantaged socially and economically 
as well as clinically. 

In summary, the state and county mental hospital 
provides short-, intermediate-, and long-term and vol- 
untary and involuntary (civil and criminal) custody 
and treatment to predominantly disadvantaged per- 
sons with the most severe chronic and acute mental 
disorders. It is the only inpatient mental health re- 
source readily available (often as a last resort) for a 
large number of patients who have the most difficult 
problems, have failed in other treatment settings, or 
are considered “inappropriate” (or “unacceptable’’) 
for care elsewhere or are unable to afford it. 


LATENT FUNCTIONS 


The state mental hospital also performs a number of 
non-treatment-related, less obvious, latent functions 
that help to explain its continued role. This institution 
is involved in social control through its function of 
providing care to involuntary patients (5—7). It also 
serves a social maintenance function for its staff 
through employment (10, 11) and provides employ- 
ment in some towns with little or no other major 
economic resources (11, 12). Further, as we noted 
earlier, it is an asylum of last resort for tens of 
thousands of disadvantaged patients. As such, it also 
serves as the public floor of the mental health services 
system (1). The success of the system depends on 
having such an institution to handle its residual prob- 
lems and unwanted responsibilities (24). In short, “the 
buck stops” at the state mental hospital. 

The latent functions of the state mental hospital are 
difficult to quantify using national data. However, 
their significance is evidenced by the continued exis- 
tence of the asylum in spite of the availability of 
alternative treatment settings. Following are some 
observations that illustrate the magnitude and impor- 
tance of these latent functions. 

In 1977 state and county mental health hospitals 
employed 202,000 full-time and 5,900 part-time em- 
ployees (205,000 full-time equivalent employees). Staff 
salaries and benefits accounted for $2.6 billion (78%) 
of the $3.3 billion in total expenditures of state and 
county mental hospitals during that year. The same 
year there were 3,300 trainees in programs in state and 
county mental hospitals. Some of these training pro- 
grams are linked to important research centers. In fact, 
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state and county mental hospitals have housed some of 
the nation's most prestigious training and research 
programs. 

Still the permanent home for nearly 100,000 pa- 
tients and the place of employment for over 200,000 
employees, state and county mental hospitais can often 
be an important source of revenue for smali communi- 
ties and major purchasers of goods and services. This is 
especially true in smaller communities. In 1973 ap- 
proximately 42% of state and county mental hospitals 
were located in urban afeas with populations of more 
than 50,000 or in suburbs with populations of more 
than 10,000. The remaining 5896 were located outside 
of urban areas in rural communities or in smal: towns 
on the fringe of urban centers. It is likely tha: the state 
mental hospital figures prominently in the economy of 
many of these small, nonurban communities as an 
employer and as a purchaser of locally produced goods 
and services. 

Social control also continues to be an important 
function of the state and county mental hosp:tal. As we 
noted earlier, approximately half of all inpatients in 
these facilities are involuntarily committed. Changes in 
commitment laws have altered the mechanisms for 
institutionalizing individuals who are unable to func- 
tion within socially acceptable norms because of an 
identifiable severe mental disorder, including psychosis 
and alcoholism. In some cases only the locus of care 
has shifted from the mental hospital to the jail or to the 
social welfare system. Although no nationa: data are 
available, numerous local studies have Gocumented 
these phenomena (25-27). 

The latent functions of the state and county mental 
hospital are difficult to quantify but are readily appar- 
ent and enduring. Taken together, the multiple mani- 
fest and latent functions of the state and county mental 
hospital account for the longevity of this complex 
institution (1). 


POLICY ALTERNATIVES 


The state mental hospital is a changing institution. 
However, many of its functions have not been funda- 
mentally altered. New alternative services have moved 
the patients with the most resources into community- 
based care, leaving the state mental hospital with the 
remaining patients (28). In some states the process of 
deinstitutionalization has slowed or has been reversed 
(29, 30). It appears that there are limits to the reduc- 
tion in length of stay and the decline in the resident 
population. Given current trends and social policy in 
the mental health field, there is an irreducible residual 
of patients and functions (manifest and latent) for the 
state mental hospital. Any plan to eliminate this most 
enduring mental health institution must consider these 
functions. The state mental hospital can on!y be closed 
by replacing (or eliminating the need for) irs functions 
and providing alternatives for those it currently serves 
(1). Such a plan would require: 
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1. A comprehensive state or national program of 
health and social insurance providing benefits for long- 
and short-term inpatient care and essential outpatient 
support services, which would permit the purchase of 
services in the private sector. 

2. Further expansion of alternative services for the 
acutely ill to handle approximately 350,000 to 
400,000 additional admissions of severely disturbed 
voluntary and involuntary patients. 

3. Expansion of alternative services for approxi- 
mately 100,000 long-term patients, especially residen- 
tial alternatives such as intermediate care facilities or 
psychiatric nursing homes to provide care to very 
disturbed chronic voluntary and involuntary patients. 

4. A shift of involuntary care into the private sector 
or into specialized correctional facilities. 

The broad-based policy changes necessary to elimi- 
nate the state mental hospital completely are not likely 
in the foreseeable future. Even immediate implementa- 
tion of some of these programs would require consid- 
erable time. However, more modest changes can bring 
dramatic results short of closing the state mental 
hospitals. For example, providing guaranteed govern- 
ment insurance for acute episodes of mental illness and 
expanding psychiatric services in general hospitals 
with the capability and willingness to admit all types of 
involuntary (civil and criminal) patients could lead to 
the closing of the acute care services of state mental 
hospitals. In the interim, community-based residential 
alternatives, especially for intermediate-stay patients, 
could be developed. But even these modest proposals 
entail extensive changes in the mental health delivery 
system and its funding and legislative bases. 

Short of fundamental changes in the conditions that 
sustain the state mental hospital's current role, the 
quality of care and treatment in these facilities may be 
improved by various mechanisms (31): affiliation with 
university hospitals, management by a public corpora- 
tion independent of Civil Service, pay incentives for 
improved staff recruitment, in-service training and 
staff development, contracting for services in the pri- 
vate sector, and improvements in physical plant. 

Furthermore, if it is accepted that the state mental 
hospital will continue to exist under present condi- 
tions, we can then begin to answer questions about the 
needs for beds and staff, about standards, and about 
the potential for fundamental change. 

Mental health policy has turned on the axis of the 
public mental hospital for 150 years. Until there is 
fundamental change, the state mental hospital will 
continue to be central to planning and will remain a 
challenge to reform in mental health care. 
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Psychiatrists’ Responses to Violence: 
Pharmacologic Management of Psychiatric Inpatients 


Paul S. Appelbaum, M.D., Anthony H. Jackson, M.D., and Richard I. Shader, MI.D. 


Court decisions setting limits on the use of 
medication in psychiatric hospitals often assume that 
psychiatrists use medications inappropriately in 
response to patients’ violent acts. No empirical data 
have existed to support or refute this assumption. 
The authors examined the types and doses of 
antipsychotic medications received by 45 violent 
patients and 48 control subjects. They found no 
significant differences in type and dose of medication 
before the violent act and no significant changes 
afterward. Violent patients tended to be on 
somewhat higher doses at discharge than control 
patients. The judicial concern that psychotropic 
medications will automatically be abused or overused 
is not supported by these results. (Am J Psychiatry 
140:301—304, 1983) 


he nature of responses by psychiatrists to actual or 

potential violence in the mental hospital has be- 
come a subject of marked concern for the legal system. 
Courts dealing with right to refuse treatment cases 
have heard allegations that psychiatrists are prone to 
overrespond to threats or acts of violence by adminis- 
tering excessive amounts of psychotropic drugs and/or 
by using seclusion or restraint inappropriately (1—3). 
The courts have responded by narrowing the standards 
for determining when violent emergencies exist (1), by 
ordering that the least restrictive means of handling 
violence be employed (2, 3), and by granting psychiat- 
ric patients a right to refuse treatment in all other 
circumstances. 

Given the amount of legal attention devoted to 
violence by inpatients, and the controversy over 
whether or not the newly promulgated rules governing 
the means by which it is handled will have the unin- 
tended effect of increasing it (1, 4, 5), the lack of 
empirical data on how violence is routinely dealt with 
in psychiatric hospitals is striking. To begin to fill this 
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gap, we report the results from a study of psychiatrists’ 
responses to violence in a mental hospital. 

Although the means by which psychiatrists respond 
to violent acts has not been investigated naturalistical- 
ly before, a modest number of studies have attempted 
to describe the epidemiology of inpatient violence. All 
studies addressing the point, including unpublished 
data from this study, agree that acts of violence serious 
enough to require medical attention are relatively 
infrequent (6—12). Most investigators, however, found 
that minor incidents of patient violence are fairly 
common (6—9, 11—17); we previously found a rate of 
.76 acts of violence per 100 patient-days. These studies 
have included such diverse inpatient settings as general 
hospital psychiatric wards (6), wards in ordinary psy- 
chiatric hospitals (5, 8—13, 17, 18), maximum security 
psychiatric units (15), and juvenile and adolescent 
wards (7, 14, 16). Interestingly, the only report of an 
extremely low incidence of violent acts of any kind 
came from a maximum security unit (19). 

That violence, whether committed by inpatients or 
outpatients, is fairly common has been confirmed by 
investigators who have polled psychiatrists as to their 
personal experiences with assaultive patients. À study 
of 115 psychiatrists (20) found that 42% had been 
assaulted at some point in their careers; in another 
study (21), 34% of psychiatrists polled reported at- 
tacks in the previous year alone; and in a third study 
(22), 48% of psychiatric residents reported that they 
had been attacked. 

This high frequency of patient violence has given rise 
to a voluminous literature advising professionals on 
how to deal with threatened or actual aggression. 
Advice has ranged from utilizing pharmacologic tech- 
niques (23), behavioral approaches (14), and physical 
interventions (24) to the use of “‘psychiatric intensive 
care units” (25) and comprehensive staff training 
programs (26). Yet few data exist on how often or by 
what means any of these approaches are employed. A 
handful of studies examine the use of seclusion (27). 
The only study of the use of medication in emergencies 
failed to separate violent acts from other precipitating 
causes (28). 

To provide data on psychiatrists’ practices regarding 
the prescription of psychotropic drugs in response to 
violence, we examined their reactions to violent acts 
on the inpatient wards of a community mental health 
center. 
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METHOD 


The study sample was drawn from the full-time 
inpatient and day-care patient groups on the three 
psychiatric wards of the Massachusetts Mental Health 
Center (MMHC). Censuses of each ward during the 6- 
month study period fluctuated between 30 and 50 
patients. MMHC is a state-owned facility that serves 
as a major teaching hospital for the Harvard Medical 
School. It functions as a community mental health 
center with primary responsibility for a diverse patient 
population. 

As we have reported (18), we reviewed, during a 6- 
month period, daily nursing reports for any mention of 
violent behavior on the part of patients. These reports 
contained, as a matter of routine, reports of all violent 
acts known by the nursing staff to have occurred 
within the past 24 hours. We defined a violent act as an 
expression of physical aggression directed at another 
person, including hitting, kicking, pushing, scratching, 
and throwing objects. Verbal outbursts that were 
threatening, violence directed at inanimate objects, 
and spitting were not classified as violent acts. Thus, 
we included 79 patients who had committed 175 
violent acts. A control group of 158 patients was 
constructed of patients who had not been violent 
during the 6-month period and had been admitted 
immediately before or immediately after each violent 
patient. 

To examine the management of violent behavior 
more closely, we studied only the violent patients 
(N=45) and the control patients (N=48) who could be 
classified according to DSM-II as having paranoid 
schizophrenia (20 violent, 23 control), schizoaffective 
schizophrenia (9 violent, 4 control), senile dementia (9 
violent, 9 control), or manic-depressive psychosis (7 
violent, 12 control), the four largest homogeneous 
diagnostic categories. Most often the patients’ dis- 
charge diagnoses were accepted, but in cases in which 
they seemed incompatible with the data gathered by a 
careful review of the patients’ histories, the diagnoses 
were reviewed and a consensus was arrived at with 
the patients’ physicians and a senior staff psychia- 
trist. 

Each patient’s drug history was taken from the 
medication log of drugs actually administered. All 
medications given were recorded. For ease of compari- 
son, the phenothiazine and haloperidol doses are ex- 
pressed in chlorpromazine equivalents (29). Statistical 
significance was established at the .05 level for the 
study. 


RESULTS 


The treatment of violent patients before their violent 
acts and at discharge was contrasted with the treat- 
ment of the control group. The psychiatrists’ response 
to violent acts, particularly for repeatedly violent 
patients, was also examined. 
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Management Before tbe First Act of Violence 


The types and doses of all antipsychotic medications 
given to patients on the day before their first act of 
violence were compared with the types and doses given 
to control patients after they had been hospitalized for 
1 week, which allowed sufficient time for the medica- 
tions given to the controls to stabilize. Violent patients 
not hospitalized for at least 1 day before their violent 
act and control patients not hospitalized for at least 1 
week were excluded. We found no significant differ- 
ences between the doses for violent and control groups 
as a whole or when the groups were categorized by 
diagnosis (two-tailed t tests). We also found no signifi- 
cant differences between groups with regard to specific 
medications administered (chi-square analysis). 

As shown in table 1, a majority of the violent acts 
(49 of 89) were committed by patients taking low 
doses of antipsychotic medication. Only 3 first acts of 
violence and 2 repetitive acts were committed by 
patients taking high doses. Nine first acts of violence 
and 26 repetitive acts were committed by patients 
taking medium doses of antipsychotic medication. 


Management of Violence 


Of the 27 first acts of violence by patients hospital- 
ized for at least 3 days before and 3 days after the act, 
14 resulted in an increased dose of antipsychotic 
medication, 6 in a decreased dose, and 7 in no change 
in dosage. We found no significant difference in doses 
of antipsychotics between the 3 days before and the 3 
days after the acts for the group as a whole and also for 
each diagnostic category (two-tailed t tests). When the 
doses were categorized as low («400 mg/day), medi- 
um (400—1200 mg/day), and high (751200 mg/day), 
most of the violent acts did not lead to a change in 
category, but when a change was made, it was almost 
always from a lower to a higher category (7 of 9). A 
change in specific drug was made for 4196 of the 27 
patients after their first violent act. 

At discharge, excluding the 13 violent patients and 
the 9 controls who remained hospitalized at the end of 
the 6 months or had escaped, violent patients averaged 
324 mg/day of chlorpromazine equivalents, and con- 
trol patients averaged 186 mg/day. Excessive within- 
group heterogeneity compromised analysis by t test; 
however, analysis of variance by F table attained 
significance. The difference between the groups can be 
demonstrated by noting that in the violent group 
(N=32) 4 patients were discharged on doses of at least 
1000 mg/day and only 8 on no medication and that 
among the nonviolent controls (N=39) 1 patient was 
discharged on 1000 mg/day and 16 on no medication. 
The only differences (chi-square analysis) in the type of 
discharge medications were a greater use of haloper- 
idol for the violent patients (7 of 32 violent patients 
compared with 2 of 39 controls; p«.05) and a more 
frequent use of depot fluphenazine (4 of 32 violent 
patients compared with 1 of 39 controls; n.s.). 
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TABLE 1. First and Repetitive Acts of Violence Committed by Violent Patients? Taking High, Medium, or Low Doses of Antipsychotic 





Medication 
First Acts of Violence at Each Dosage Level? Repetitive Acts of Violence at Each Dosage Level> 

Diagnosis Low Medium High Low Medium High 

Paranoid schizophrenia 7 5 0 4 5 C 
Schizoaffective schizophrenia 1 3 2 4 19 : 
Manic-depressive psychosis 4 1 1 > 2 | 

Senile dementia 8 0 0 16 0 Ü 

Total 20 9 3 29 26 2 





: Violent acts committed by patients hospitalized for less than 3 days before the violent act were excluded, 
"Low dose, «400 mg/day; medium dose, 400—1200 mg/day; high dose, 71200 mg/day. All doses are expressed in chlorpromazine equivalents. 


Management After Repeated Acts of Violence 


We compared the treatment for the first violent act 
of patients who were violent only once or twice with 
the treatment for the first violent act of patients who 
were repeatedly violent (three or more acts). There was 
no significant difference in the magnitude of the 
change in antipsychotic dose between the average of 
the 3 days before and the average of the 3 days after 
the first violent act for these two groups (two-tailed t 
test). The numbers of patients who had their dose 
increased, decreased, or not changed did not differ 
significantly (chi-square analysis). 

Dividing the acts of the repeatedly violent patients 
into last act and all other acts, we can correspondingly 
divide the pharmacologic interventions into possibly 
successful and presumably unsuccessful. Not only was 
there no significant difference in specific drug use 
between the successful and unsuccessful interventions 
(chi-square analysis), but in no case was there a change 
in the specific drugs administered before and after the 
last violent act. Further, there was no significant 
difference between the final intervention and the first 
intervention in repeatedly violent patients when either 
the magnitude of the intervention or the absolute 
postintervention dose levels were compared (two- 
tailed t test). 


DISCUSSION 


Violent and control patients in this study differed 
only modestly in the psychopharmacologic treatment 
they received. Fears that psychiatrists tend to try to 
prevent violent acts or respond to violence by prescrib- 
ing excessive doses of medication (i.e. “snowing” the 
patient) (30) were not realized in this setting. We 
conducted this study before the earliest litigation on 
the right to refuse treatment, when medication could 
be and was, if considered necessary, administered 
without patients! consent; yet our results indicate that 
medication was prescribed in a moderate fashion. 

Before the first act of violence occurred, there were 
no significant differences between the type and doses 
of antipsychotic medications prescribed for the violent 
and control groups. If the psychiatrists in this study 
were able to predict in advance which of their patients 
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would demonstrate violent behavior, they did not 
dramatically alter the medication regimens io prevent 
the violence from occurring. Nor were all patients 
given large doses of medication in an effort to prevent 
aggressive acts. 

Just over 50% of the first acts of violence resulted in 
an increase in dose, and more than 20% were followed 
by a decrease. Clearly, many of the violent acts had 
only minor effects on the pharmacologic management 
of the patient. The absence of physical injury as a 
result of the violent acts included in this study may 
account in part for this modest pharmacologic ap- 
proach. 

The suggestion of Appleton (30) tha: relatively 
inexperienced therapists resort to high doses of neuro- 
leptics to deal with violent patients was not borne out 
by our results, even though the study per:od encom- 
passed July to December, the first half of thc fizst year 
of psychiatric residency for most therapists in this 
study. The psychiatrists’ conservative psychopharma- 
cologic approach is highlighted by the fact tuat only 6 
violent patients, 5 of them repetitively violent, were 
placed on doses of greater than 1200 mg/day of 
chlorpromazine equivalents, doses similar to those of 4 
control patients. The many suggestions that violence 
cannot be controlled by high doses of phenothiazines 
alone appear to have been heeded (31). 

Interestingly, although the psychiatrists’ response to 
violence by inpatients was moderate, there was some- 
thing about the violent patients that led :hem to be 
discharged on higher doses of medication. Although 
apparently they were not considered in necd of higher 
doses before their violence, something—whether the 
violence itself or some undefined factor that varied 
with it, perhaps the severity of their psychosis—led 
their doctors to believe that higher maintenance doses 
were needed. Depot medications were also vsed more 
often, possibly indicating that their doctors thought 
these patients less likely to conform to a daily oral 
regimen. 

The treatment of patients who were repeatedly 
violent is of particular interest, since even iheir later 
violence tended not to provoke significant increases in 
the dose of antipsychotic medication. Whatever factors 
determined the titration of medication dosage in these 
patients, their violent acts did not appear to play a 
major part in that process. 
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PYCHIATRISTS’ RESPONSES TO VIOLENCE 


The extent to which these findings can be general- 
ized is uncertain. Whether similar responses to vio- 
lence characterize care in private psychiatric hospitals, 
state hospitals, or even other university-affiliated 
teaching programs remains to be determined. Even 
teaching programs may not be immune from the 
tendency to overmedicate the violent patient, a fact 
emphasized by the initial report from an earlier study 
at this center (30) of such tendencies. At the very least, 
our data demonstrate that psychiatrists are not inap- 
propriately preoccupied with preventing or responding 
to violence and that psychotropic agents will not 
necessarily be abused or overused for that purpose. 

If acts of violence had relatively little effect on these 
patients’ psychopharmacologic treatment—and some 
modest changes were demonstrated—what factors de- 
termined dosage levels? Although the data do not 
speak to this question directly, it is not unreasonable to 
conjecture that the psychiatrists in this study may have 
been paying more attention to the underlying level of 
psychotic symptomatology than to their patients’ be- 
havioral changes. This may represent good psychiatric 
care, but it might also suggest that potentially impor- 
tant data about patient functioning were ignored in 
setting dosage levels. The tendency for psychiatrists to 
deny patients’ capacities for violence has been noted 
previously (32). 

This study demonstrates the utility of empirical 
documentation of psychiatric practices that become 
the subject of the courts’ attentions. Whether the 
stereotype of psychiatric wards as places in which 
“chemical restraints” are freely used to stifle patients’ 
impulses is valid, a view of psychiatry that has been 
given credence in several recent court decisions, can 
only be determined by further nonanecdotal studies. 
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Are There Sex Biases in Rape Counseling? 


Ellen Bassuk, M.D., and Robert Apsler, Ph.D. 





To test the common assumption that only women 
should treat rape victims, the authors examined the 
effect of therapists’ gender on their counseling of 41 
rape victims. The men and women counselors did 
not differ significantly in their descriptions of their 
affective responses to the patients or in their 
treatment recommendations. The women therapists 
rated victims as having more functional impairment 
on the Global Assessment Scale, possibly suggesting 
that they were more sensitive to the victims’ distress. 
The total group of therapists viewed the rape victims 
more positively than they viewed other female 
emergency room patients, probably reflecting 
"undesirable" characteristics of persons who use this 
setting. (Am J Psychiatry 140:305—308, 1983) 


ape is the fastest growing violent crime in the 

United States. To manage this epidemic, programs 
providing medical treatment and crisis intervention 
have proliferated (1-5). Counselors from a wide range 
of disciplines have developed and implemented various 
approaches to treating the victims’ psychological re- 
sponse (6—12). In addition, researchers and clinicians 
have focused on the victims’ characteristics, the nature 
of the rape trauma syndrome, counseling techniques, 
and program models (5, 13, 14). 

However, researchers have not compared the atti- 
tudes and actions of male and female counselors 
toward rape victims. Although professional therapists 
are usually able to set aside their prejudices while 
counseling, they often exhibit different attitudes on the 
basis of their gender (a problem that they share with 
the population at large) (15—18). Also, therapists 
sometimes discriminate against certain patients, espe- 
cially those whom they view as partially or wholly 
responsible for their predicament (19). The rapidly 
growing literature on therapist biases provides no clear 
guidance in determining whether or not rape victims 
should be treated by men and/or women. 

Many clinicians have assumed that whenever possi- 
ble female counselors should treat rape victims. Silver- 
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man discussed “the difficulties inherent in men fulfill- 
ing this therapeutic task and . .. male misconceptions 
and responses that may undermine the efforts of well 
meaning counselors" (20). Except for Silverman's clin- 
ical discussion (20, 21), this issue has not been ad- 
dressed. To explore the question of sex biases in rape 
counseling we designed a study investigating the expe- 
riences of male and female therapists with female rape 
victims. 


METHOD 


We conducted this study at the Beth Israel Hospita! 
in Boston, a community-oriented general hospital affl- 
iated with a medical school. The rape counseling 
center, which is part of the psychiatric emergency 
services, provides care 24 hours a day 7 days a week 
and is staffed by psychiatric residents, psychology 
interns, social work students, and nurses. The trainees 
receive separate didactic training and supervision that 
focuses on their work with rape victims. 

Approximately 1,400 psychiatric patients are seen in 
the emergency room each year (3.996 of total emergen- 
cy room visits). As a group they are similar to patients 
described in other studies of urban emergency facili- 
ties. À possible exception is the large number of rape 
victims (approximately 100 per year) referred to the 
emergency room because of the excellent reputation of 
the counseling program. 

During the study 41 female rape victims were seen (2. 
male rape victims were excluded from the sample). 
After the initial meeting with the rape victim, each 
therapist completed a questionnaire that included de- 
mographic and clinical variables; the Brief Psychiatric 
Rating Scale (BPRS) (22), which assesses the severity of 
various symptoms; the Global Assessment Scale (GAS) 
(23), which evaluates the degree of functional impair- 
ment; and 8 self-report measures of the therapist's 
affective response to the patient. The latter measures, 
each scored on a 7-point scale, include ratings of 
rapport with, interest in, and emotional reactions to 
the patient. 


RESULTS 
Demographic characteristics of the 41 rape victims 


are shown in table 1. The patients tended to be young 
(mean age—25.5 years, range—-14—64). As expected, 


305 


ARE THERE SEX BIASES IN RAPE COUNSELING? 


TABLE 1. Characteristics of 41 Rape Victims 


Characteristic Percent of Victims 
Race 
White 85 
Black 15 
Marital status 
Single 85 
Married 3 
Divorced 8 
Widowed 3 
Education 
Eighth grade 7 
Partial high school 20 
High school 43 
Some college 13 
College degree 17 
Accompanied to the emergency room 
No 24 
Yes 76 
Drunk or high 
No 93 
Yes 7 
Occupation 
Unemployed 25 
Unskilled 3 
Machine operator 16 
Clerical/sales 19 
Professional 13 
Student 25 
Previous psychotherapy 
No 58 
Once 23 
Twice or more 20 


the current and past psychiatric history of the rape 
victims differed considerably from the overall group of 
emergency patients seen during the same time. Only 4 
(10%) of the rape victims had been hospitalized previ- 
ously, compared with 47% of all emergency ward 
patients, and none had been hospitalized in a state 
facility, in contrast to 21% of the full sample. On the 
other hand, the percentage of rape victims reporting 
that they were currently in psychotherapy (30%) cor- 
responded to that of the sample as a whole (35%). 

Fortuitously, 19 of the rape victims were seen by 
male therapists and 20 by female therapists. We do not 
know the gender of the therapists for the other 2 
patients. Nearly all the therapists were psychiatric 
residents; 1 patient was seen by a psychology intern 
and 4 patients were seen by social workers. 


Male Versus Female Therapists 


Before investigating differences in the ways rape 
victims were treated by male and female therapists, we 
compared the characteristics of the two patient sam- 
ples. Chi-square tests and t tests of the demographic 
and historical data indicated that the types of patients 
seen by male and female therapists were roughly the 
same. The patients did not differ in age, education, 
marital status, race, number of social supports, current 
and past psychiatric history, or insurance status. In 
addition, variables related to how and when these 
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TABLE 2. Therapists’ Affective Responses to Rape Victims and to All 
Other Female Emergency Room Patients 





Response? 
All Other 
Rape Female 
Victims Patients 

Question (N-41)  (N-409) p 
How much do you like this 

patient? 5.0 4.2 1S 
How comfortable are you 

with this patient? 5.5 5.0 33 
How hopeless does this pa- 

tient make you feel? 2.9 3.8 1.0 
How much rapport is there 

between you and this pa- 

tient? 4.7 4.1 .005 
How interesting do you find 

this patient? 4.4 4.8 .10 
How does this patient ac- 

cept your therapeutic 

leadership? 4.7 4.2 .02 
How much does this patient 

appreciate your effort? 4.6 39 39 
How manipulating do you 

find this patient? 2.4 3.8 .05 


aScores range from 1 to 7; 1=“‘not at all,” and 7=“very much." 


patients came to the emergency ward were virtually 
identical. 

We then addressed our main question: Do men and 
women therapists differ in the way they react to and/or 
treat rape victims? To begin with, male and female 
therapists! ratings of the victims! attitudes toward 
receiving help (cooperative, resistant, compliant, etc.) 
were the same. Some differences, however, appeared in 
their ratings of symptom severity. For example, the 
mean rating for suicidal threat among patients seen by 
female therapists was significantly higher than that 
among patients seen by male therapists (t=2.83, 
df=23.2, p<.01). However, inspection of the frequen- 
cies for the suicidal threat item showed that 7396 of all 
patients received a 1 (“not at all") on the 7-point scale, 
and the highest rating given to any patient (N=1) was 
a 4, which is the neutral point. Consequently, the 
significant difference on this item does not seem espe- 
cially meaningful. Similarly, no significant differences 
in ratings were apparent on the BPRS, on a question 
asking therapists to describe the way in which patients 
presented their problems, or in primary diagnosis. The 
only significant difference occurred with the GAS, on 
which female therapists rated victims as having signifi- 
cantly more functional impairment (t=2.87, df=30.5, 
p<.01). The GAS is scored on a scale of 0 to 100, and 
the mean group ratings reported by the female and 
male therapists were 62 and 78, respectively; lower 
scores indicate greater impairment. A score of 62 
corresponds to “some mild symptoms (e.g., depressive 
mood and mild insomnia) or some difficulty in several 
areas of functioning, but generally functioning pretty 
well; have some meaningful interpersonal relation- 
ships and most untrained people would not consider 
them ‘sick’ (23). The score of 78 indicates “minimal 
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symptoms... but no more than slight impairment in 
functioning; varying degrees of ‘everyday’ worries and 
problems that get out of hand (23). 

The female and male therapists’ affective responses 
to the patients did not differ. (The items comprising 
these scales are shown in table 2). In contrast to these 
results, which are based on self-report and therefore 
may have limitations, our investigation of treatment 
decisions was more objective. Chi-square tests of the 
medications prescribed and the dispositions recom- 
mended did not significantly differentiate between 
male and female therapists. 


Rape Victims Versus Other Female Emergency 
Patients 


Finally, the study explored one other possible area 
of bias: rape victims may not be treated as well as 
other psychiatric emergency patients. Various authors 
(24, 25) have shown that groups such as chronic crisis 
patients (e.g., repeaters) evoke a generally negative 
reaction in their evaluators. To test this possibility, we 
compared therapists’ affective reactions to rape victims 
with their responses to all other female emergency 
patients. As table 2 indicates, the rape victims were 
rated more positively on all but one item. Three of the 
eight differences were significant at the .05 level or 
lower, and the difference on the one item rated more 
positively for other female patients—‘‘How interesting 
do you find this patient?"— was not significant. Thus, 
these preliminary data show that rape victims are 
regarded somewhat more positively than other female 
patients by their emergency ward evaluators. 


DISCUSSION 


Our study demonstrated no evidence of different 
attitudes or treatment of female rape victims by male 
and female therapists. When evaluating these results, 
we attempted to distinguish carefully between the 
presence of personal biases and their effect on concrete 
decision making (18). Although our data suggest an 
actual lack of biases, they are based on a self-report 
questionnaire and not on direct observations of the 
interaction between rape victim and counselor. Biases 
may still exist. It is possible that either the instruments 
are not sensitive enough to detect biases or therapists 
conceal their feelings by answering the questionnaire 
in a socially desirable way. Other evidence of the test 
items’ effectiveness, however, suggests that both possi- 
bilities are unlikely. These items differentiated between 
the therapists’ reactions to rape victims and all other 
women. Similarly, we demonstrated in a previous 
study (24) that scores on these items successfully 
reflect expected differences between therapists’ re- 
sponses to emergency room repeaters and their re- 
sponses to nonrepeaters. Further research on the vic- 
tims’ perceptions of their experience with the counsel- 
ors would answer this question more conclusively. 
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Various authors (15—18) studying the nature of sex 
biases in counseling and psychotherapy have reported 
that generally “mental health professionals share the 
sex role stereotypes of their lay contemporaries" (15, 
p. 1313) but that the stereotypes do not adversely 
effect their clinical judgments. Although we did not 
specifically investigate sex role stereotypes, our results 
(particularly the therapists! affective response to the 
patient) do not support the presence of any specific 
overt prejudices. Furthermore, personal attitudes 
about the victims clearly did not affect decisions 
regarding disposition. 

The only significant difference between men and 
women therapists was how they scored the rape vic- 
tims on the Global Assessment Scale. In contrast to the 
male therapists, the female therapists saw the victims 
as somewhat more distressed and functionally im- 
paired. This finding might suggest that the women 
therapists were more sensitive and empathic to thc 
victims’ discomfort and the traumatic nature of their 
experience. 

When evaluating these data, we also considered thc 
possible impact of the training program on therapists 
attitudes. The rape crisis center at Beth Israel Hospita! 
intensively trains all its counselors. The rape trauma 
syndrome is used as a model for teaching crisis inter- 
vention theory and technique. In addition, various 
teaching sessions are devoted to the medical, legal, anc 
psychiatric issues specific to rape. The therapists’ 
experiences with rape victims are also discussed ir 
both individual and group supervision. 

Because the center is located in a teaching hospital. 
the staff consists primarily of professional trainees, i.e.. 
psychiatrists, psychologists, social workers, and nurses 
(1, 2, 5). It has been reported (15) that mental healt 
professionals have fewer stereotypes than nonprofes- 
sionals and that either they are less biased or, morc 
likely, that training helps to counteract their preju 
dices. 

The finding that therapists view rape victims morc 
favorably than all other female emergency patients 
reflects, in part, the attributes of the population whc 
use this setting. Emergency patients are generally mort 
troubled and more chronic, are from lower socioeco 
nomic groups, and have fewer social supports thar 
outpatient populations (26). At the time of thei: 
emergency visits, more than one-third are involved ir 
ongoing treatment, often at another facility (27). ^ 
significant percentage use the emergency services re 
peatedly but generally do not follow through or 
recommendations. These chronic crisis patients ofter 
have complex psychiatric histories, are difficult tc 
engage in treatment, and repeatedly seek help and ther 
reject it. Because of these characteristics, clinicians 
often view them as undesirable or even “hateful” (24 
25). In contrast, rape victims most commonly come tc 
the emergency room in an acute crisis, unencumberec 
by multiple psychosocial difficulties. Comparing rapı 
victims with other patients in acute situational crise. 
(i.e. acute grief reactions) might be more fruitful 
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although this was not possible in our study because of 
the small number in the latter group. 

Our study has shown that male and female profes- 
sional therapists view rape victims more favorably 
than other female patients within an emergency setting 
and also treat them similarly. Although we did not 
specifically measure the impact of the teaching pro- 
gram on therapists’ attitudes, it may help to counteract 
biases. We conclude that when designing a rape crisis 
program clinicians should consider training issues and 
perhaps professional status in addition to the gender of 
the staff. 
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Neuroendocrine Dysfunction in Schizophreniform Disorder: 
Correlation With Six-Month Clinical Outcome 


Steven D. Targum, M.D. 


The thyrotropin-releasing hormone (TRH) 
stimulation test and the dexamethasone suppression 
test (DST) were administered to 21 patients with 
schizopbreniform disorder at the time of admission 
for acute illness: 9 showed dysregulation on one or 
the other test. Seventeen patients followed for 6 
months were divided into two groups: those with 
persistent dysfunction andlor psychotic symptoms 
and those in full remission. Only 1 of 7 patients 
(14%) with persistent dysfunction in contrast to 7 of 
10 patients (70%) in full remission revealed 
dysregulation on either test. Neuroendocrine 
challenges may be useful in the early assessment of 
first-break psychotic patients, and neuroendocrine 
dysregulation may be a predictor of episodic illness 
with a better prognosis. (Am J Psychiatry 140:309— 
313, 1983) 


M any studies have attempted to provide early 
indicators of whether an acute first-episode 
psychosis will become chronic schizophrenia or a 
different syndrome with a more favorable prognosis 
(1-9). The Feighner (10) and DSM-III criteria require 
a minimum of 6 months of illness for a schizophrenic 
diagnosis, resulting in a more narrow definition of 
schizophrenia and a residual category, schizophren- 
iform disorder. Recent studies have supported this 
distinction and noted better clinical outcome in pa- 
tients with schizophreniform disorder in contrast to 
patients with more protracted courses (11—14). This 
diagnostic entity, however, has limited prognostic val- 
ue and does not suggest which patients require mainte- 
nance antipsychotic medication. Additional variables, 
including premorbid history, sudden onset of illness, 
and family history of affective disorder, have also been 
described in so-called good prognosis schizophrenic 
patients (3—8, 15—17). Several reports, however, sug- 
gest that these good prognosis patients are indistin- 
guishable from bipolar patients, which would explain 
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their more favorable outcomes (5, 16, 18). In Vaillant’s 
10-year follow-up study of 51 remitting schizophrenic 
patients with purportedly good prognoses (15), 20 
patients were ultimately considered to have chronic 
schizophrenia just the same. These 20 patients could 
not be distinguished from the 31 patients who sus- 
tained remission on any of eight predictive variables. 
Thus clinical and historical variables have not been 
sufficient in determining which acutely psychotic pa- 
tients will recover, which patients will require mainte- 
nance medications, and which patients might do well 
with no medication at all. Kane and associates (19) 
recently reported relapse in 7 of 17 patients with 
schizophreniform disorder (41%) receiving placebo 
for 1 year in contrast to none of 11 patients main- 
tained on fluphenazine. On the other hand, 
Hirschowitz and associates (11) have reported that 
lithium carbonate was effective in patients with schizo- 
phreniform disorder and suggested that these patients 
may have a variant of affective disorder. 

Schizophreniform disorder may be an early manifes- 
tation of affective disorder in some patients. A biologi- 
cal variable, such as those provided by neuroendocrine 
challenge studies, might be useful in discriminating a 
subgroup of patients with schizophreniform disorder 
who have underlying major depressive disorder. Sever- 
al studies have shown neuroendocrine dysregulation in 
patients with melancholic depression in contrast to 
schizophrenic patients, nondepressed patients, or nor- 
mal volunteers (20—24). Thus it is possible that neuro- 
endocrine dysregulation in some patients with schizo- 
phreniform disorder might distinguish these patients 
from other patients with schizophreniform disorder 
who are more likely to proceed to chronic schizo- 
phrenic illness. The present study used two neuroendo- 
crine challenge studies, the dexamethasone suppres- 
sion test (DST) and the thyrotropin-releasing hormone 
(TRH) stimulation test in the examination of patients 
with schizophreniform disorder. It appears that neuro- 
endocrine dysfunction at the time of index psychosis 
does provide some prognostic information about the 
subsequent clinical course. 


METHOD 


One hundred forty-five patients newly admitted to 
the Neuropsychiatric Evaluation Program of the Psy- 
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chiatric Institute of Washington, D.C., consented to 
the administration of the TRH stimulation test and the 
DST. Patients with a recent history of substance abuse 
or neurological disease were excluded from this study. 
In addition, patients with any evidence of organic 
disease or primary endocrinopathy, women who might 
have been pregnant or were taking birth control pills, 
and patients taking lithium carbonate were excluded. 
Patients were diagnosed by using a structured inter- 
view (the Schedule for Affective Disorders and Schizo- 
phrenia—Lifetime Version [SADS-L] [25]) by raters 
who were blind to the results of the neuroendocrine 
challenge studies that were administered. Patients were 
diagnosed as having schizophreniform disorder if they 
had a duration of illness greater than 2 weeks but less 
than 6 months (including prodromal and active 
phases) and had at least one symptom from any of the 
first nine symptoms listed in category A of the DSM- 
IIT diagnostic criteria for schizophrenic disorder. To be 
diagnosed as having a schizophreniform disorder a 
patient must have had either delusions or hallucina- 
tions consisent with a schizophrenic diathesis that 
were the dominant presenting feature at the time of 
admission. Twenty-one patients met DSM-III criteria 
for schizophreniform disorder. These patients would 
not have met full DSM-III criteria for mania or 
depression at the time of their admission. They were 
truly first-break patients in that their illness was acute 
and had a sudden onset, they were drug free, and there 
was no previous history of psychiatric disorder, Their 
recent histories revealed essentially normal premorbid 
function with active involvement in school or work 
and adequate interpersonal relations. It is noteworthy 
that patients who had poor premorbid histories were 
invariably excluded because their prodromal phases of 
illness were sufficiently long to meet DSM-III criteria 
for schizophrenia rather than schizophreniform disor- 
der. 

In addition to the structured interview, the Hamil- 
ton Rating Scale for Depression (26) and the Brief 
Psychiatric Rating Scale (BPRS) (27) were completed 
on the day of TRH testing by a trained rater. The Zung 
Self-Rating Depression Scale (28) was completed by 
the patient. In addition, the Global Assessment Scale 
(29) was completed at the time of admission and 6 
months after admission. 

Neuroendocrine challenge studies were completed in 
all patients within the first week of hospitalization and 
before the institution of pharmacotherapy. All patients 
had been drug free for a minimum of 7 days before the 
administration of the TRH test. These patients had 
never received psychotropic medications at any time in 
their lives. The TRH stimulation test was administered 
according to a method described elsewhere (23, 30). 
After an overnight fast, an intravenous line was started 
between 8:30 and 9:30 a.m., and a baseline collection 
of thyrotropin (TSH) was made. TRH, 500 wg, was 
infused over 30 sec and TSH was collected 15, 30, and 
45 min later. Determination of TSH was made by 
double-binding radioimmunoassay (RIA phase HTSH, 
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Beckman, Fullerton, Calif.) and expressed as microun- 
its per milliliter according to the international standard 
(MRC 68/38) with intra-assay coefficient of variation 
between 3.8% and 7.4%. Maximum peak TSH re- 
sponse (A max TSH) was calculated as the highest TSH 
increment from baseline TSH measurement. Threshold 
criteria for a blunted TSH response to TRH are not 
well established and vary from A max TSH values of 
less than $ U/ml to less than 7 U/ml according to 
most investigators (22, 23, 30, 31). In this study, 
values of A max TSH less than 7 U/ml were consid- 
ered blunted TSH responses in accordance with the 
studies of Gold and associates (22) and Targum and 
associates (23, 30). 

The DST was administered according to the method 
of Carroll and associates (20): a 1-mg oral dose of 
dexamethasone was given at 11:30 p.m., and serum 
cortisol was collected at 4:00 p.m. and 11:30 p.m. the 
next day. Serum cortisol was determined by single 
radioimmunoassay (Gamma Coat, Travenol, Cam- 
bridge, Mass.) and expressed as micrograms per decili- 
ter with an intra-assay coefficient of variation between 
6.2% and 10%. Values of cortisol greater than 5 wg/dl 
at either 4:00 p.m. or 11:30 p.m. postdexamethasone 
were considered a failure of suppression in accordance 
with threshold criteria of Carroll and associates /20). 
The DST was administered after the TRH test in all 
cases. 

The neuroendocrine data compiled for the 21 pa- 
tients with schizophreniform disorder were compared 
with those for four other groups of patients hospital- 
ized within the same time period on the same psychiat- 
ric unit. Thus the neuroendocrine results for 76 pa- 
tients with unipolar depression with melacholia, 10 
bipolar, acutely manic patients, 14 schizophrenic pa- 
tients, and 24 nondepressed patients (those with anxi- 
ety disorder or adjustment reaction) were used for 
comparative purposes. 

Seventeen of the 21 patients with schizophreniform 
disorder were followed for 6 months after the onset of 
their psychosis and date of admission. The Global 
Assessment Scale was completed on the basis of their 
functioning at 6 months. In some cases, the diagnosis 
of schizophreniform disorder could be revised at 6 
months using DSM-III criteria. Seven patients revealed 
persistent psychotic behavior and/or a failure to regain 
effective functioning despite ongoing treatment (as 
noted in table 1) and met DSM-III criteria for sub- 
chronic schizophenia. A second group included 10 
patients who showed a remission of symptoms (a 
distinct lucid interval subsequent to the onset of psy- 
chosis) and a documented return to their premorbid 
level of functioning. Some of these patients might be 
considered to have a major depressive disorder accord- 
ing to their clinical course (table 1), although the short 
time interval limits definitive affective diagnoses. The 
neuroendocrine data collected at the time of index 
psychosis for the two groups were compared to ascer- 
tain the correlation of neuroendocrine dysfunction 
with 6-month clinical outcome and reassessment. 
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TABLE 1. Demographic, Clinical, and Neuroendocrine Data for 17 Patients With Schizophreniform Disorder 


Rating on Admission 


en GAS 
Age Hamilton at 6 
Patient (years) Sex Scale BPRS GAS? Months 
Group 1 
1 31 F 20 40 25 35 
2 24 F 29 57 20 35 
3 20 F 14 48 20 38 
4 18 F 12 39 18 38 
5 19 M 16 53 25 30 
6 18 M 18 42 15 23 
7 20 M 17 51 20 35 
Group Z 
8 27 F 13 31 20 70 
9 19 F 19 45 10 53 
10 35 F 8 52 25 90 
11 29 F 24 54 15 75 
12 29 F 28 41 20 80 
13 29 F 25 39 15 88 
14 30 F 16 35 25 80 
15 37 M 35 75 22 70 
16 19 M 12 66 12 75 
17 29 M il 57 10 90 


Postdexamethasone 
Cortisol (mg/dl) 


Neuroendocrine Function on 
Admission 


A Max TSH 


(U/ml) Clinical Course 


<1 14.2 Did not return to work; with- 
drawn; refused medication 
In day-care program for 5 
months; maintenance trifluo- 
perazine; asocial 

Working part-time; mainte- 
nance antipsychotic; asocial; 
anhedonic 

Refused medication; living 
with parents; dropped out 
of school; no friends 
Continuously hospitalized; 
maintenance antipsychotic 
Continuously hospitalized; 
maintenance antipsychotic 
In day-care program for 6 
months; maintenance anti- 
psychotic; asocial 


<1 9.1 


<1 13.4 


<1 17.4 


8.0 22.3 
2.3 16.8 
«1 9.3 


5.1 15.0 In school; working part-time; 
S mg/day of trifluoperazine 
Lithium-antipsychotic mainte- 
nance; in school; residual 
difficulties 

Working full-time; full inter- 
personal life; drug free for 

5 months 

Postpsychotic depression re- 
sponsive to tricyclic; mainte- 
nance lithium; full remission 
Postpsychotic depression re- 
solved at 4 months; working 
full-time; lithium maintenance 
Postpsychotic depression re- 
sponded to continued imipra- 
mine; working full-time 
Working full-time; full inter- 
personal life; antipsychotic- 
antidepressant maintenance 
Working full-time; 25 mg/day 
of molindone 

Rehospitalized for depression 
at 2 weeks; working full-time; 
imipramine maintenance 

Left hospital against medical 
advice; rehospitalized for 
mania; working full-time; 
lithium maintenance 


2.0 4.7 


4.2 6.7 


1.8 5.2 


«1 14.6 


2.4 9247 


«1 17.8 


5.4 12.2 
1.9 20.5 


8.0 0 





aGAS = Global Assessment Scale. 


Statistical evaluation of the data used the chi-square 
test with Yates’ correction for continuity, Fisher’s 
exact test, and Student’s t test where appropriate. 


RESULTS 


Nine of the 21 patients with schizophreniform disor- 
der (43%) revealed neuroendocrine dysregulation on 
one challenge test, and 2 patients on both tests. Escape 
from cortisol suppression was noted in 5 of these 
patients (24%) and there were blunted TSH responses 
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to TRH injection in 6 patients (29%). The findings in 
this group of patients are similar to those of the 
depressed and manic patients studied. 

Escape from cortisol suppression was found in 35 of 
76 patients with unipolar depression (46%), 3 of 10 
bipolar manic patients (30%), 1 of 14 schizophrenic 
patients (7%), and 2 of 24 nondepressed patients 
(8%). The unipolar patients had significantly more 
abnormal DSTs than the schizophrenic patients 
(p<.01) and nondepressed patients (p<.01) (the de- 
tails of the statistical test results are available on 
request). Blunted TSH responses to TRH injection 
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were found in 22 unipolar depressive (29%), 6 bipolar 
manic (60%), 1 schizophrenic (7%), and no nonde- 
pressed patients. Patients with unipolar depression had 
significantly more abnormal TRH tests than nonde- 
pressed patients (p<.01). Bipolar manic patients had 
significantly more abnormal TRH tests than schizo- 
phrenic patients (p<.01) and nondepressed patients 
(p<.01). The patients with schizophreniform disorder 
had significantly more abnormal TRH tests than the 
nondepressed patient group (p<.02), and a nonsignifi- 
cant trend was noted toward more abnormal DSTs in 
contrast to the schizophrenic and nondepressed patient 
groups. 

Seventeen of the 21 patients with schizophreniform 
disorder were followed for 6 months, when a clinical 
reassessment was made and patients were divided into 
two groups on the basis of their level of functioning. As 
noted in table 1, the 7 patients in group 1 were still ill 
at 6 months (mean Global Assessment Scale score 
[SD] 33.7 «4.7). Five of these patients were receiv- 
ing antipsychotic medications with limited improve- 
ment and 2 had not been discharged from the hospital. 
The 10 patients in group 2, however, were doing well 
at 6 months (mean Global Assessment Scale 
score=77,1+11.3). Three group 2 patients were re- 
ceiving low doses of antipsychotic medications, 4 were 
taking lithium carbonate, 2 were taking imipramine, 
and 1 had been drug free for more than 5 months. 
Group 2 patients (mean age [+SD]=28.3+5.8 years) 
were significantly older than group 1 patients (mean 
age=21.4+4.7) (p«.005) but did not differ from 
group 1 patients on any baseline rating scale. The 
mean Hamilton depression score (+SD) was 18.0+5.5 
in group 1 and 19.1+8.7 in group 2. Their mean Zung 
depression scores were 46.4+12.0 and 43.7: 8.0, re- 
spectively, and their mean BPRS scores were 47.1+7.0 
and 49.5 13.8, respectively. 

Baseline neuroendocrine function did not differ be- 
tween the two groups. Mean basal 8:00 a.m. cortisol 
was 16.5+3.1 p.g/dl in group 1 and 16.6+4.4 g/dl in 
group 2. Mean basal TSH was 3.8+2.0 U/ml in 
group 1 and 3.6+1.3 U/ml in group 2. However, 
neuroendocrine challenge studies did reveal a signifi- 
cant difference between these groups. Five of the 10 
group 2 patients (50%) revealed A max TSH values of 
less than 7 U/ml, in contrast to none of the 7 group 1 
patients (p<.05). Seven of the 10 group 2 patients 
(70%), in contrast to 1 of the 7 group 1 patients 
(14%), revealed either an abnormal DST or an abnor- 
mal TRH test result (p«.05). 


DISCUSSION 


These findings suggest that neuroendocrine chal- 
lenge studies may have important diagnostic and prog- 
nostic implications in the early evaluation of patients 
with first-break psychoses. Eight of 17 patients with 
schizophreniform disorder revealed neuroendocrine 
dysregulation as documented by an abnormal DST or 
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abnormal TRH stimulation test. Of the 8 patients who 
revealed neuroendocrine dysregulation, 7 (88%) were 
later classified as group 2 patients (p«.05). At 6 
months, group 2 patients were fully remitted and had 
returned to their premorbid levels of functioning. 
Many of these patients could be considered to have 
“probable” affective disorder on the basis of their full 
remission and psychopharmacologic responses. How- 
ever, longitudinal observation is necessary to make 
definitive affective diagnoses in these cases. On the 
other hand, group 1 patients could be reclassified as 
having subchronic schizophrenia according to DSM- 
III criteria. 

It is noteworthy that group 2 patients revealed 
neuroendocrine dysregulation similar to that of the 
bipolar manic patients in this study. Three of the 10 
group 2 patients (3096) and 3 of 10 bipolar manic 
patients (3096) revealed escape from cortisol suppres- 
sion. Five of 10 group 2 patients with schizophren- 
iform disorder (5076) and 6 of 10 bipolar manic 
patients (6096) revealed blunted TSH responses to 
TRH injection. Three of the 5 patients with schizo- 
phreniform disorder who revealed blunted TSH re- 
sponses were effectively treated with lithium carbonate 
by therapists who based their choice of treatment on 
clinical judgment independent of the neuroendocrine 
results. These patients were indistinguishable from the 
other patients with schizophreniform disorder at the 
time of their admission and index psychosis. Extein 
and associates (32) have also reported that acutely 
manic patients can be distinguished from acutely 
schizophrenic patients by a blunted TSH response to 
TRH injection. 

Group 1 patients with schizophreniform disorder 
(possibly subchronic schizophrenic patients) revealed 
neuroendocrine function similar to the group of 
schizophrenic patients in this study. The neuroendo- 
crine challenge study results in group 1 were all within 
normal limits with the exception of one 19-year-old 
male patient who revealed an abnormal DST. Similar- 
ly, only 1 of 14 schizophrenic patients (7%) revealed 
escape from cortisol suppression and only 1 schizo- 
phrenic patient revealed a blunted TRH test. 

The statistical significance of these findings is depen- 
dent on the threshold criteria chosen for the neuroen- 
docrine studies administered. Carroll and co-workers 
(20) noted that postdexamethasone serum cortisol 
levels between 4 and 6 g/dl are in a transitional range. 
Two of the 5 patients with schizophreniform disorder 
with abnormal DSTs had postdexamethasone cortisol 
values between 5 and 6 g/dl (patient 8 and patient 
15). In the other diagnostic categories studied, 5 
unipolar, 1 schizophrenic, and 1 nondepressed patient 
had postdexamethasone serum cortisols between 5 and 
6 ug/dl. Thus more conservative criteria reduce the 
sensitivity of the DST in all diagnostic groups. Similar- 
ly, Loosen and Prange (31) noted that there is no 
consensus about the threshold criterion for a blunted 
TSH response to TRH and suggested a criterion of A 
max TSH less than 5 p.U/ml. Three of the 6 patients 
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with schizophreniform disorder initially noted to have 
blunted TSH responses to TRH had A max TSH values 
between 5 and 7 pU/ml. Within the other diagnostic 
groups, 10 unipolar depressive and 3 bipolar manic 
patients also had A max TSH values between 5 and 7 
U/ml. Thus the selection of threshold criteria affects 
the sensitivity of both neuroendocrine challenge stud- 
ies but does not appear to cause significant differences 
between diagnostic groups. More conservative criteria 
will reduce the sensitivity for identification of an 
abnormal finding and may alter the specificity of these 
tests in some settings. This issue highlights the necessi- 
ty of using caution in the interpretation of all psycho- 
biological measurements in clinical practice. 

A few recent studies have noted that lithium carbon- 
ate has been effective in some patients with schizo- 
phrenic symptoms (5, 11, 18, 33, 34). It is conceivable 
that a subgroup of patients with schizophreniform 
disorder who reveal neuroendocrine dysregulation, 
particularly a blunted TRH test, could be lithium 
responders, although this possibility has not yet been 
demonstrated in a large study. 

The results of this study must be considered prelimi- 
nary due to the small sample size and the limited length 
of longitudinal observation of these patients. Howev- 
er, it is clear that the addition of neuroendocrine 
challenge studies to clinical and historical variables can 
be useful in the early assessment of first-break psychot- 
ic patients. It would appear that neuroendocrine dys- 
regulation at the time of index psychosis may be 
associated with an episodic or transient psychotic 
disorder with relatively good prognosis (perhaps a 
variant of affective disorder), in contrast to a sub- 
chronic disorder in these patients. 
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Toward a Biochemical Classification of Depressive 
Disorders, VII: Urinary Free Cortisol and 
Urinary MHPG in Depressions 


Alan H. Rosenbaum, M.D., Toshihiko Maruta, M.D., Alan F. Schatzberg, M.D., 
Paul J. Orsulak, Ph.D., Nai-Siang Jiang, Ph.D., Jonathan O. Cole, M.D., 
and Joseph J. Schildkraut, M.D. 


The authors measured urinary free cortisol and 
urinary 3-methoxy-4-hydroxyphenylglycol (MHPG) 
levels in 24 severely depressed patients and 22 
normal control subjects. Urinary free cortisol levels 
were significantly higher in the depressed patients 
than in the control subjects, but mean urinary 
MHPG levels were not significantly different in these 
two groups. A very high positive correlation between 
urinary MHPG levels and urinary free cortisol levels 
was found in the depressed patients but not in the 
control subjects. (Am J Psychiatry 140:314—318, 
1983) 


here is considerable evidence for the clinical and 

biological heterogeneity of the depressive disor- 
ders. Many studies have shown that the hypothalamic- 
pituitary-adrenocortical (HPA) axis is disinhibited in 
certain depressed patients, and high cortisol produc- 
tion rates (1, 2) as well as elevated urinary free cortisol 
levels have been found in patients with depressive 
disorders (3, 4). High free cortisol levels in plasma and 
CSF (5) as well as the absence of normal nocturnal 
inhibition of cortisol secretion (6) have further suggest- 
ed the disinhibition of the HPA axis in certain de- 
pressed patients. Moreover, a substantial proportion 
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of patients with endogenous (endogenomorphic) or 
primary depressive disorders show a relative resistance 
to suppression of cortisol secretion by dexamethasone 
and/or an abnormal early escape from cortisol sup- 
pression (7—10). 

Sachar (11) suggested that the cortisol hypersecre- 
tion in patients with depressive disorders may reflect a 
disinhibition of the HPA axis secondary to a decrease 
in noradrenergic activity in the hypothalamus, because 
there is neuropharmacological evidence that norepi- 
nephrine exerts a tonic inhibition on the HPA axis. 
However, serotonin and acetylcholine (as well as other 
neurotransmitters or neuromodulators) are also in- 
volved in the control of the HPA axis (12), and the 
uncertainties concerning the neurotransmitter regula- 
tion of HPA axis functioning, particularly in man, 
leave many questions unresolved at the present time. 

During the past decade many studies have shown 
that there are differences in urinary levels of 3-me- 
thoxy-4-hydroxyphenylglycol (MHPG), the major me- 
tabolite of norepinephrine originating in the brain, in 
various subtypes of depressive disorders (13—17). In 
the present study we examined the relationship be- 
tween urinary MHPG and urinary free cortisol levels 
in depressed patients and control subjects. 


METHOD 


This study included 24 severely depressed patients 
who met the Research Diagnostic Criteria (RDC) (18) 
for primary affective disorders as well as the criteria 
for an endogenous depressive syndrome that we have 
described elsewhere (19). Patients were excluded from 
this study if they had significant organic, neurological, 
or medical illnesses, or if they had schizophrenia or a 
bipolar I manic-depressive disorder as defined by the 
RDC. When diagnoses were made according to the 
RDC, 20 of the patients in this study had unipolar 
depressive disorders and 1 patient had a definite and 3 
patients a probable bipolar II depressive disorder. A 
further inclusion criterion in this study was that pa- 
tients have a score on the Hamilton Rating Scale for 
Depression (21 items) of at least 28, and that this score 
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be sustained for at least 7 days after initial evaluation 
before initiation of treatment. 

During the pretreatment baseline period, 24-hour 
urine specimens were collected for analysis of MHPG 
and cortisol. All patients were hospital inpatients 
during the baseline collection period, and only com- 
plete urine collections as determined by nursing obser- 
vations, creatinine concentration, and total volume 
were used in this study. MHPG was determined by a 
modification of the method of Dekirmenjian and Maas 
(20). Urinary free cortisol was measured by the meth- 
od described by Murphy (21) with some modification. 
The urine was first extracted with carbon tetrachloride 
to remove the less polar steroids such as corticosterone 
and 11-deoxycortisol, which interfere with either ra- 
dioimmunoassays or competitive protein binding as- 
says using human transcortin as binder. The aqueous 
phase was then extracted with methylene chloride to 
obtain cortisol. The methylene chloride phase was 
evaporated to dryness and redissolved in buffer. An 
aliquot was used for the determination of cortisol by 
radioimmunoassay. 

Murphy and associates (22) recently reported that 
chromatography was required for specificity in the 
determination of urinary free cortisol levels, and they 
reported differences in "cortisol" levels obtained by 
various methods. Without chromatography, none of 
the methods that they tested measured urinary free 
cortisol alone. However, because they did measure 
corticosteroids derived principally from the adrenals, 
Murphy and associates indicated that various meth- 
ods, such as the one used in our study, could afford an 
accurate reflection of adrenocorticol function, provid- 
ed that the normal control range was carefully estab- 
lished for each method. They suggested that the term 
“urinary free corticoids" be used in place of “urinary 
free cortisol." However, because it has been widely 
used in the literature, we have continued in this paper 
to use the designation "urinary free cortisol." 

The patients in this study included 12 male and 12 
female depressed patients. Their ages ranged from 29 
to 62 years, and their mean age was 47:2 years. 
Sixteen. of the 24 patients included in this study 
received no psychoactive drugs for one week before 
and during the collection of urine specimens. Eight of 
the patients received small doses (15 to 45 mg/day) of 
oxazepam during the baseline period. Data from these 
two groups were combined because there were no 
meaningful differences in urinary free cortisol or uri- 
nary MHPG levels when values in the drug-free and 
oxazepam-treated patients were compared. 

The control subjects were healthy volunteers. Con- 
trol subjects were excluded from the study if they were 
found to have a personal or family history of depres- 
sion. The control group included 8 male and 14 female 
subjects. Their ages ranged from 27 to 60 years and 
their mean age was 44+3 years. All control subjects 
were drug free. 

Informed consent was obtained from all patients 
and control subjects before initiation into the study. 
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FIGURE 1. Urinary Free Cortisol in Depressed Patients and Contre: 
Subjects? 
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The arrows indicate the mean urinary free cortisol in each group. 


RESULTS 


The mean urinary free cortisol levels were signifi- 
cantly higher (t=5.1, df=44, two-tailed p<.001) in the 
depressed patients (195+24 ug/24 hours) than in the 
control subjects (664 ug/24 hours), and there was 
relatively little overlap between cortisol values in these 
two groups (figure 1). Age did not appear to be a 
factor accounting for these differences, because thee 
was no meaningful correlation between cortisol values 
and age either in the depressed patients or in the 
control subjects. In contrast to the marked differences 
observed in urinary free cortisol levels when values :n 
depressed patients and control subjects were com- 
pared, there was no significant difference between the 
mean urinary MHPG levels in the depressed patients 
(20814143 pug/24 hours) and the control groip 
(17674117 wg/24 hours). 

A significant correlation between urinary MHP<; 
and urinary free cortisol levels was not observed in the 
control group. However, as shown in figure 2, there 
was a highly significant positive correlation between 
urinary MHPG and free cortisol levels in the depressed 


URINARY FREE CORTISOL AND MHPG IN DEPRESSIONS 


FIGURE 2. Correlation? Between Urinary 3-Methoxy-4-Hydroxy- 
phenylglycol (MHPG) Levels and Urinary Free Cortisol Levels in 
Depressed Patients 
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patients (r=.78, N=24, p<.001). A significant posi- 
tive relationship (r=.67, N=16, p<.01) was still found 
when the 8 patients who had received oxazepam were 
excluded from the data analysis. 

There was no meaningful difference in mean urinary 
free cortisol levels between patients taking oxazepam 
(201+28 ng/24 hours) and those without oxazepam 
(192+33 wg/24 hours). Further, the mean MHPG level 
for oxazepam-treated patients (20614154 2/24 
hours) was not different from that found in patients 
without oxazepam (2091+202 ug/24 hours). 


DISCUSSION 


The positive correlation between urinary MHPG 
and free cortisol levels in this sample of severely 
depressed patients was not an expected finding, be- 
cause an inverse relationship would have been predict- 
ed on the basis of the presumed tonic inhibition of the 
HPA axis by norepinephrine (11). This finding, howev- 
er, gains support from the work of another group of 
investigators (23) who recently reported a positive 
correlation between urinary MHPG levels and plasma 
cortisol levels in depressed patients. 

Inspection of the data in figure 2 suggests that the 
magnitude of correlation between urinary MHPG and 
free cortisol levels may be due, in part, to the existence 
of a subgroup of depressed patients with very high 
urinary MHPG levels (greater than 2500 ug/24 hours) 
and very high urinary free cortisol levels (greater than 
200 ug/24 hours). The mean urinary free cortisol level 
in patients with MHPG levels greater than 2500 pg/24 
hours (335-33 g/24 hours) was significantly higher 
(t=6.0, df=22, two-tailed p<.001) than that found in 
patients with MHPG levels of 2500 yg/24 hours or less 
(13716 ug/24 hours). 
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These differences in urinary free cortisol levels did 
not appear to be due to the degree of depression or age. 
Mean age and Hamilton scale scores in patients with 
MHPG levels greater than 2500 jqg/24 hours 
(age=45+4 years, Hamilton score=34+1) were not 
meaningfully different from values in patients with 
MHPG levels of 2500 18/24 hours or less (age=48+2 
years, Hamilton score— 32.2 1). 

Although the finding of a subgroup of depressed 
patients who had elevated urinary MHPG levels occur- 
ring in conjunction with very high urinary free cortisol 
levels was unexpected, the existence of a subgroup of 
depressed patients with elevated urinary MHPG levels 
per se was expected on the basis of other findings. For 
example, evidence suggesting the existence of a sub- 
group of depressed patients with very high urinary 
MHPG levels (greater than 2500 jg/24 hours) had 
been obtained from our analysis of data on urinary 
MHPG levels in another independent series of 50 
patients with unipolar depressive disorders (17). Gar- 
finkel and associates (24) also have found elevated 
urinary MHPG levels in some patients with unipolar 
depressive disorders. 

In order to explore the possibility that the relation- 
ship between urinary free cortisol and urinary MHPG 
Observed in the present study of severely depressed 
patients might be secondary to anxiety, we have 
studied urinary free cortisol and MHPG levels in 
patients with moderate to severe anxiety states. Prelim- 
inary analysis of the data shows neither markedly 
elevated cortisol levels nor a positive correlation be- 
tween urinary MHPG and urinary free cortisol levels 
in these patients with anxiety disorders (unpublished 
data, 1981). Moreover, since other investigators have 
suggested that cortisol abnormalities in depressed pa- 
tients may be related in part to the severity of the 
depression (8, 25), we recently studied urinary free 
cortisol levels in a series of patients with less severe 
depressions. Preliminary data from this study have 
revealed few patients with markedly elevated urinary 
free cortisol levels, and there does not appear to be a 
significant correlation between urinary free cortisol 
and urinary MHPG levels in these patients with mild 
to moderate depressions. 

The urinary free cortisol levels observed in this series 
of depressed patients and the percentage of patients 
showing cortisol hypersecretion are higher than those 
in other studies (7), but this may be explained in part 
by the severity of the depressive disorders in this study. 
As noted in the Method section, a criterion for entry 
into this study was a Hamilton depression scale score 
greater than 28, which is higher than that used in other 
studies. 

One possibility which might explain the findings 
reported in the present paper is that subsensitivity of 
one or another type of postsynaptic noradrenergic 
receptor may occur in a subgroup of patients with 
unipolar depression who have very high urinary 
MHPG levels; in this subgroup the elevated urinary 
MHPG levels may reflect a compensatory increase in 
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norepinephrine output in an attempt to compensate 
for the subsensitive receptors (26). Under such condi- 
tions one would not expect to find an inverse relation- 
ship between urinary MHPG and urinary free cortisol 
levels in these depressed patients even if norepineph- 
rine exerted a tonic inhibition on the HPA axis, as 
Sachar (11) has suggested. 

Another even more intriguing possibility that might 
account for the present findings is that depressed 
patients with high urinary MHPG levels and high 
urinary free cortisol levels may have depressive disor- 
ders in which high norepinephrine output occurs as a 
secondary response to an increase in cholinergic activi- 
ty. This possibility is consistent with the hypothesis 
that central cholinergic factors may play a role in the 
biology of depressive disorders (27) and with recent 
findings demonstrating that 1) physostigmine (an anti- 
cholinesterase) and other pharmacological agents 
which enhance central cholinergic activity produce a 
worsening of symptoms in depressed patients—as re- 
viewed by Garver and Davis (28), 2) physostigmine 
produces transient depression and an increase in plas- 
ma cortisol levels in normal control subjects (29), 3) 
physostigmine can overcome the suppression of the 
HPA axis by dexamethasone in normal subjects, there- 
by reproducing the abnormal escape from dexametha- 
sone suppression observed in some depressed patients 
who show cortisol hypersecretion (12), and 4) physo- 
stigmine produces an increase in CSF levels of MHPG 
in normal subjects (30). Thus, in the present study, the 
very high urinary free cortisol levels that were ob- 
served in severely depressed patients with elevated 
urinary MHPG levels may have resulted from an 
increase in cholinergic activity, and the elevated uri- 
nary MHPG levels similarly may reflect a secondary 
noradrenergic response to this cholinergic hyperactivi- 


ty. 

If the markedly elevated urinary MHPG and urinary 
free cortisol levels in these patients are the result of 
increased cholinergic activity, it is conceivable that the 
anticholinergic effects of certain antidepressant drugs 
may contribute to their therapeutic effects in patients 
with this subtype of depressive disorder. Further stud- 
ies are now in progress to extend the present findings 
and to explore these possibilities. 
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Lithium Augmentation of Combined Neuroleptic-Tricyclic 
Treatment in Delusional Depression 


Lawrence H. Price, M.D., Yeates Conwell, M.D., and J. Craig Nelson, M.D. 


Recent clinical studies have reported rapid 
improvement following administration of lithium to 
depressed patients who are unresponsive to tricyclic 
antidepressants. The clinical value of lithium 
augmentation would be greatest in subtypes of 
depression refractory to tricyclic treatment, such as 
delusional depression. The authors describe the 
results of a preliminary study of lithium 
augmentation in six patients with delusional 
depression who were unresponsive to combined 
neuroleptic-tricyclic treatment. Of the six, three had 
a dramatic response, two had a more gradual 
response, and one was unresponsive. The authors 
discuss alternative mechanisms of lithium action in 
these patients. (Am J Psychiatry 140:318—322, 1983) 


é Montigny and associates (1) recently observed 

dramatic clinical improvement following the ad- 
dition of lithium to the treatment regimens of de- 
pressed patients unresponsive to therapeutic doses of 
tricyclic antidepressants. Although uncontrolled, their 
study was impressive because all eight of their patients 
responded within 48 hours. 

The clinical value of lithium augmentation would be 
greatest in patients refractory to treatment with tricyc- 
lics. Because the response rate of nondelusional melan- 
cholic patients to tricyclics is reasonably high (85%) at 
adequate plasma drug concentrations (2, 3), the role of 
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lithium augmentation in this group is limited. Several 
investigators, however, have demonstrated decreased 
effectiveness of tricyclics in patients with delusional 
depression (4—6). Recently Charney and Nelson (7) 
observed a response rate of 22% in delusional depres- 
sive patients treated with tricyclics compared with a 
rate of 80% in nondelusional patients. Combined 
neuroleptic-tricyclic treatment may be more effective 
in delusional patients than tricyclics alone (7—12); 
however, even this approach may result in a substan- 
tial number of nonresponders. A recent prospective 
study (12) found that although 75% of a group of 
delusionally depressed patients responded to combined 
perphenazine-amitriptyline therapy, 25% did not. Be- 
cause of the limited effectiveness of tricyclic antide- 
pressants, some clinicians consider electroconvulsive 
therapy (ECT) the treatment of choice for delusional 
patients (4). Considering the reduced responsiveness of 
delusional depression to conventional pharmacother- 
apy, we reasoned that it would be particularly impor- 
tant to determine if lithium augmentation would be 
effective in the treatment of this syndrome. We noted 
that Dé Montigny and associates (1) reported resolu- 
tion of prominent mood-congruent delusions in one of 
their patients. 

In this report we describe the response to lithium 
augmentation in six inpatients with psychotic depres- 
sion who were refractory to combined neuroleptic- 
tricyclic antidepressant treatment. Five patients met 
DSM-III criteria for major depressive disorder with 
melancholia and psychotic features. The sixth, de- 
scribed in case 5, met criteria for bipolar disorder, 
depressed, with psychotic features. All had mood- 
congruent psychotic features (five were delusional and 
the sixth, described in case 6, was paranoid, probably 
delusional, and almost mute). None of these patients 
met DSM-III criteria for schizophrenia. The compre- 
hensive medical evaluations done on all patients re- 
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TABLE 1. Lithium Augmentation of Combined Desipramine-Antipsychotic Therapy in Six Patients With Psychotic Depression 


Drug Regimen at Time of Lithium Administration Lithium? Response? 
Desipramine Serum Hamilton Assessment of 
Antipsychotic Pi Level Scale Score Improvement 
——————— asma $e 
Dose Dose Level Dose Day Day Day Day Day Day Day 
Patient Drug (mg/day) (mg/day) (ng/ml) (mg/day) 2 7 0 2 7 oc 21 
1 Thiothixene 10 175 88 1200 — — 26 4 4 Marked Marked 
2» — -— 175 123 900 .14 40 36 — 29 Slight Moderate 
3 Perphenazine 48 123 195 900 .50 :46.-. 23 — 16 Slight Good 
4 Perphenazine 48 225 263 1200 13 6&3 25 18 2 Remission  Remissior: 
5 Haloperidol 20 150 321 900 86 117  — — — Moderate — Remissior 
6 Perphenazine 24 150 126 600 — — 23 16 18 . Slight None 


?Measured in days since lithium administration was instituted. 
"This patient had been receiving 200 mg/day of thioridazine with desipramine; however, the thioridazine was discontinued before lithium zdministration wes 


started. 


vealed evidence of medical illness in only two (de- 
scribed in cases 2 and 6). Only one patient (described 
in case 5) had had a previous manic episode, although 
two others had a family history of bipolar illness. 
Previous treatment with lithium was denied by all 
patients except the one described in case 5. During this 
hospitalization all patients had been unresponsive to 
combined neuroleptic-tricyclic therapy. A 24-item 
Hamilton Rating Scale for Depression (13) was admin- 
istered before lithium during the first week of augmen- 
tation to document changes. The cases of the six 
patients are presented below and the data summarized 
in table 1. 


CASE REPORTS 


Case 1. Ms. À, a 55-year-old married woman, was admit- 
ted for her sixth psychotic depressive episode with symptoms 
similar to those manifested on previous occasions. Agitation 
and ruminative thinking were prominent. She thought she 
had driven away her children and ruined their lives, that she 
had cancer of the jaw, and that she would never be able to 
function or enjoy herself again. Her appetite was poor, sleep 
was markedly decreased, and concentration was impaired. 
During five previous hospitalizations the patient had re- 
ceived numerous trials of high-dose tricyclic antidepressants, 
monoamine oxidase inhibitors (MAOIs), and combined neu- 
roleptic-tricyclic antidepressants, none of which had ever 
been effective. Each previous episode had resolved after 
treatment with ECT. 

One sister had a history of recurrent depressive episodes 
treated with lithium, a maternal aunt experienced episodes of 
depression, and the father had a history of alcoholism. 

The patient was receiving 10 mg/day of thiothixene on 
admission; 175 mg/day of desipramine was added, but after 
16 days her state was unchanged. Her Hamilton scale total 
score was 26. Given her history of poor drug response, we 
began preparation for ECT but first added 1200 mg/day of 
lithium to her drug regimen. Twenty-four hours after the first 
dose of lithium there was slight improvement and her 
ruminative thinking decreased in intensity. Forty-eight hours 
after initiation of lithium the patient was substantially 
improved; her total Hamilton scale score was 4. The patient 
was discharged from the hospital 7 days after beginning 
lithium, marking the first time she had ever had successful 
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treatment without ECT. At discharge her lithium. thiothix- 
ene, and desipramine were all continued. During the v 
months after discharge she has not been rehosvitalized no: 
has she had any serious relapse. She is able to keep up wit 
her housework, although she states that she does not enjo 

herself quite the way she used to and at times feels anxious. 


Case 2. Ms. B, a 72-year-old housewife, developed 
morbid preoccupation with her urinary function shortly after 
treatment for minor cystitis 3 years before admission. .\ 
course of ECT given 6 months before admission had resulte.: 
in only a partial remission. She failed to respond to a 2-wee* 
trial of 50 mg/dl of amitriptyline with 3 mg/cay of halope:- 
idol at another hospital. On transfer to our unit she wes 
profoundly depressed, agitated, and guilt-ridden. She insiste.. 
that she was unable to urinate, ruminating almost contin - 
ously about what she could eat that would restore her 
urinary function. At times she maintained that she was “a i 
dried out” or that she had no bladder or kidneys. Eig! ¢ 
months before admission idiopathic parkinsonism had been 
diagnosed and she now had bradykinesia, masked facies, an 
a shuffling, wide-based gait. Her cognitive functions were 
intact. She was alert and oriented. Her ability to concentrate 
and perform calculations was good. Her in:mediate reca ! 
and past memory were intact. Memory for the past few 
months was only fair. She was currently being treated wit. 
Sinemet-25/250 (a combination of carbidopa and r-dop:, 
t.i.d., which was of modest benefit to her movement disordi © 
and of no benefit to her depression. EEG and cranial 
computerized tomography (CT) scan were unremarkable. 

The patient had had four previous episodes of depression, 
each responding to ECT and each reported by the family to 
have been similar in nature to the current presentation. The; e 
was no family history of psychiatric illness. 

Amitriptyline and haloperidol were discontinued on ad- 
mission, and Sinemet-25/250 was given only twice a dav. 
Desipramine administration was started and increased to 
175 mg/day. Thioridazine was given up to 200 mg/day fer 
severe agitation but was discontinued after 15 days. After 28 
days on desipramine, Ms. B's condition was unimproved. 
Her total Hamilton scale score was 36. At this point 900 m; 
day of lithium was started. Five days later nursing staff note 
the patient to be “noticeably changed—less anxious, le-s 
ruminative, more relaxed.” Seven days after initiation o: 
lithium, references to voiding had markedly decreased, a'- 
though her Hamilton scale total score was 29. The patiert 
was discharged 20 days after lithium was started. During her 
last week in the hospital she had essentially no delusion.il 
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ruminations. Although she continued to complain of anxiety 
and depression, she was substantially less agitated and 
pressured. In the 6 months since discharge she has been 
maintained on the same dose of lithium and desipramine 
without relapse. She still complains of occasional nervous- 
ness and insomnia but is generally free of delusional rumina- 
tions. Although her level of functioning is limited, she has 
resumed her household chores. 


Case 3. Ms. C, a 27-year-old woman, was admitted for her 
fourth psychiatric hospitalization in a 2-year period. Symp- 
toms that had characterized previous admissions were exac- 
erbated in the month before she entered the hospital. These 
included weight loss, sleep disturbance, anergy, psychomotor 
retardation, and feelings of guilt and worthlessness. She 
thought frequently of suicide. She had been unresponsive to 
treatment with doxepin in the past. Family history included 
bipolar illness in two aunts and, possibly, schizophrenia in 
an uncle. 

On admission the patient was markedly anxious and 
hypervigilant, hearing voices chanting "stress, stress, stress." 
She was troubled by vivid dreams of drowning and of being 
abused by small children. She had several episodes of mi- 
cropsia and brightly colored visions, but a seizure workup 
was unremarkable. She was started on 48 mg/day of perphe- 
nazine. Two weeks later a dexamethasone suppression test 
was positive and she remained depressed with prominent 
guilty ruminations; 125 mg/day of desipramine was started. 
Fourteen days later there was no change in her depressive 
symptoms and her total Hamilton scale score was 23. At this 
time 900 mg/day of lithium was added, and over the 
following week she became less depressed and showed 
increased affective range. A repeat Hamilton scale yielded a 
total score of 16. Although the disturbing dreams persisted, 
she heard no more voices and became less anxious. Improve- 
ment continued until the time of discharge 2 weeks later, at 
which point, with continued lithium, desipramine, and per- 
phenazine, she was able to cope with psychosocial stressors 
that had earlier been overwhelming. 


Case 4. Mr. D, a 22-year-old man, had been functional 
until 10 months before admission, when he became de- 
pressed, anxious, and paranoid. He began drinking and 
smoking marijuana heavily. Four months before admission 
he experienced racing thoughts, difficulty concentrating, 
feelings of helplessness and hopelessness, and delusions that 
the police were about to arrest him. He was given 250 mg/ 
day of maprotilene, with little effect. He felt he was under 
constant surveillance and, following an automobile accident 
that he believed was staged, was brought to the hospital. 

The patient had had one previous episode of depression 
requiring hospitalization at the age of 20 and was reported to 
be unresponsive to doxepin. His father had a diagnosed 
bipolar disorder treated with lithium. 

Following admission the patient was tearful, distraught, 
and afraid for his life, and asked repetitively, “Was all this 
my fault?" He was given 800—1000 mg/day of chlorproma- 
zine, and there was some decrease in his severe psychomotor 
agitation. After 18 days he began to experience symptoms of 
orthostatic hypotension. Chlorpromazine was discontinued 
and 64—96 mg/day of perphenazine was begun. After anoth- 
er week he continued to manifest marked depressive symp- 
toms. A dexamethasone suppression test was positive. Per- 
phenazine was reduced to 48 mg/day and 225 mg/day of 
desipramine was begun. After 25 days on this combination 
there was little improvement. His total Hamilton scale score 
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was 25. We then added 1200 mg/day of lithium. Two days 
later his Hamilton total score was 18; he felt less depressed 
and more hopeful. One week after the addition of lithium he 
was euthymic and had a Hamilton total score of 2. 

Following discharge he continued to do well with contin- 
ued lithium, desipramine, and perphenazine, although symp- 
toms returned briefly when his neuroleptic was discontinued. 
No further hospitalization has been required and the patient 
has returned successfully to work. 


Case 5. Ms. E, a 50-year-old woman, had a 29-year 
history of bipolar affective illness with six psychiatric hospi- 
talizations and three serious suicide attempts. She had been 
maintained on lithium and tranylcypromine with moderate 
success for the preceding 7 years. Her mother had a 10-year 
history of psychiatric illness of unknown type. 

The patient's current episode had started approximately 
12 months before this admission. A brief hypomanic period 
followed by dysphoria, sleep disturbance, anorexia, and 
suicidal behavior had responded to lithium and amoxapine 
during a brief hospitalization. Shortly after discharge, how- 
ever, her depressive symptoms returned; she took an over- 
dose of sedatives and was treated in a medical intensive care 
unit. Successive trials of 200 mg/day of thioridazine plus 60 
mg/day of tranylcypromine, followed by 6 mg/day of halo- 
peridol plus 200 mg/day of maprotiline, were given at 
another hospital without success. 

On transfer to our hospital, the patient was anxious, 
ruminative, irritable, hopeless, and dysphoric, with psycho- 
motor retardation and marked somatic delusions. Lithium 
had been discontinued after an episode of lithium toxicity 3 
months before. Initially, she was treated with 150 mg/day of 
desipramine and 20 mg/day of haloperidol. She showed no 
response over the next 4 weeks. A Hamilton rating could not 
be obtained because of her profound negativism and rumina- 
tive thinking. Át this point she spent most of the day in bed, 
face to the wall, refusing to engage in social or self-care 
activities. 

We considered ECT, but we elected first to add 900 mg/day 
of lithium. Gradual improvement was noted over the next 
week. She began to care for herself and became involved in 
ward activities. Her concentration improved, she became less 
ruminative, and her somatic complaints receded. 

Two weeks after the addition of lithium the patient felt 
herself to be no longer depressed. Her dramatic clinical 
improvement was sustained through the remainder of the 
hospitalization. Following discharge, she remained in remis- 
sion with continued lithium, desipramine, and haloperidol 
despite the stress of moving from her long-time home to 
another state in order to be with her children. 


Case 6. Ms. F, a 40-year-old woman, was admitted for her 
fifth psychiatric hospitalization. Her symptoms had started 3 
months earlier and consisted of anhedonia, decreased energy, 
decreased concentration, anorexia with a 6.8-kg weight loss, 
guilty ruminations, and decreased ability to function. She 
exhibited marked psychomotor slowing. Although she did 
not describe thoughts that were clearly delusional, she was 
hypervigilant, had occasional racing thoughts, and was 
suspicious and guarded. Her speech was monosyllabic and at 
times she was almost mute. Clinically, we judged her to be 
psychotic. 

Her past psychiatric history began at age 18 with an 
episode of apparently self-induced weight loss diagnosed as 
anorexia nervosa. Hospitalizations at ages 27, 32, and 39 
were for depression with marked anorexia nervosa and 
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weight loss. One sister had been treated for depression. 

On admission, her dexamethasone suppression test was 
markedly elevated. Because of apparent psychosis the patient 
was started on 24 mg/day of perphenazine. After 10 days she 
was slightly improved, with less distractedness, suspicious- 
ness, and restlessness; 100 mg/day of desipramine (2.5 mg/ 
kg) was then begun and continued for 21 days. Because there 
was little evidence of response and the patient’s average 
steady-state plasma concentration was marginally low (115 
ng/ml), her desipramine dose was increased to 150 mg/day 
and continued for another 2 weeks. At the conclusion of this 
period of 5 weeks of combined neuroleptic-tricyclic treat- 
ment, the patient was somewhat improved, with no evidence 
of psychosis. Psychomotor retardation had decreased. With 
effort, she was able to perform necessary tasks on the ward. 
She continued, however, to have little interest in things, with 
considerably reduced ability to experience pleasure. She 
continued to experience depressed mood, interrupted sleep, 
diffuse anxiety, decreased concentration, and intermittent 
hopelessness. Her total Hamilton scale score at this time was 
23; 600 mg/day of lithium was then begun. Her total 
Hamilton score was 16 after 2 days but at 5 days it was 18. 
Lithium was continued for a total of 12 days without 
evidence of substantial change. The patient still had marked 
anhedonia as well as evidence of other depressive symptoms, 
which had also been present before lithium administration. 

Reevaluation at this time revealed that the patient's thy- 
roid indexes, which had initially been normal, were now 
slightly low. Her estimated free thyroxine was .8. This, 
coupled with a history of mild symptoms of dry skin, cold 
intolerance, and constipation antedating the depression, led 
us to consider the diagnosis of mild hypothyroidism and the 
possibility that thyroid augmentation and/or treatment 
might be indicated. She received an 8-week trial of 25 pg 
ti.d. of levothyroxine; however, her depression failed to 
respond. She subsequently failed to respond to a 6-week trial 
of maprotiline up to 300 mg/day and a series of 10 ECT 
sessions. 


DISCUSSION 


Three of these six patients refractory to combined 
neuroleptic-tricyclic treatment had a definite response 
to lithium augmentation. Two other patients manifest- 
ed sufficient gradual improvement over 3 weeks to 
enable discharge from the hospital. The sixth patient 
remained unchanged. Among the three patients with a 
definite response, one improved dramatically within 
48 hours, one improved within 7 days, and one within 
2 weeks. It is unlikely that a placebo effect was 
responsible for the marked improvement in these 
severely ill patients. Patient 1 had never before re- 
sponded to tricyclics or combined neuroleptic-tricyclic 
therapy despite high doses for several weeks of treat- 
ment. Patients 4 and 5 had not responded to several 
weeks of drug treatment during the current admission 
before the addition of lithium (5 weeks and 6 weeks, 
respectively). 

It is still unclear, however, by what mechanism 
lithium induced a clinical response. Certainly, the 
rapid response of patient 1 is consistent with the 
augmentation of a preexisting pharmacologic effect, as 
hypothesized by Dé Montigny and associates (1). On 
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the other hand, the 2-week response of patient 5, as 
well as the gradual improvement in patients 2 and 3, 
might be the result of a primary antidepressant effect 
of lithium (14, 15). Indeed, a third possibility is 
suggested by patient 2, whose response to lithium 
consisted largely of a generalized decrease in her level 
of activation and amelioration of her pressured delu- 
sional rumination without full restoraticn of euthy- 
mia. This may have represented the nons»ecific effect 
of subjective indifference and passivity reported in 
some normal subjects given lithium (16) rather than a 
specific antipsychotic or antidepressant action. Aside 
from its obvious importance in understending the 
neurochemical basis of the response, this distinction is 
crucial in answering the clinical question of whether 
previous tricyclic antidepressant or combined neuro- 
leptic-tricyclic treatment is necessary to obtain the 
lithium effect, or whether a comparable effect might be 
obtained by administering lithium at the outset. 

To demonstrate that patients are indecd refractory 
to tricyclics it would be preferable to document failure 
to respond to treatment of at least 3 weeks’ duration at 
an adequate plasma level. Study of treatment response 
in nondelusional melancholic patients indicates that 
concentrations of desipramine above 125 ng/ml arc 
effective (3). Four patients, patients 2, 4, 5, and 6, me. 
this criterion. Patient 1 demonstrated no response tc 
16 days of combined thiothixene-desipramine treat- 
ment. Although her duration of treatment was les: 
than 3 weeks and her desipramine plasma level wa: 
low (88 ng/ml), this patient had a previous history o 
never responding to conventional pharmacologic treat- 
ment. Clinically, we felt that intervention other tha: 
just increasing the desipramine dose was required 
Patient 3 had an adequate desipramine plasma leve 
but had been receiving the combined treatment fov 
only 14 days. At this point the patieni remainec. 
severely depressed and we felt compellec to alter he- 
treatment because of the severity of her i!lness. 

At the outset we had decided to administer lithium 
augmentation to any patient having a major depressive 
episode with psychosis that had failed to respond to ar 
adequate regimen of combined neuroleptic-tricycli: 
therapy. Three of the six patients so selected may have 
had a bipolar diathesis: patient 5 had hac a previou: 
manic episode and was definitely bipolar, and patient: 
3 and 4 both had an early age of onset for depressior: 
and a family history of definite bipola~ illness. Al- 
though the antidepressant effect of lithium has beer: 
questioned, it has been suggested that such an effec: 
might be most robust in bipolar depression (14, 15, 
17). Thus, apart from the question of nevrochemica! 
augmentation, we would wonder from a clinical per- 
spective whether the addition of lithium might b. 
advisable in refractory depressed patients who hav: 
bipolar illness. 

Inclusion of patients 2 and 6 might be questione: 
because of associated medical illness. It 1s possible tha: 
the Parkinson's disease in patient 2 and the mild 
hypothyroidism in patient 6 contributed to the lack cf 
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Are Lawyers Enemies of Psychiatrists? 
A Survey of Civil Commitment Counsel and Judges 


Virginia Aldigé Hiday, Ph.D. 





The author surveyed 101 attorneys and judges 
involved in civil commitment procedures to answer 
the question of how they view psychiatrists, mental 
hospitals, and the mentally ill. She found that these 
lawyers and judges tended to view psychiatrists in 
favorable terms, that their attitudes toward mental 
hospitals reflected their perception of the weaknesses 
of these hospitals and their view of hospitalization as 
a last resort, and that they tended to reject negative 
statements about the mentally ill. She discusses the 
effect of these attitudes on the behavior of lawyers 
and judges toward psychiatrists and the mentally ill 
in civil commitment hearings. (Am J Psychiatry 
140:323—326, 1983) 


JA RUE of psychiatric articles discussing the re- 
cent changes in civil commitment procedures and 
standards have portrayed psychiatrists as being under 
assault from patients! lawyers (1, 2). The more ex- 
treme ones contrast psychiatrists, benevolently seeking 
help for persons in mental distress, to lawyers, blinded 
by a misconception of liberty, pursuing legal proce- 
dures that prevent psychiatric help and allow the 
mentally ill to needlessly suffer or, worse, "to die with 
their rights on" (3). The more moderate portray two 
professional groups with sometimes conflicting but 
equally valid points of view that need to be balanced: 
protective assistance versus individual liberty (4—6). 
Lawyers in the mental health advocacy movement 
have fought to restrain the awesome power of the state 
in the deprivation of freedom involved in civil commit- 
ment, From courts and state legislatures they have 
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successfully obtained due process rights for the alleg- 
edly mentally ill and limits to psychiatrists’ commit- 
ment power. A major component of their argument 
has been psychiatrists’ lack of diagnostic consensus 
and inability to predict dangerous acts. Additionally, 
some have indicted psychiatrists by exposing ware- 
housing conditions in state mental hospitals over 
which psychiatrists preside and by portraying hospital- 
ized patients as society’s scapegoats (7, 8). 

Most attorneys involved in civil commitment, how- 
ever, are not members of the mental health advocacy 
movement. Rather, they tend to be junior members of 
the bar who work as public defenders or who arc 
appointed by the court from a list of private attorneys 
willing to represent indigent clients (9). What attitudes 
do these lawyers hold toward psychiatrists? Do they 
view psychiatrists positively, giving them an honored 
place in society similar to that conferred on other 
physicians, or do they relegate psychiatrists to a disci- 
pline with unreliable and invalid tools and remedies? 
Do they view state mental hospitals as places of refuge 
and treatment where the mentally ill can recover or as 
custodial warehouses in which the mentally ill are 
dumped? Do they accept the medical model of mental 
illness and view the mentally ill as sick unfortunates 
who require medical help to get well? This paper 
attempts to answer these questions with results from a 
survey of 101 lawyers and judges who participated in 
involuntary commitment procedures in one state with 
a typical reform civil commitment statute granting 
involuntary patients procedural rights of district court 
hearing, notice, counsel, confrontation of witnesses, 
and appeal. 


METHOD 


The data for this paper are from a larger study in 
which more than 1,000 civil commitment cases were 
sampled in rural and urban courts of North Carolina 
in 1979. After a 6-month court observation period, my 
associates and [ interviewed all counsel and judges 
who participated in the cases we observed. Three 
lawyers and 2 judges were lost to sickness, death, or 
coding error, yielding survey results from 58 lawyers 
and 43 judges. 

Court-appointed counsel or public defenders repre- 
sented almost all of the involuntary patients in the 
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cases we observed. Four of the public defenders were 
full-time civil commitment attorneys working in state 
mental hospitals. Only 7 involuntary patients retained 
private counsel; 3 involuntary patients refused court- 
appointed counsel and represented themselves. All but 
3 judges were attorneys. 

In order to tap their attitudes toward psychiatrists, 
mental hospitals, and mental illness, we presented a 
series of 33 Likert-type items to which they were asked 
to respond on a §-step scale from 1=strongly agree to 
5-strongly disagree. The midpoint of the scale—3— 
acted as a residual category for neutral and undecided 
responses. The items were mixed in content and in 
direction of favorability. We selected the items by 
factor analyses and Cronbach's alpha from a larger 
series of items pretested on law students. Each set of 
items constituted a reliable index. Scores on the items 
and indexes that exceeded the neutral midpoints in 
favorability were interpreted as indicative of positive 
attitudes. 


RESULTS 
Attitudes Toward Psychiatrists 


Like the general public, these lawyers and judges 
tended to view psychiatrists in favorable terms (table 
1). There was little difference between counsel and 
judges in mean attitudes toward psychiatrists. Ninety- 
one percent of both total index groups gave positive 
total index ratings; a sizable proportion of both gave 
total index ratings at the high level of 40 or more. No 
judge and only 1 lawyer showed strong negative 
attitudes (a total index rating of 20 or less). 

On the individual items of the index, counsel and 
judges tended to agree with statements expressing a 
positive evaluation of the expertise of psychiatrists and 
the need for such expertise (table 1). Furthermore, they 
tended to disagree with statements denigrating psychi- 
atric expertise and psychiatrists’ status in society. 
Although the means of all items were greater than the 
midpoint, only one item reached the level of clear 
agreement/disagreement (item 2, which reached the 
level of 4). From neither the total index rating nor any 
individual item do we obtain a picture of lawyers 
antagonistic to psychiatrists. Those surveyed tended to 
respect psychiatrisis as professionals in the area of 
mental health and to regard them as having valid tools 
and remedies to aid the mentally ill. On the basis of 
their responses to the items of this index, we would 
expect these lawyers and judges in civil commitment 
proceedings to recognize psychiatric authority in the 
realm of mental illness. 


Attitudes Toward Mental Hospitals 
The attitudes of counsel and judges toward mental 


hospitals tended to be slightly positive, although re- 
sponses to individual items presented a mixed evalua- 
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tion (table 1). The mean rating for the total mental 
hospital index was 37.6, only slightly above the mid- 
point, reflecting reservations to a general positive 
attitude. Judges gave a higher mean rating than coun- 
sel (40.0 versus 35.8), and there were important 
differences in distribution. Although no judge gave a 
rating at either extreme in the scale, 7.1% of the 
lawyers gave ratings of 24 or less, reflecting strong 
negative attitudes among some counsel. Only 14.396 
of the judges but 51.8% of the attorneys gave negative 
index ratings (more than 36). 

On individual items, counsel and judges tended to 
agree that mental hospitals are helpful and to disagree 
that mental hospitals are primarily social control agen- 
cies and do not provide much treatment. Although 
helpful, mental hospitalization was seen as a serious 
step, to be taken only after other remedies have failed. 
On the negative side, counsel and judges tended to 
agree that mental hospitals are deficient in that they 
rely too much on drugs and do not have enough time 
to be concerned about the welfare of every one of their 
patients. 

Unsolicited comments about a number of items on 
this scale revealed that many negative responses to 
items did not represent a general disparagement of 
mental hospitals but, rather, a recognition of the 
problems faced by the hospitals. For instance, agree- 
ment with items 3, 8, and 11 did not mean that counsel 
and judges condemned the staffs. Rather, agreement 
recognized the funding and staffing problems faced by 
state hospitals. Knowledge of a shortage of funds 
underlay their general concern that not enough could 
be done for all patients. Similarly, the apparent nega- 
tive attitude expressed by agreement with item 4 was 
qualified by several respondents, who stated that al- 
though mental hospitals seem like prisons to outsiders, 
the mentally ill can be helped in them. 

Overall, responses and comments indicated that 
counsel and judges perceived weaknesses in mental 
hospitals and saw them only as an alternative to be 
tried after attempting other ways of helping the men- 
tally ill. Responses and comments did not present a 
picture of strong negative feelings toward mental 
hospitals that might motivate counsel and judges to try 
to avoid involuntary hospitalization for civil commit- 
ment respondents. Indeed, counsel and judges ap- 
peared to accept mental hospitals as legitimate medi- 
cal institutions for the aid and benefit of the mentally 
ill. 


Attitudes Toward the Mentally HI 


The attitudes of counsel and judges were generally 
“positive” toward the mentally ill; that is, counsel and 
judges tended to disagree with negative statements and 
agree with sympathetic statements (table 1). The over- 
all mean rating for the total index is clearly above the 
midpoint, and the range is skewed toward the high 
end—no one gave a clearly negative index rating of 22 
or lower. There was very little difference between 
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TABLE 1. Attitude Ratings” of 58 Lawyers and 43 Judges Toward Psychiatrists, Mental Hospitals, and the Mentally Ill 





Attitude 


, Correlation 
ee With Total 
Statement Mean SD Index Rating” 
Index of attitudes toward psychiatrists? 
1. If you go to two psychiatrists, you will probably get two opposite kinds of advice. 3.14 1.01 .226 
2. Psychiatrists, in general, are no better at helping mentally ill persons than a family member 
or friend who has real feelings for such a person. 4.00 .96 421 
3. Psychiatrists know a lot less about sickness than they let on. 3.30 .98 410 
4. Psychiatrists are professionals who can reach people unreachable by others. 2.52 .90 .390 
S. Psychiatrists are overpaid for what they actually do. 3.28 85 493 
6. When it comes to emotional problems, family doctors probably know as much as the high- 
est priced psychiatrist. 3.87 73 396 
7. Going to a psychiatrist is likely to make a person’s mind more mixed up than it already is. 3.85 64 534 
8. Psychiatrists have more money and prestige than they actually deserve. 3.44 .78 .430 
9. Because of their training, psychiatrists are capable of helping the human mind. 2.16 .58 4442 
10. Psychiatrists are needed very badly. 2.28 71 2811 
Index of attitudes toward mental hospitals? 
1. A person has the best chance of recovery if he is hospitalized at the first sign of mental illness. 3.30 95 154° 
2. A mental hospital is probably the best place for a mentally sick person. 3.36 25 4204 
3. State mental hospitals provide custodial care rather than therapeutic care. 2.99 94 556 
4. Our mental hospitals seem more like prisons than like places where mentally ill people can 
be cured. 3.05 .96 573 
5. Mental patients are often kept in the hospital long after they are well enough to get along in 
the community. 3.54 92 150 
6. Mental illness can be helped in a mental hospital. 2.03 .48 3754 
7. I think the state mental hospitals are doing most patients some good. 2.39 .80 ,3761 
8. Mental hospitals rely too much on drugs to keep their patients calm and controllable. 2.60 .90 .600 
9. State mental hospitals do not provide much treatment. 3.19 .93 676 
10. Only as a last alternative should a person who needs help be sent to a mental hospital. 2.90 1.13 .388 
11. State mental hospital staffs do not have time to be concerned with the welfare of every patient. 27 .95 481 
12. A state mental hospital is just a holding place for people who are a bother to society. 3.61 92 .636 
Index of attitudes toward the mentally ill 
1. Most patients in mental hospitals are not dangerous. 2.81 .90 012° 
2. Itis easy to recognize someone who once had a serious mental illness. 4,09 da .350 
3. We cannot expect to understand the bizarre behavior of mentally ill persons. 3.44 1.05 .358 
4. Mentally ill people are not intelligent. 4.43 .64 353 
5. Most mentally ill persons haven’t the ability to tell right from wrong. 3.88 82 369 
6. Most mentally ill people don’t care how they look. 3.52 83 305 
7. Most people have mental/emotional problems. 2.01 67 3323 
8. Mental illness is nothing to be ashamed of. 1.76 193 4259 
9. Mentally ill people are ruled by their emotions; normal people by their reason. 3.70 .84 432 
10. A mentally ill person is in no position to make decisions about even everyday living problems. 3.67 76 514 
11. There is nothing about mentally ill people that makes it easy to tell them from normal people. 2.81 92 ~ 0254 


“1=strongly agree, 5=strongly disagree. 
Þe values. 


*N- 101, range 10—50, midpoint 30. Cronbach's alpha=.708. Mean rating for total index=35.2. 


“Item reversed for scaling. 


*N- 101, range- 12-60, midpoint=36. Cronbach's alpha=.797. Mean rating for total index=37.6. 
'N=101, range 11—55, midpoint 33. Cronbach's alpha=.636. Mean rating for total index=41.3. 


judges and lawyers in their evaluations of the mentally 
ill. 

As with index scores, the general attitudes toward 
the mentally ill in the individual item responses were 
“positive.” All item means were greater than the 
midpoint; however, only three items (items 2, 4, and 8) 
showed clear disagreement/agreement, being greater 
than 4 or less than 2. The responses suggested that 
counsel and judges were reacting to the mentally ill in 
the nonstereotypical manner that the mental health 
movement has worked so hard to produce (10). They 
tended to see the mentally ill as similar to others—that 
is, being normal, basically rational, without blame for 
their mental illness, nondangerous, and without other 
extraneous negative traits. 
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The term "positive" for attitudes toward the mental- 
ly ill is used here only in a relative sense because item 
responses did not indicate favorable feelings; rather, 
they indicated rejection of negative statements about 
the mentally ill. That is, they showed an unwillingness 
to place the mentally ill in any socially degraded status. 
Given the mental health movement’s educational effort 
to effect a rejection of the negative stereotype of mental 
illness, responses of counsel and judges could be an 
indication of their desire to give a socially desirable 
response rather than a valid indication of their atti- 
tudes toward the mentally ill. When faced in civil 
commitment proceedings with individuals diagnosed 
as both mentally ill and dangerous, they may display 
different attitudes. 
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DISCUSSION 


Responses to all three indexes taken together reveal 
that the lawyers and judges surveyed accepted the 
medical model of mental illness. They tended to view 
the mentally ill as sick persons who can be helped by 
psychiatrists and by hospitalization. Acceptance of the 
medical model implies sympathy for individuals afflict- 
ed by an illness beyond their control. But although the 
medical model does not blame the mentally ill, it 
implies that neither they nor other nonspecialists can 
make judgments about or treat their illness—that only 
a physician specialized in psychiatry can do so. 

Although the relationship between attitudes and 
behavior is often tenuous, we would expect the atti- 
tudes of attorneys and judges toward psychiatrists, 
mental hospitals, and the mentally ill to be reflected in 
their courtroom behavior because of the implications 
of the medical model. Our courtroom observations 
support such expectations. Counsel tended to defer to 
psychiatrists’ opinions and recommendations for in- 
voluntary hospitalization based on their reading of 
their clients’ legal records, each of which included one 
or two very brief psychiatric affidavits. Unlike their 
preparation for other types of cases, most lawyers did 
little to prepare for their civil commitment cases, 
seldom speaking with petitioners, psychiatrists, or 
other witnesses. Almost two-fifths of them did not 
even bother to speak with clients before the day of the 
hearing. In court, they rarely took an adversary role to 
obtain release of their clients whom psychiatrists had 
recommended for commitment. They almost never 
challenged the medical affidavit or argued that the 
respondent was not mentally ill. Only infrequently did 
they argue that the dangerousness criterion was not 
met (11). 

Discussions with lawyers revealed great ambiguity 
concerning their role in civil commitment hearings. On 
one hand, mental illness and its treatment are seen as 
medical problems, and attorneys lack medical exper- 
tise. On the other hand, civil commitment involves 
courts and legal principles, and attorneys are supposed 
to prevent their client’s loss of freedom. To fight 
commitment may result in failure to obtain medical 
help for a person in need. Not to fight commitment, or 
even to urge commitment, may result in loss of free- 
dom. To make it more complex, civil commitment 
generally is not an adversary procedure outside of state 
mental hospitals because there is no attorney repre- 
senting the state or petitioner. As several lawyers said, 
if they fought commitment under these circumstances, 
they could obtain release for anyone, even for the 
dangerously mentally ill; but release of the dangerous 
would be a Pyrrhic victory that would endanger the 
respondent or society and eliminate the chance for 
help. 

Judges’ positive attitudes toward psychiatrists and 
mental hospitals and their acceptance of the medical 
model were manifest in the respect they showed to- 
ward psychiatry and its practitioners who participated 
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in the civil commitment process. Judges, like counsel, 
tended to defer to psychiatrists by uncritically accept- 
ing their diagnoses of mental illness and their recom- 
mendations of the need for treatment, although some 
judges questioned whether treatment could be ob- 
tained under less restrictive alternatives to involuntary 
hospitalization. Where judges did not defer to psychia- 
trists was in demanding testimony about dangerous 
acts, a criterion for evidence that is mandated by law, 
before ordering commitment (12). 

Our findings from North Carolina are in agreement 
with those in a study conducted in lowa (9). Far from 
being enemies of psychiatrists, the lawyers and judges 
surveyed in North Carolina who were involved in 
lower court civil commitment hearings perceived men- 
tal illness as a medical problem, respected psychiatrists 
as experts in the field of mental iliness, and accepted 
the role of mental hospitalization in the treatment of 
the mentally ill. Although no lawyers in our sample 
were members of the very small mental health advoca- 
cy movement, there were some who were civil libertar- 
ians and assumed an adversary role in attempting to 
prevent the involuntary hospitalization of their clients. 
They, like the mental health advocacy lawyers, valued 
individual liberty more than protective assistance and 
tended to be wary of the potential abuses of paternal- 
ism. These attorneys, as well as those who deferred to 
psychiatrists, accepted the medical model of mental 
illness, respected psychiatrists as mental health ex- 
perts, and recognized mental hospitals as treatment 
centers. 
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Psychiatric Benefits and Insurance Regulation 
in Massachusetts: A National Model? 


Frederick J. Stoddard, M.D., Henry G. Altman, M.D., Mary Sheldon, M.D., 
Harry Senger, M.D., and David Van Buskirk, M.D. 


The Massachusetts Mandatory Mental Health 
Insurance Act requires all health insurance plans in 
the state to cover mental illness. Because of their 
concerns that this law might be taken as a national 
model, the authors describe the problems 
encountered in implementing it and the conflicts 
between the insurance carriers and psychiatry. The 
authors attribute the problems to some insurance 
carriers’ failure to deal directly with organized 
psychiatry in obtaining screening guidelines, the 
absence of psychiatrists on the carriers’ central 
committees, and psychiatrists’ generally indifferent 
and hostile attitudes toward the carriers. The authors 
describe recent improvements and recommendations 
based on 10 years of experience. (Am J Psychiatry 
140:327—331, 1983) 


ecause Massachusetts has developed a legally 

mandated and regulated reimbursement plan cov- 
ering psychiatry, psychiatric consultants and others (1) 
are concerned that Congress or the U.S. Department of 
Health and Human Services could take Massachusetts 
as a national model for regulating psychiatric and 
other medical benefits without being aware of the 
flaws in this model. It effectively maintains psychia- 
try's status as the lowest paid medical specialty (2); it 
has regulated physicians' fees so that they have scarce- 
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ly increased, not to mention at the rate of inflation. 
The politicization of the issues and the apparent lack 
of interest by the major insurer or the state insurance 
commissioner in availability and quality of scrvices for 
lower- and middle-class populations and 'r relations 
with psychiatrists suggests that this situation merits 
close observation. 

In this article we describe the experience with the 
Massachusetts Mandatory Mental Health Insurance 
Act (3) for several reasons. First, we provide caveats 
for legislation affecting psychiatric benefits at the 
national level and in other states. Second, we hope that 
some of the conflicts and mistakes in dealings between 
insurance carriers and psychiatry in Massachusetts 
may be avoided elsewhere. Third, where problems 
have already arisen, our experience may help to solve 
them. 


BACKGROUND 


The relationship between psychiatry and insurance 
carriers in Massachusetts has several aspects that 
parallel some large private programs and existing and 
proposed federal insurance programs. 


The Massachusetts Mandatory Mental Health 
Insurance Act 


The state mandatory mental health coverage is the 
local parallel to psychiatric benefits under national 
health insurance or to current nationally mandated 
benefits administered locally (e.g., Medicare, CHAM- 
PUS, the Federal Employees Health Benefits Program). 
Beginning in January 1976, all health insurance plans 
in the state were required to cover mental illness. The 
law had been passed by the state legislature after 
lobbying by the Massachusetts Association for Mental 
Health, the state Department of Mental Health, the 
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Massachusetts Psychiatric Society, and other organiza- 
tions. The aim was to provide coverage for lower- and 
middle-class people who might otherwise have mini- 
mal access to care. The insurance industry was against 
the law because of anticipated costs, and their view has 
become more negative since its passage. In its final 
version the law provided for a minimum of $500 
coverage of outpatient care, 60 days' care in a psychi- 
atric hospital, and 365 days in a general hospital. 

Psychiatry's relationship with Massachusetts Blue 
Shield is being strained by the predicted increases in 
costs that have occurred since the mandated coverage 
went into effect. These strains exist even though the 
cost increases have been covered by premiums each 
year. One effort to decrease conflict has been increased 
communication between organized psychiatry and in- 
surance managers, particularly those of Blue Cross- 
Blue Shield. 

The mandated coverage seems to have shifted much 
of the cost from state and private sources to insurance 
mechanisms. (Data to prove or disprove this could not 
be obtained from the insurance carriers, the Massachu- 
setts Hospital Association, or other sources, but such a 
shift is suggested by the following: a decrease in state 
hospital beds, an increase in general hospital psychiat- 
ric units from 25 to 42 by 1980, an increase in 
insurance benefits for mental illness, and Governor 
Dukakis's statement in 1977 that he was attempting to 
shift funding from public to private sources—a trend 
that has accelerated since then. The effect on psychia- 
try of Governor Dukakis's recent reelection after 4 
years out of office is not yet known.) The mandated 
coverage also has confronted psychiatrists with their 
naiveté about both legislative and insurance bureau- 
cracies and with a need to become skilled in working 
with those centers of power. 


Blue Cross-Blue Shield 


It is also relevant that in Massachusetts Blue Cross- 
Blue Shield has a near monopoly; it processes 80% of 
insurance claims and serves 3 million people. Some 
new plans compete with the “Blues,” e.g., the Harvard 
Community Health Plan, which is a closed-panel 
health maintenance organization, and other founda- 
tions affiliated with Tufts University, Boston Universi- 
ty, and the Lahey Clinic. However, some of these are 
affiliated with Blue Cross-Blue Shield and are not 
really competitors. 

The most restrictive aspect of Blue Shield coverage is 
the long-standing Physicians' Participating Agreement 
with Blue Shield, which, under state law, allows Blue 
Shield to restrict payment of physicians and other 
providers to “profiles.” Psychiatric profiles in 1978 
allowed $33—$38/hour of psychotherapy despite a 
national median of $50/hour in 1978 and a range at 
that time of $35 to $75 or more (4). (By 1981, Blue 
Shield had slowly raised psychiatric profiles, but they 
were still below the levels elsewhere in the nation, 
leading some physicians to become “nonparticipat- 
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ing.” We do not know the degree to which the low 
profiles are due to state insurance rate administration 
rather than the insurers’ efforts to contain costs.) 
Billing for the balance has been considered a breach of 
contract and therefore illegal for all providers to Blue 
Shield. The Massachusetts Medical Society engaged in 
multiple lawsuits, which failed to break this “lock-in” 
contract until a recent decision by the Supreme Judicial 
Court of Massachusetts (5) that the lock-in is “not 
compelled by state law." The effect of this decision is 
not yet clear. The lock-in has been looked on favorably 
by the Massachusetts Insurance Commissioner—the 
present focus of the Health Services Administration is 
cost containment—and is looked on as one possible 
model for fee regulation under national health insur- 
ance. 

The administration and utilization of Blue Shield's 
mental health benefits provide a model of problems in 
accountability and cost containment for psychiatry's 
dealings with local or national health care providers. 
When mandated coverage of psychiatric and other 
mental health services was added in 1976, claims for 
these services increased in the first 3 years of imple- 
mentation from next to nothing to about $70 million, 
which is less than 896 of the Blue Shield outlay for 
medical care in Massachusetts. (Based on an estimated 
3 million covered persons, this represents $23 per 
covered person per year, as reported by Blue Shield for 
psychiatrists’ and psychologists’ fees. This contrasts 
with John Krizay's state-by-state data [6] on the 
Federal Employees Health Benefits Program, which 
showed for Massachusetts a total psychiatric benefit 
cost per covered person per year of $37.83, or a range 
of $34.30—$39.50.) These costs were completely pre- 
dictable and similar to experiences other organizations 
(7) have had after the addition of new benefits. The 
trend has been for costs to rise and then plateau at the 
795—896 level after 3—4 years. Nevertheless, the steep 
rise in benefit payments created anxiety within the 
Blue Shield organization and an attack was launched 
on the concept of mandatory mental health coverage, 
with the claim that it led to overutilization. To date, no 
evidence supports this contention. On the contrary, 
John Krizay, consultant to the American Psychiatric 
Association, compared the utilization rates in Massa- 
chusetts with those of other plans offering similarly 
limited coverage and found them to be well within the 
normal range (unpublished report, 1979). He further 
noted that according to a quality point classification 
system devised for rating and comparing insurance 
plans, the Massachusetts plan would fall in the poor- 
to-fair range. In large part this rating was based on the 
very restricted $500 annual limit on outpatient cov- 
erage. 

Similarly, Steven Sharfstein, M.D., at that time 
Director of the Division of Mental Health Services 
Programs of the National Institute of Mental Health, 
U.S. Department of Health, Education, and Welfare, 
studied all state programs which mandated mental 
health benefits. He found that the information on 
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which Blue Shield of Massachusetts based its claim of 
increased cost was not usable for a variety of reasons 
(unpublished communication, August 1979). Included 
were Massachusetts Blue Cross-Blue Shield’s inability 
to provide information about any change in the sub- 
scriber universe or to show whether utilization per 
subscriber had gone up. In fact, during the period of 
escalating costs, Massachusetts Blue Cross-Blue Shield 
won the contract covering 67,000 state employees and 
an unknown number of dependents. 


THE MODEL: COLLABORATIONS, CONFLICTS, 
MISTAKES, AND LESSONS 


Historical Relationship Between Insurers and 
Organized Medicine 


The other medical specialties, particularly surgery, 
have well-established positions of influence within 
Blue Cross-Blue Shield and other third parties. One 
reason for psychiatry’s lack of influence is that, until 
the Massachusetts Mandatory Mental Health Insur- 
ance Act was passed, psychiatrists depended on third- 
party payments much less than other specialties. Mas- 
sachusetts Medical Society appointees had direct con- 
trol of Blue Shield’s powerful Central Professional 
Review Committee until 1980. There were no psychia- 
trists on that committee. The Massachusetts Psychiat- 
ric Society has not been closely affiliated with the 
Massachusetts Medical Society, although some mem- 
bers are active in both societies. Only one-third of the 
members of the psychiatric society are in the medical 
society. The result has been that, despite increasing 
payments for psychiatry, psychiatry is represented only 
peripherally or not at all when third-party policies are 
being made. This is not true with the Harvard Com- 
munity Health Plan and certain other health mainte- 
nance organizations, where psychiatrists participate in 
administrative decisions. 


Insurance Carrier Attitudes Toward Psychiatry 


In our experience insurance carrier administrators 
dealing with the mandated coverage did not directly 
communicate their wants, unlike the Federal Employ- 
ees Health Benefits Program administrators, who said, 
“We don’t have the answers nor do we know how to 
formulate the questions exactly; let’s work on it to- 
gether." This resulted in part, we believe, from the 
insurance carrier administrators’ embarrassment 
about their ignorance. They reacted with demands for 
in-house guidelines, that is, guidelines to be used only 
by screeners or nurse-reviewers, not physicians. This is 
a common request made to similar consultants in other 
states. However, although Blue Shield has a contract 
for second- and third-level peer review with the Bay 
State Health Care Foundation, it continued to seek 
advice from multiple sources. Blue Shield asked our 
psychiatric society, the Health Care Foundation, and 
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the Commonwealth Foundation separately 2nd with- 
out the knowledge of one another to provide guide- 
lines. Instead of working toward a common goal, 
psychiatrists were pitted against psychia:rists. This 
divisive maneuver by Blue Shield highlights the lack of 
mutual trust that exists in some sectors of the econom- 
ic and political arena during negotiations between 
physicians and third parties. The psychia:ric society 
was criticized for allegedly failing to come up with 
satisfactory guidelines. In fact, Blue Sh'cid tabled 
several sets of guidelines that the Massachusetts Psy- 
chiatric Society had labored over for several years, 
possibly because we were not under contract to pro- 
duce them. Also, they rejected the APA-C'IAMPUS 
peer review guidelines (8) as too costly to ‘nodify or 
implement. The working climate was frustrating, be- 
cause of the absence of any response to our guidelines, 
and often hostile, because of Blue Shield’s *hreats to 
refuse payment on claims for services until «cceptable 
guidelines were established. 


Psychiatrists’ Attitudes Toward Insurance 


Psychiatrists reacted to this type of insurance with 
remarkable indifference, hostility, and feelings of help- 
lessness. The negative effects of this insurance on 
psychiatric treatment—especially due to tae physi- 
cians’ participating agreement—is thouga: to be < 
major factor in these attitudes. 

The benefits of insurance coverage inclu ce care for 
those who would otherwise be unable to recive it and 
the possibility that peer review may improve quality of 
care. However, the benefits have received bule atten- 
tion in Massachusetts. Two common wavs in which 
insurance interferes in psychotherapy are 1) transfer- 
ence relationships involving unrealistic expectations of 
entitlement for care, called by some the “S500 neuro- 
sis," and often related to the patient's earlv ife expec- 
tancies of gratification or deprivation, and 2) negative 
reactions, of which psychiatrists are often unaware, 
including feeling devalued or suspicious of third par- 
ties that pay low fees or of peer reviewers, vho may be 
perceived as agents of third parties. Rage is à common 
reaction by psychiatrists to the various actions of 
distant complex bureaucracies. Some psychiatrists re- 
act by violating medical ethics, at times to the point of 
fraud or abuse. The implications of such problems for 
treatment are large and are only beginning to be 
explored (9-11 and “Effect of Peer Review on On- 
Going Psychoanalysis: Case Reports" by W. Offen- 
krantz and H.S. Rudominer, presented at the 69th 
annual meeting of the American Psychoanalytic Asso- 
ciation, May 3, 1980). 


Outcomes of Negotiations With Blue Shicld 
The lack of a satisfactory working rclationship 
between Blue Shield of Massachusetts and organized 


medicine in the state, especially organized psychiatry, 
resulted temporarily in a negative outcome. The insur- 
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ers developed plans to alter the benefits by proposing 
new legislation. 

In 1979 a bill (H-496) was filed in the Massachu- 
setts House of Representatives designed to change the 
mandatory nature of mental health benefits. Testimony 
opposing the bill was provided by the Massachusetts 
Psychiatric Society’s consultant to Blue Shield, who 
used Mr. Krizay’s data. In the testimony supporting 
this bill, a Blue Shield spokesman accused mental 
health providers of advertising to their patients and 
prospective patients "that all members are entitled to 
services.” He referred to a “substantial amount of 
fraud and abuse.” This was followed by cryptic press 
releases suggesting that the $70 million cost of mental 
health services was attributable to fraud and abuse 
(12). 

Chief among the abuses alleged by Blue Shield was 
that psychiatrists were allowing untrained counselors 
to bill under their names and then splitting the fees 
even though the doctor never saw the patient and the 
counselor was unqualified. The Massachusetts Psychi- 
atric Society was asked to provide guidelines for 
supervision and billing related to “‘assistants” (13) to 
psychiatrists and, once again, guidelines were provid- 
ed. Nevertheless, the society was publicly criticized for 
failure to provide guidelines. 

Because of concerns about charges of restraint of 
trade, the Massachusetts Psychiatric Society rescinded 
the guidelines on assistants and advised Blue Shield to 
enforce its rule that an assistant must be a full-time 
employee who is authorized by law to perform services 
under the direct, personal, and continuous supervision 
of the participating physician. The poor relationship 
with Blue Shield culminated in allegations of fraud, 
abuse, and lack of interest by the psychiatric society in 
cost containment and was publicized during a time 
when a proposition to limit state spending was being 
considered in the state nicknamed “Taxachusetts.” 
These allegations implied large-scale abuse but alluded 
to only a few cases, which had never been referred for 
peer review. There was no substantiation, but the 
attempt to exploit biases against the mentally ill and to 
discredit providers of services was intensive. 

It is of note that the Blue Shield position was 
published in The Blue Sheet (14) without the presenta- 
tion of opposing views. There was concern that it 
might be a forerunner of a national campaign to 
discredit and either reduce or eliminate psychiatric 
benefits from federal and other health insurance plans. 

The results of Blue Shield's divisively seeking multi- 
ple sources of advice were poor, and, as a first step in 
improving their psychiatric guidelines, we advised 
them to use only one source of advice for peer review, 
preferably through their contract with the Bay State 
Health Care Foundation. They followed this advice. 
The psychiatric society nominated the new consultant 
and progress occurred. The second step was to insist 
on compensation for the new committee. Previous 
advisors, like the other specialists sitting on Blue Shield 
committees, had donated their time. The new advisors 
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decided to require payment for any new guideline 
work. The third step was to insist that Blue Shield put 
in writing what they wanted help with. It was too 
general to say “give us psychiatric guidelines." They 
listed their problem areas and ranked them by priority. 
This focusing facilitated prompt responses to Blue 
Shield problem areas. 

Blue Shield implemented the new psychiatric guide- 
lines. These included inpatient and outpatient guide- 
lines and guidelines on the use of psychiatric assistants. 
However, all guideline work is done in the shadow of 
large legislative issues in Massachusetts. Repeal of the 
mandated benefits would, for example, almost totally 
eclipse our efforts. While asking for guidelines, Blue 
Shield is at the same time lobbying in the state 
legislature for repeal of the mandate for psychiatric 
care. Their success would negate the need for the very 
guidelines they request. 

In summary, it is clear that Blue Shield and the 
Massachusetts Psychiatric Society have a common 
interest—namely, quality care with cost containment. 
Within limits to be politically determined, we have 
begun to work together. 


CONCLUSIONS 


What is atypical and what is typical in Massachu- 
setts? One cannot necessarily say, “As goes Massachu- 
setts, so goes the nation"; and this applies both to 
insurance and to psychiatry. Five features are atypical: 
1) there is a prohibition on balance billings, which has 
led to antagonism not present where balance billing is 
permitted; 2) Massachusetts Blue Cross-Blue Shield's 
policy during recent years of putting a cap on fee 
profiles, using them in a cost-saving way, has been 
qualitatively more restrictive for psychiatry here than 
elsewhere; 3) inpatient coverage (60 days in psychiat- 
ric hospitals and 365 days in general hospitals) is 
excellent compared with other states; 4) outpatient 
coverage is generally better in other states; and 5) the 
administration of Massachusetts Blue Shield seems 
more confused and complicated than in other states. 

The following characteristics of Massachusetts are 
typical: 1) insurance carriers and psychiatry bring their 
conflicts to the negotiations—psychiatrists wish to 
provide quality care and be paid promptly and in full 
for their services, and the insurers wish to keep costs 
down, compete with other companies, and ensure the 
medical necessity of the care given; 2) psychiatrists are 
focused on protecting confidentiality, often at the 
expense of adequate or correct data; 3) insurers tend to 
be more suspicious of psychiatry than of other medical 
specialties; and 4) insurers seem convinced that psychi- 
atrists will not police themselves. 

Finally, several caveats have emerged from the Mas- 
sachusetts experience: 1) there should not be divisions 
within the field of psychiatry itself; 2) natural divisions 
within psychiatry should not be allowed to be exploit- 
ed by the insurers—we must present a united voice; 3) 
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there is a need for continual communication to keep 
ourselves informed; 4) psychiatry requires better coor- 
dination with other medical specialties; 5) psychiatry, 
along with other medical specialties, should be repre- 
sented on the third parties’ professional committees, 
which authorize administrative actions; 6) insurance 
carriers need to learn our language and we need to 
learn theirs; talking together and mutual education are 
paramount needs; and 7) patience is essential. It 
requires time for both sides to understand and trust 
one another and to compromise, e.g., for carriers to 
modify their procedures in response to our recommen- 
dations and for us to give sufficient information about 
our patients for determination of medical necessity. 
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The Mythical Readmissions Explosion 


Abbott S. Weinstein, M.A. 


During the past decade and a half, readmissions 
increased substantially as a proportion of all 
admissions to state mental hospitals, and the 
absolute number of readmissions appeared to rise. 
These trends were interpreted widely, but incorrectly, 
as reflecting an accelerated rate of return to the 
hospitals by discharged patients. Most of the rise in 
the readmission percentage in New York State mental 
health facilities was due to a drop in first admissions, 
and the apparent increase in the number of 
readmissions was entirely accounted for by several 
statistical artifacts. There was no appreciable increase 
in the rate of patients’ rehospitalization within given 
periods of time after their release. (Am J Psychiatry 
140:332-335, 1983) 


i the United States as a whole, readmissions to state 
and county mental hospitals increased as a propor- 
tion of all admissions from 47.1% in 1969 to 60.3% in 
1975 (Memorandum 32, NIMH, Feb. 10, 1978). This 
increase was part of a trend that has been interpreted 
widely, but incorrectly, as indicating an explosion in 
the number of readmissions and an accelerating rate of 
return to the hospitals by discharged patients. (Read- 
missions are defined as admissions of patients who 
have had one or more previous stays in the same state 
mental hygiene system.) 

On the surface, New York State’s increase in the 
readmission percentage appeared even greater than 
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that in the nation as a whole. Persistent statements 
appeared in the press and elsewhere to the effect that 
the “readmission rate" had doubled and that the 
number of readmissions had expanded during the past 
decade or two. 

This report is intended to describe and clarify trends 
relevant to readmissions and to dispel some wide- 
spread misimpressions. It shows that there has been no 
substantial growth in returns to the New York State 
psychiatric centers (mental hospitals) since the mid- 
1960s. In this analysis, no attempt is made to assess the 
appropriateness of the readmission process or of any 
particular number of readmissions. Some specific ob- 
servations follow. 


INTERPRETATION OF THE DATA 


While it is true that the readmission percentage 
(readmissions as a percentage of all admissions) in- 
creased from 35% in the mid-1960s to 67% in fiscal 
year 1980, the absolute number of readmissions in 
1980 was about the same as the number in 1971 (see 
table 1). The majority of the increase in the readmis- 
sion percentage from 1965 to 1980 was accounted for 
by a large decrease in first admissions. While readmis- 
sions increased by 8,536, first admissions decreased by 
12,198 (table 1). 

Two statistical artifacts accounted for a substantial 
part of the numerical increase in readmissions (and in 
the readmission percentage) from the mid-1960s to the 
early 1970s. The first artifact stemmed from our 
improved ability to identify individuals as previous 
patients. With stricter adherence to catchment area 
boundaries, readmitted patients were more likely to 
return to their former hospital and thus more likely to 
be identifed by the hospital staff as readmissions. 
Also, more thorough checking in the New York State 
Department of Mental Hygiene central office files and 
computer systems identified additional individuals as 
readmissions rather than first admissions. The size of 
this artifact cannot be measured retrospectively. 
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TABLE 1. Readmissions and Readditions for New York State Psychiatric Centers in Fiscal Years 1965-19802 


Year Readmissions Remin Fror Readditions? 
(Ending All First % of All Readmission Convalescent All % of All Readdition 
March 31) Admissions Admissions N Admissions Index? Care Additions N Additions Indexe 
1980 31,592 10,542 21,050 66.6 215.4 638 32,230 21,688 67.3 236.9 
1979 31,110 10,833 20,277 65.2 192.9 765 31,875 21,042 66.0 217.5 
1978 32,003 11,277 20,726 64.8 191.6 689 32,692 21,415 65.5 215.7 
1977 34,981 11,923 23,058 65.9 213.7 648 35,629 23,706 66.5 240.9 
1976 35,945 12,614 23,331 64.9 217.7 1,027 36,972 24,358 65.9 249.5 
1975 33,879 12,125 21,733 64.2 202.3 1,418 35297 23,71 65.6 231.2 
1974 32,516 11,356 21,160 65.1 193.6 1,519 34,035 22,679 66.6 210.2 
1973 32,679 11,684 20,995 64.2 189.4 2,308 34,987 23,303 66.6 205.2 
1972 31,257 12,325 18,932 60.6 161.1 4,037 35,294 22,969 65.1 192.2 
1971 37,177 16,171 21,006 56.5 174.6 4,349 41,526 25,355 61.1 208.4 
1970 37,986 18,259 19,727 51.9 163.2 4,612 42,598 | 24,339 57.1 196.4 
1969 40,024 21,122 18,902 47.2 176.4 5,393 45,417 24,295 53.5 202.4 
1968 44,183 231/24 18,461 41.8 202.5 6,705 50,888 25,166 49.5 224.4 
1967 40,977 24,626 16,351 39.9 216.5 8,355 49,332 24,706 50.1 241.7 
1966 36,442 23,593 12,849 35.3 191.2 9,827 46,269 22,676 49.0 244.6 
1965 35,254 22,740 12,514 35.5 198.7 9,257 44,511 21,771 48.9 256.0 


‘Data are from the New York State Office of Mental Health, Bureau of Statistical Analysis. 


bReadmissions per 1,000 patients discharged during the previous 3 years. 
‘Admissions plus returns from convalescent care. 


¢Readmissions plus returns from convalescent care. 
cReadditions per 1,000 gross releases during the previous 3 years. 


TABLE 2. Discharges and Placements on Convalescent Care for 
New York State Psychiatric Centers in Fiscal Years 1965—1980* 





Year Placements on 

(Ending All Direct Convalescent Gross 
March 31) Discharges’ Dischargese Cared Releases* 
1980 31,897 28,115 1,234 29,349 
1979 30,046 27,074 1,756 28,824 
1978 32,048 28,442 1,701 30,143 
1977 35,633 31,040 1,534 32,574 
1976 37,415 31,929 2,103 34,032 
1975 35,147 29,517 3,173 32,690 
1974 35,011 28,193 3,506 31,699 
1973 36,706 38,394 4,838 33,232 
1972 35,808 25,900 9,377 35,277 
1971 36,838 27,968 11,407 39,375 
1970 38,190 27,032 11,855 38,887 
1969 42,476 27,713 13,548 41,261 
1968 39,632 25,783 15,726 41,509 
1967 38,768 22,024 19,122 41,146 
1966 28,738 13,846 23,558 37,404 
1965 23,674 10,394 23,188 33,582 


Data are from the New York State Office of Mental Health, Bureau of 
Statistical Analysis. 

‘Discharges from all statuses. 

‘Discharges from resident and leave status. 

TPlacements from resident and leave status. 

*Direct discharges plus placements on convalescent care. 


The second artifact resulted from administrative 
change based on amendments to the New York State 
Mental Hygiene Law in 1965. Since 1967, most pa- 
tients who have left the state centers have been dis- 
charged outright rather than first being placed on 
convalescent care. If a discharged patient returns to the 
center, he or she is counted as a readmission. Before 
1967, comparable patients were more often placed on 
convalescent care (see table 2), and if they returned to 
the hospital they were counted as “returns from conva- 
lescent care” rather than “‘readmissions.”’ 
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Before the 1965 amendments, there were two pri- 
mary reasons for first placing patients on convalescent 
care rather than discharging them directly. First, plac- 
ing a patient on convalescent care avoided the need to 
obtain a new court certification if the patient required 
readmission, and, second, state facilities were not 
permitted to treat discharged patients in their aftercare 
clinics. After 1965, court certification was replaced by 
admissions based solely on medical judgment, and 
state outpatient units were permitted to treat individ- 
uals who had been discharged. Placements on conva- 
lescent care were therefore reduced substantially— 
from more than 23,000 in 1966 to about 1,200 in 
1980 (table 2), and returns from convalescent care 
were reduced from nearly 10,000 in 1966 to about 600 
in 1980 (table 1). (Some clinical staff continued to 
place patients on convalescent care because they felt 
that there was a therapeutic advantage in certain 
patients’ perceiving a continuing legal relationship 
with the facility. In other cases, patients admitted from 
one county but placed in another were retained on 
convalescent care so that the original county would be 
responsible for social service costs.) 

Since returns from convalescent care are analogous 
to readmissions, it is appropriate to combine the two 
into a single measure, which we call *readditions." 
Table 1 shows readmissions and readditions (and all 
admissions and all additions) in New York State for 
fiscal years 1965—1980. The rapidly declining differ- 
ence between readmissions and readditions (and be- 
tween all admissions and all additions) is the number 
of returns from convalescent care. 

There was relatively little change in the number of 
readditions during the 15-year period, with a high of 
25,355 in 1971 and a low of 21,042 in 1979. The 
21,688 in 1980 was very close to the 21,771 in 1965. 
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THE MYTHICAL READMISSIONS EXPLOSION 


Neither readmissions nor readditions showed an ap- 
preciable increase in number over the years 1971 to 
1980 as a whole. Table 1 shows that much of the 
increase in the readmission percentage was due to the 
convalescent care artifact. While the readmission per- 
centage increased by 32 percentage points (from 35% 
to 67%), the readdition percentage increased by only 
18 percentage points (from 49% to 67%). 

Just as the drop in first admissions accounted for the 
majority of the increase in the readmission percentage, 
it was the drop in first admissions, not a rise in 
readditions, that accounted for the bulk of the increase 
in the readdition percentage. 

The readmission percentage merely reflects the bal- 
ance between first admissions and readmissions; it says 
nothing about the population “at risk” of being read- 
mitted, and it is clearly inappropriate to call this 
percentage a “readmission rate.” An alternative mea- 
sure, called the “readmission index” was developed by 
Moon and Patton (1) to provide an indicator of the 
true readmission rate. The readmission index is the 
number of readmissions during a year per 1,000 
discharges during the previous 3 years. In contrast to 
the readmission percentage, the readmission index has 
shown no consistent trend over the past 15 years. 

Readmissions, and hence the readmission index, are 
not the best indicators of returns to inpatient care 
within a given period of time. Some readmissions 
occur after patients have spent fairly long periods in 
the community (e.g., 40% after a year or longer, 10% 
after 5 years). A more direct measure is the proportion 
of released patients who return to psychiatric centers 
within a given length of time. The percentages who 
returned within 3 months in the years 1972—1979 in 
New York State were as follows: 1972, 19.7%; 1973, 
20.7%; 1974, 20.3%; 1975, 20.4%; 1976, 20.7%; 
1977, 20.3%; 1978, 20.1%; 1979, 20.9%. These 
percentages have been remarkably steady in spite of a 
generally downward trend in the number of releases. 
Percentages of patients who returned after other peri- 
ods of time (e.g., 6 months, 9 months) have been 
similarly stable. However, this measure refers to indi- 
vidual episodes of care; individuals released several 
times in a year are counted separately for each release. 
In one approach to examining the rate of return 
through multiple admissions and releases (2), the 
percentages of patients returning within fixed periods 
of time after release were computed separately for 
those with 0, 1, 2, 3, etc. previous inpatient stays. In 
that study (conducted in 1972), it was found that 
patients with more previous stays tended to return to 
the hospitals sooner after release. Those computations 
will be replicated when possible. 

A useful indicator of turnover through multiple 
admissions is the percentage of individuals admitted 3 
or more times within a 12-month period. For the years 
1972-1979 those percentages were as follows (exclud- 
ing admissions to alcoholism units): 1972, 6.5%; 
1973, 7.3%; 1974, 7.9%; 1975, 8.4%; 1976, 9.0%; 
1977, 9.0%; 1978, 8.4%; 1979, 6.9%. After increas- 
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ing to a peak of 9.0%, this indicator dropped to 6.9% 
in 1979, the latest year for which data are available. 

While there was no substantial increase in the 
number of readmissions or readditions over the years 
1971-1980 as a whole, there was some discernible 
movement within the decade. For example, the num- 
ber of readditions increased by nearly 1,200 from 
1975 to 1976 (table 1). The number in 1976 (24,358) 
was high compared with those in the rest of the period 
after 1971, but it was well below the 1971 peak of 
25,355, and a marked reduction occurred after 1977. 

The 1976—1977 node in readditions and readmis- 
sions was accompanied by nodes in all additions and 
all admissions, the readmission and readdition indexes 
(table 1), all discharges, gross releases, and direct 
discharges (table 2), and the percentages of individuals 
admitted 3 or more times within a 12-month period. It 
should be noted that this intradecade movement was 
almost imperceptible in the readmission and readdi- 
tion percentages (table 1). 

The nodes in 1976—1977 were accounted for almost 
entirely by the alcoholism units in the state centers. 
Excluding the alcoholism units, the trends in readdi- 
tions and releases for the adult psychiatric centers have 
been downward since 1972 (the earliest year for which 
data on the separate units are available). 


DISCUSSION 


The large reduction in first admissions from 1968 to 
1972 resulted primarily from a new policy (put into 
effect in 1968 in conformity with 1965 statutes) that 
precluded admission “if care and treatment would 
more appropriately be given by another facility." Most 
individuals affected by this policy would previously 
have been first admissions. 

The group affected most was the elderly. First 
admissions of patients aged 65 years and over fell from 
6,907 in 1968 to 1,736 in 1972, a drop of 75% in only 
4 years. By 1980, first admissions in this age group 
numbered only 821. First admissions of patients aged 
less than 65 years also dropped after the 1968 policy 
began, and this trend continues. 

The diversion of admissions from state inpatient 
facilities has been accompanied by a marked expan- 
sion of mental health programs in the community. For 
example, inpatient days in general hospital psychiatric 
units increased by over 6096, from 800,000 in 1970 to 
1,300,000 in 1980, and noninpatient visits to all 
mental health facilities more than doubled, from 
4,300,000 to over 10,000,000 during the same period. 
Beds in general skilled nursing and intermediate care 
facilities increased by 33%, from 73,000 in 1970 to 
nearly 100,000 in 1980. 

The decrease in first admissions brought profound 
changes in the characteristics of patients who were still 
admitted to the state centers. For geriatric admissions, 
the death rate dropped steadily after 1968, and rela- 
tively more patients were discharged alive. In the past 
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3 or 4 years, patients younger than 65 years of age 
admitted to psychiatric facilities have tended to be 
sicker, more aggressive, and more difficult to treat 
(according to facility staff and statistical analysis). The 
number of involuntary admissions has not changed 
appreciably since 1972, with voluntary admissions 
accounting for the entire decrease since that date. 
The implications of these changes are far-reaching. 
For the state psychiatric centers, they range from a 
different mix of clinical challenges to a more restricted 
base for Medicaid reimbursement (inpatients 21—64 
years old in state centers are not eligible for Medicaid). 
At the same time, mental health and general health and 
supportive programs in the community are called upon 
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to serve major groups of patients in different ways and 
for longer periods. The growing scope and complexity 
of the overall state and local system of service presents 
an increased need for joint planning, collaborative 
management, and—first and foremost—coordinated 
service to individuals. 
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Recovery From Schizophrenic Psychosis 


Herman V. Szymanski, M.D., Jacqueline C. Simon, and Nancy Gutterman, M.A. 


Knowledge of changes in patients’ symptoms during 
bospitalization is crucial in planning treatment for 
acute psychotic exacerbation of chronic 
schizophrenia. Biweekly assessment of symptoms in 
44 schizophrenic patients during the first 4 weeks of 
hospitalization showed that rapid recovery from 
psychotic symptoms occurred early in 
hospitalization; recovery from depression and 
anxiety was less complete. The rapid recovery in the 
first few weeks of bospital treatment supports the use 
of brief hospitalization for psychotic relapse. It is 
important to focus follow-up treatment on patients’ 
relative lack of recovery in the hospital from 
depression and anxiety. (Am J Psychiatry 140:335— 
338, 1983) 


K nowledge of the process of recovery from the 
acute psychotic stage of chronic schizophrenia is 
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crucial in planning therapeutic interventions. Particu- 
larly rapid changes in clinical status occur during the 
first few weeks of hospital treatment, necessitating 
changes of therapy geared to the patient's stage of 
recovery (1). It is thus surprising that there have been 
to our knowledge no systematic studies of changes in 
symptoms during this initial period. Donlon and 
Blacker (2) and Docherty and associates (3) have 
hypothesized that recovery occurs in a series of discrete 
stages but have not yet examined this hypothesis with 
respect to recently hospitalized schizophrenic patients. 
Using a model of recovery as a continuous process, 
Goldberg and associates (4), Overall and associates 
(5), the NIMH Psychopharmacology Study Group (6), 
and Wittenborn (7) all studied the recovery process as 
it unfolded 5 weeks to 2 years after admission but did 
not study changes that took place before the 5th week. 
It is also important to examine whether paranoid 
and nonparanoid schizophrenic patients differ in speed 
of recovery, given reports that paranoid patients re- 
spond more quickly to antipsychotic medication (8, 9). 
The purpose of this study was to examine the recovery 
process during the first 4 weeks of hospitalization. 


METHOD 


The sample comprised 19 male and 25 female 
patients hospitalized for psychotic exacerbation of 
chronic schizophrenia as defined in DSM-III. The 
patients' average age was 33 years (range, 16—61 
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RECOVERY FROM SCHIZOPHRENIC PSYCHOSIS 


years). Only 6 of the patients were married, and 30 
were unemployed. Two patients had had no previous 
hospitalizations, 14 had had one, and 28 had had two 
or more. Treatment consisted of chemotherapy, sup- 
portive psychotherapy, and discharge planning fo- 
cused on rapid return to the community. Patients were 
divided into paranoid (N=26) and nonparanoid 
(N=18) schizophrenic groups according to DSM-III 
criteria. 

On days 3, 8, 13, 18, 23, and 28 of hospitalization, 
interviewers questioned patients using a structured 
format based on an 18-item version of the Problem 
Appraisal Scale (PAS), which has been shown to reli- 
ably measure recovery from psychosis (10). Each item 
is rated on a 5-point scale of degree of psychopatholo- 
gy: 5=extreme, 4=marked, 3=moderate, 2=mild, 
and 1=none. 

The PAS has been shown by factor analysis (Jean 
Endicott, personal communication, 1980) to consist of 
6 subscales, 5 of which are applicable to inpatients: 
depression-anxiety; disorganization (items assessing 
delusions, hallucinations, disorientation, speech dis- 
organization, and bizarreness); social impairment 
(items assessing comfort with other people, social 
withdrawal, dependency, lack of emotion, leisure time 
impairment); grandiosity-externalization (items assess- 
ing grandiosity, paranoia, anger, and agitation); and 
suicide. Subscale scores are derived by summing the 
scores of individual items and then dividing by the 
number of items, thus obtaining an average per-item 
score. Overall and associates (5) found that remark- 
ably similar subscales derived by factor analysis from 
the Multidimensional Scale for Rating Psychiatric Pa- 
tients accounted for most of the change in symptoms 
seen during drug treatment of schizophrenic patients. 
Endicott and Spitzer (11) administered the Psychiatric 
Evaluation Form, which shares 14 items in common 
with the PAS, to 433 psychiatric inpatients and found 
factors almost identical to the 6 PAS subscales. 

At each assessment point we also categorized our 
patients as negative or positive for any of Schneider's 
11 first-rank symptoms (12). Patients were evaluated 
by means of the Global Assessment Scale (13) on the 
3rd day of hospitalization to provide a single global 
measure of symptoms and functioning. Antipsychotic 
medications used at each assessment were also record- 


ed. 


RESULTS 


The average length of hospitalization for all patients 
in the study was 23 days (median, 22 days; range, 7— 
81 days). None of the following variables predicted the 
number of days of hospitalization: paranoid versus 
nonparanoid status, age, sex, marital status, score on 
any of the PAS subscales on the 3rd day of hospitaliza- 
tion, or Global Assessment Scale score on hospital day 
3. 

On admission to the hospital, patients began to 
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receive the following antipsychotic medications: halo- 
peridol (35% of the patients), chlorpromazine (26%), 
thioridazine (10%), trifluoperazine (6%), and thio- 
thixene (3%). An additional 20% of the patients were 
given combinations of antipsychotics. These combina- 
tions usually consisted of haloperidol, as needed, in 
addition to a daily dose of another antipsychotic. 

The range of chlorpromazine equivalents of antipsy- 
chotic medication—calculated using the method of 
Baldessarini (14)—taken at each assessment point was 
400—600 mg, with no significant difference between 
assessments in the mean number of chlorpromazine 
equivalents. Forty-one percent of the patients also took 
antiparkinsonian medication. No patients were taking 
antidepressants; 1 patient was given lithium in addi- 
tion to an antipsychotic. 

Table 1 presents the mean score on 4 subscales of the 
PAS at each assessment point for all patients: The 
percentage of patients reporting at least 1 Schneiderian 
symptom at each assessment is also shown. Because 
the average initial level of symptoms on the suicide 
subscale was only 1.24, with absence of pathology on 
this subscale during subsequent assessments, we did 
not use the scale in further analyses. 

A repeated measures analysis of variance (ANOVA) 
(15) was carried out for the entire group and for the 
paranoid and nonparanoid subgroups, with the re- 
maining 4 subscales of the PAS as the dependent 
measures. This analysis determined whether there was 
a statistically significant improvement or deterioration 
between consecutive assessments (i.e., between the 3rd 
and 8th, 8th and 13th, 13th and 18th, etc., days of 
hospitalization) for the entire group and for each of the 
subgroups. Because of the large number of statistical 
tests, we set alpha equal to .01. 

The number of subjects was not the same at each 
assessment due to some patients’ discharge from the 
hospital. There were 44 subjects on day 3 of hospital- 
ization, 44 on day 8, 39 on day 13, 30 on day 18, 21 
on day 23, and 16 on day 28. This did not affect the 
ANOVA, since each subject was compared only to 
himself or herself. Of the 28 patients who were 
discharged before completion of the study, 4 were 
transferred to a chronic psychiatric facility, and 24 
returned to prehospitalization living arrangements. 

The ANOVA showed that there were no significant 
differences between paranoid and nonparanoid sub- 
groups in magnitude or direction of change on any 
subscale between consecutive assessments. Hence, re- 
sults are reported only for the whole group. 

For the entire group of patients, there was no 
significant change on the depression-anxiety subscale 
between consecutive assessments. For the disorganiza- 
tion, social impairment, and grandiosity-externaliza- 
tion subscales, there was significant improvement be- 
tween hospital days 3 and 8 (F=34.8, df=1, 36, 
p=.0001; F=19.6, df=1,40, p=.0001; F=9.0, 
df=1, 41, p=.0046, respectively) and a trend toward 
improvement on those subscales between hospital days 
8 and 13 (F=3.8, df=1, 31, p=.06; F=5.7, df=1, 33, 
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TABLE 1. Mean Psychopathology Ratings of 44 Hospitalized 
Schizophrenic Patients? 





Score> 


Day Day Day Day Day Day 
Subscale 3 8 13 18 23 28 


Depression-anxiety 3.1 28 28 27 23 26 
Disorganization 47 22 2.0 19 16 17 
Social impairment 30 27 25 25 24 22 


Grandiosity-externalization 2.0 1.8 1.7 1.5 15 15 


sPercentages of patients rated positive for at least 1 of Schneider’s first-rank 
symptoms on each assessment day were as follows: hospital day 3, 87.5%; 
day 8, 59.596; day 13, 51.5%; day 18, 48.1%; day 23, 44.4%; day 28, 
38.595. 

P5zextreme psychopathology; 4=marked, 3=moderate, 2=mild psycho- 
pathology; 1=no psychopathology. 


p=.02; F=4.0, df=1, 35, p=.05, respectively). There 
was also significant improvement between hospital 
days 13 and 18 on the grandiosity-externalization 
subscale (F=13.3, df=1, 27, p=.001) and a trend 
toward improvement on the disorganization subscale 
(F=6.2, df=1, 24, p=.02). The number of subjects 
differs slightly for each analysis because of missing 
data for some subjects. 

As shown in table 1, the percentage of patients 
reporting Schneiderian symptoms decreased steadily 
during hospitalization. There was no difference be- 
tween paranoid and nonparanoid groups in the per- 
centages who were rated Schneider-positive at any 
point. 

A second ANOVA was carried out on those subjects 
who stayed until day 28 of hospitalization, comparing 
differences between subscale scores on day 3 and on 
day 28. This analysis also showed significant improve- 
ment between scores on hospital day 3 and day 28 on 
the disorganization (F=12.7, df=1, 13, p=.0035), so- 
cial impairment (F=11.2, df=1, 14, p=.0049), and 
grandiosity-externalization (F=16.6, df=1, 15, 
p=.0011) subscales. There was no significant improve- 
ment on the depression-anxiety subscale (F=4.6, 
df=1, 16, p=.0486). 


DISCUSSION 


These data illustrate that much improvement during 
hospitalization occurred within the first week, and 
primarily on the disorganization, grandiosity-external- 
ization, and social impairment subscales. The greatest 
absolute level of symptoms (assuming that the sub- 
scales of the PAS are directly comparable) throughout 
hospitalization was measured on the depression-anxi- 
ety subscale, and there was little or no improvement 
over admission levels. Improvement on all other sub- 
scales occurred in the first month of hospitalization. 
The relative lack of potency of antipsychotics in treat- 
ing depression and anxiety (4, 16) compared with their 
efficacy for psychotic symptoms may explain the lack 
of improvement on the depression-anxiety subscale. 
Depression and anxiety may also have resulted from 
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patients’ perception of their long-term circumstances 
(e.g., that they had a serious illness, were unemployed, 
were socially impaired) and thus could not be expected 
to change during the first month of hospitalization. 
Such symptoms may also not change early in the 
patients’ hospitalization if they are more characteristic 
of the patients’ long-term functioning before hospital- 
ization than of the acute psychotic episode. 

The variety of antipsychotics being used precluded 
analysis of the effects of individual antipsychotics on 
the recovery process. Differences in effects are unlikely, 
since antipsychotics are considered to be equally effec- 
tive in treating psychotic symptoms (14). However, to 
our knowledge there have been no research studies of 
the relative efficacy of antipsychotics in treating anxi- 
ety, depression, or social impairment. 

Previous studies using an empirical cefnition of 
paranoid schizophrenia based on a Brief Psychiatric 
Rating Scale profile have found that pararoid patients 
improve more rapidly than nonparanoid patients (8, 
9). The absence of this finding in our study may be due 
to the use of a different (DSM-III) cefinition of 
paranoid schizophrenia. 

What are the treatment implications of these data? 
The rapid improvement early in hospitalization per- 
haps explains the finding of Caffey and associates (17) 
and Herz and associates (18) that brief hospitalization 
can be as effective as more prolonged hospitalization, 
provided there are adequate aftercare services. These 
results also show that for those patients who remain 
in the hospital, it is particularly important to treat 
the relative lack of recovery from anxiety and depres- 
sion. 
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Effects of Weight Loss 
on the Dexamethasone Suppression Test 


Carole K. Edelstein, M.D., Peter Roy-Byrne, M.D., Fawzy I. Fawzy, M.D., 
and Leslie Dornfeld, M.D. 


The autbors studied postdexamethasone cortisol 
secretion in 18 depression-free, healthy, obese 
subjects before and after weight loss. Although all 
subjects suppressed cortisol normally before weigbt 
loss, 5 of 18 (27.5%) failed to suppress cortisol after 
an average loss of 13.5 kg. This failure to suppress 
cortisol was not associated with any change in 
depression ratings. (Am J Psychiatry 140:338—341, 
1983) 


he dexamethasone suppression test (DST) has 

been widely recognized as a laboratory aid in the 
diagnosis of melancholic depression in selected pa- 
tients (1). Clinically, it has been used to determine if 
somatic treatment is indicated, to monitor treatment 
response, and to predict relapse (2). Carroll and asso- 
ciates (3) have suggested that certain conditions associ- 
ated with abnormally low weight can invalidate the 
test, specifically citing severe malnutrition and primary 
anorexia nervosa as medical exclusion criteria. Recent 
research supports the contention that stable low 
weight can affect hypothalamic-pituitary-adrenocorti- 
cal (HPA) functioning. Thus, Gerner and associates (4) 
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found 19 abnormal DSTs in 23 stable (noncatabolic) 
anorectic patients with weights of 65%—75% of ideal 
body weight, and Smith and associates (5) found 
nonsuppression in 10 adults who had protein-calorie 
malnutrition, had no apparent psychiatric illness, and 
had stable low weight of about 76% of ideal body 
weight. 

Because anorexia and weight loss are common con- 
comitants of melancholic depression, it is crucial to 
know whether weight loss in the absence of low weight 
could invalidate the DST. Two research groups have 
examined the effects of brief zero-calorie fasts on HPA 
activity in obese and normal subjects. Galvao-Teles 
and associates (6) found highly significant increases in 
nighttime plasma unbound cortisol in obese patients 
who had fasted for 7—11 days. However, they did not 
report the amount of weight loss or psychiatric status 
and did not administer the DST. Neuwirth and asso- 
ciates (7) demonstrated significant increases in early 
morning plasma corticol concentration in three volun- 
teers of normal weight who had fasted for 1 week 
(mean weight loss of 6.3 kg); however, their volunteers 
were not tested for suppression or screened for affec- 
tive illness. Since a recent report (8) showed that only 
50% of depressed patients with cortisol hypersecretion 
failed to suppress HPA axis activity after 2 mg of 
dexamethasone, the effect of weight loss on the stan- 
dard 1-mg DST is still uncertain. Because the wide 
acceptance of the DST by clinicians and its potential 
for use in further characterization of depressive sub- 
types have been based on its apparent high specificity 
(with a 96% level replicated by several investigators 
(1), the possible effect of weight loss on this test 
requires careful examination. We therefore studied 
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DSTs in 18 healthy, depression-free, overweight sub- 
jects before and after protein-sparing fast. 


METHOD 


Twenty-four subjects seeking weight reduction at a 
university-based outpatient clinic agreed to participate 
in the study and gave informed consent. None met any 
of the medical exclusion criteria cited by Carroll and 
associates (2). All were drug free for 2 weeks before the 
start of the study and had normal CBC, SMA 6/12, 
urine electrolytes, thyroid function studies, and physi- 
cal examinations by board-certified internists. None 
had recently used any steroid preparation, including 
oral contraceptives. They were placed on a controlled 
diet consisting of 320 Kcal/day given as 30 g of 
carbohydrate, 45 g of protein, and 2 g of essential fatty 
acids. Mineral, vitamin, potassium, and sodium sup- 
plementation was also provided; no other medications 
or diet control formulations were permitted. While 
fasting, subjects were reevaluated weekly by endocri- 
nologists, who assessed their physical status and ques- 
tioned them about compliance. 

Before fasting, all subjects were given 1 mg of 
dexamethasone at 11:00 p.m. Blood was drawn for 
sampling at only 4:00 p.m. the next day for practical 
reasons in this outpatient group. The subjects were 
interviewed by a psychiatrist who used a structured 
format based on DSM-III criteria and were questioned 
about psychiatric symptoms, current functioning, psy- 
chiatric history, and family history. In addition, sub- 
jects rated their own severity of depression on the 
Carroll Rating Scale for Depression (9) and the Beck 
Depression Inventory (10). One subject who met 
DSM-III criteria for melancholia was dropped from 
the study. During the course of the fast, 5 additional 
subjects were dropped from the study (1 became 
pregnant and not allowed to fast, 1 refused to com- 
plete the protocol, and 3 stopped fasting for unknown 
reasons). After 8—12 weeks of medically supervised 
fasting, the subjects were reinterviewed and the Carroll 
scale, the Beck inventory, and the DST were readminis- 
tered. 

The data, and log transformations where appropri- 
ate, were analyzed using Pearson's r correlation coeffi- 
cient and the Fisher's exact test. Further, the patients 
were categorized as suppressors or nonsuppressors. 
For each of these subgroups, the mean and standard 
deviations for the relevant quantifiable variables were 
calculated and compared (two-tailed t). Finally, a 
cumulative binominal distribution was calculated to 
determine the confidence interval for the follow-up 
DST results (11). 

Cortisol values were determined by radio- 
immunoassay with an interassay coefficient of varia- 
tion of 9.5%. Because the sensitivity of this assay is .5 
ug/dl, values reported as less than 1.0 g/dl were 
assumed to be .5 wg/d! for the purposes of statistical 
calculation. 
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RESULTS 


All 18 subjects suppressed cortisol normally before 
fasting; i.e., their 4:00 p.m. postdexamethasone corti- 
sol values were «5.0 g/dl (range, .5—3.4; mean, 1.2). 
After 8—12 weeks of fasting, when subjects had lost an 
average of 14.3 kg (range, 8.6—22.5), the DST was 
readministered. This time, 5 of the 18 subjects (27.5%) 
had 4:00 p.m. postdexamethasone cortisol values of 
5 pe/dl, (range, 5.5—10.3; mean, 7.9). The cortisol 
values for the 13 suppressors ranged from .5 to 3.9 wg/ 
dl (mean, 1.4). At the time of the follow-up DST, none 
of the subjects met DSM-III criteria for major or 
minor depression. À Fisher's exact test showed that the 
conversion to a positive DST in these normal subjects 
was statistically significant (p<.02). 

We used special statistical techniques to assess 
whether the 27.5% conversion rate to a positive DST 
in such a small sample is significantly diferent from 
the 4% rate normally expected for nondepressed pa- 
tients and controls. By means of a cumulative binomial 
distribution, it is possible to determine the confidence 
interval for our result. Using formulae described else- 
where (1, 11), the 95% confidence interval for our 
finding of 27.5% positive DSTs ranges from 10.7% to 
52.6%; i.e., it does not include 4%. 

Correlations between the change in DST from be- 
fore to after fasting and the following variables were 
all nonsignificant: total body weight before fasting, the 
absolute number of pounds lost, the percentage of 
total body weight lost, the ratio of total body weight 
before fasting to ideal body weight before fasting, the 
change in the Beck scores, the change in the Carroll 
scale scores, and age. All 5 converters (nonsuppres- 
sors) were women; 16 of the 18 subjects were women. 
Serial blood glucose values, determined bimonthly for 
each subject, were within the normal fasting range. 
There was a significant positive correlation between 
change in DST and body surface area before the fast 
(r=.59, df=17, p<.01). 

After we divided our sample into 13 suppressors and 
5 nonsuppressors, we looked for significart differences 
in variables between the two groups. The subjects whc 
suppressed cortisol normally weighed significantly 
more than the nonsuppressors before the fast (t=2.31. 
p<.05) but not after the fast. There was no significant 
difference between the suppressors and the non- 
suppressors either before or after the fast in terms ol 
total body weight as a percentage of ideal body weight. 
The 5 nonsuppressors lost a significantly greater per- 
centage of total body weight than the 13 suppressor: 
(17.6% versus 14.5%; t=3.77, p<.01). However, thc 
absolute change in total body weight for the twc 
groups was not statistically significant, averaging 14.5 
kg for the suppressors and 13.6 kg for the nonsuppres:- 
sors. 

Before the fast, the future nonsuppressors had aver- 
age scores on the Beck inventory that were significant- 
ly higher than those of the future suppressors (8.C 
versus 6.8; t=2.53, p<.05); both sets of scores werc 
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clearly in the nondepressed range. After the fast, the 
mean Beck scores dropped for both groups: the con- 
verters scored significantly lower than the noncon- 
verters (2.0 versus 2.5; t=4.20, p<.05). Before the 
fast, there were no differences between the groups in 
self-rating scores on the Carroll scale; after the fast, the 
suppressors scored significantly lower than the non- 
suppressors (2.2 versus 2.6; t=5.29, p<.01), although 
both sets of mean scores were well below the range for 
depression. The change in both self-rating scores over 
time (i.e., from before the fast to after the fast) failed to 
differentiate between the suppressors and the non- 
suppressors. The depression scores on the Beck inven- 
tory and the Carroll scale fell significantly for 17 of the 
18 subjects (t=4.20, p<.01, and t=5.29, p<.01, re- 
spectively). As expected, the mean scores on these two 
scales were highly correlated (before the fast, r=.76, 
p<.01; after the fast, r=.91, p<.01). 

One patient from each group had a positive family 
history of affective disorders. These numbers were too 
small to permit statistical analysis. 


DISCUSSION 


We found highly significant results in this study, 
which indicate that moderate weight loss is associated 
with the development of nonsuppression on the DST in 
depression-free subjects who had normal HPA func- 
tioning before they fasted. Although the utility of the 
DST is its reported high specificity, our results suggest 
a false positive rate higher than 4% when weight loss is 
involved (as it may be in depression). 

Although cortisol is known to be high in obese 
patients (12), we do not believe that our results reflect 
an artifact of obesity because all our subjects sup- 
pressed cortisol normally before they fasted; further- 
more, those who failed to suppress after fasting were 
among the least overweight, ranging from 11% to 
30% greater than ideal body weight at the time of the 
repeat DST. Nonsuppression also did not appear to be 
a function of noncompliance. Patients were questioned 
about pill-taking at the time of interview and again 
when blood was drawn. We expected that compliance 
problems, if they arose, would occur at baseline test- 
ing, because our patients were not primarily invested 
in a psychiatric research program. Since the patients 
reported no other difficulties or side effects with the 
initial dose of dexamethasone and compliance with the 
second dose, we are inclined to accept the results of 
our study as accurate. 

To determine further whether our sample was biased 
in some way, we used the confidence interval tech- 
niques cited by Carroll (1) as appropriate for permit- 
ting DST studies between centers to be compared. We 
found it not probable that 5 of 18 nondepressed 
patients would have positive results by chance alone, if 
the underlying universal specificity is indeed 96%. Our 
confidence interval (11%—54%) includes Amsterdam 
and associates’ recent finding (13) that 15.1% of 
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normal volunteers had post-DST cortisol levels of 
more than 5.0 ug/dl at 4:00 p.m. 

This study was designed so that each subject would 
serve as his or her own control This permits a 
tentative conclusion about the causes of nonsuppres- 
sion. Since all subjects were able to suppress normally 
at baseline and since short-term fluctuations in DST 
results are not expected in normal individuals (14), a 
27.5% incidence of nonsuppression after an average 
loss of 13.5 kg (range, 8.6—22.5) suggests that either 
the weight loss, the starving catabolic state, or the level 
of caloric or carbohydrate intake played a role. Al- 
though the use of only one postdexamethasone cortisol 
sample decreases the sensitivity of the DST (i.e., more 
subjects could have had an abnormal DST if 11:00 
p.m. samples had also been drawn), this loss of 
sensitivity is equivalent for both the pre- and post-DST 
groups. 

Although the nonsuppressors as a group lost a 
significantly greater percentage of their ideal body 
weight than the suppressors, the considerable overlap 
between individuals in the two groups suggests that the 
extent of weight loss is not the sole determinant of 
nonsuppression. The subjects who failed to suppress 
initially weighed less than the suppressors. It is known 
(3, 4) that low weight can predispose to nonsuppres- 
sion; in addition, we suggest that weight loss appears 
to predispose to nonsuppression. Not coincidentally, it 
is weight loss in those who are already at lower 
weights that apparently enhances the tendency to HPA 
nonsuppressibility. Is it possible that patients who 
begin to lose weight because of onset of depression and 
while they are at or below ideal body weight are even 
more vulnerable to developing nonsuppression? This 
question cannot be answered by our data, but it 
suggests avenues for further work. 

Doerr and associates (15) reported that in patients 
with primary anorexia nervosa, DST abnormalities are 
found at weights as high as 7296 of ideal body weight 
if the patients have recently lost weight and that 
patients with weights as low as 61% of ideal body 
weight can suppress normally if they have recently 
gained weight. They suggest that “metabolic changes 
due to caloric intake determine the functional integrity 
of the HPA axis within a wide range of [ideal body 
weight]." Gwirtsman and Gerner (16) reported that 4 
of 7 patients with anorexia nervosa who had initial 
DSTs that were positive had normal DSTs on retest 
after weight gain. However, they had also lost the 
cognitive and behavioral symptoms of anorexia, mak- 
ing it unclear whether suppression reflected weight or 
psychological changes. Thus, although studies of psy- 
chiatric patients with weight changes suggest that HPA 
functioning is sensitive to even small weight shifts, 
isolating the role of weight loss in cortisol nonsuppres- 
sion is best achieved by studying normal subjects so 
that any psychopathologic variables are elimi- 
nated. 

Although the association between depression and 
weight loss is a common clinical finding, in our 
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patients weight loss was associated with a reduction in 
depression as measured by interview and by self-rating 
scales. The implication of nonsuppression in this group 
is that an unknown mechanism, either weight loss or 
some aspect of the administered diet, stimulates HPA 
activity, thereby reducing the value of the DST as a 
specific biological marker for endogenous depression. 
Although our conclusions are based on a small sample, 
they suggest that when depressive symptoms coexist 
with weight loss in the range of 9—22.5 kg, laboratory 
confirmation of the diagnosis should not be relied 
upon. 
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Organic Anxiety Syndrome 


Thomas B. Mackenzie, M.D., and Michael K. Popkin, M.D. 


DSM-III defines and offers diagnostic criteria for 
organic affective, organic delusional, and organic 
personality syndromes but provides no organic 
equivalent for anxiety disorders. Nevertheless, 
symptoms of anxiety characterize such conditions as 
hyperthyroidism and pheochromocytoma. The 
authors define and formulate diagnostic criteria for 
an organic anxiety syndrome and discuss the 
theoretical and therapeutic implications. (Am J 
Psychiatry 140:342—344, 1983) 


L ipowski (1) has pointed out the importance of the 
new classification system of organic mental disor- 
ders formulated in DSM-III and has noted that a 
fundamental contribution of the new system is to reject 
the concept that an organic mental disorder must show 
evidence of reduced cognitive performance. Because 
the predominant feature of an organic mental disorder 
may be a disturbance in mood, thought, or personality 
organization, DSM-III establishes diagnostic criteria 
for organic affective, organic delusional, and organic 
personality syndromes, which correspond to their 
functional counterparts, namely, affective, schizo- 
phrenic, and personality disorders. Differentiation 
from these counterparts, according to DSM-III, “rests 
primarily on evidence, gathered from the history, 
physical examination or laboratory tests, of a specific 
organic factor judged to be responsible for the devel- 
opment” of the clinical configuration. 

DSM-III offers no organic equivalent for anxiety 
disorders (e.g.. an organic anxiety syndrome). The 
omission implies an absence of organic disorders in 
which anxiety is the principal behavioral presentation, 
but this implication is not factual. Conditions such as 
hyperthyroidism and pheochromocytoma are known 
to clinically resemble an anxiety disorder (2). At 
present, such a disorder must be regarded as an 


atypical organic mental disorder. The fact that no 


specific diagnostic criteria for an organic anxiety syn- 
drome have been established by DSM-III precludes 
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testing the validity and reliability of a diagnostic 
category in which symptoms of organically mediated 
anxiety predominate. In this paper, we offer a defini- 
tion of organic anxiety syndrome and formulate specif- 
ic diagnostic criteria in the manner of DSM-III, 


DEFINITION AND DIAGNOSTIC CRITERIA 


The essential feature of organic anxiety syndrome is 
recurrent or persistent anxiety or panic attacks that are 
due to a specific organic factor. The diagnosis is not 
made if anxiety is accompanied by significant loss of 
cognitive function (as in delirium or dementia) or if 
alterations in mood, personality, perception, or 
thought are prominent. Mild cognitive impairment, 
especially in the ability to sustain attention, may be 
observed. Any of the following symptoms may be 
present: diaphoresis, tachycardia, palpitations, systolic 
hypertension, dyspnea, chest pain, choking, dizziness, 
vertigo, tremor, hot and cold flashes, faintness, diar- 
rhea, irritability, fatigue, and urinary frequency. The 
course of the illness depends on the underlying etiolo- 
gy. Other types of organic mental disorder may super- 
vene if the etiology is not reversed; for example, in 
hypoglycemia, recurrent cerebral glucopenia may 
eventually lead to dementia. The degree of impairment 
from organic anxiety syndrome ranges from mild to 
severe, depending on the rapidity of onset, severity of 
the pathophysiological process, and the psychosocial 
setting. The major complications of the disorder result 
from failure to appreciate its organic etiology, which 
may lead to inappropriate use of psychotherapy and/or 
psychotropic drugs. 

This syndrome is usually caused by endocrine or 
substance use disorders. Examples of endocrine disor- 
ders are pheochromocytoma, hyperthyroidism, fasting 
hypoglycemia, and hypercortisolism. Intoxication with 
stimulants, such as caffeine or amphetamine, or with- 
drawal from CNS depressants, such as alcohol or 
sedatives, are etiologies related to substance use. Brain 
tumors in the vicinity of the third ventricle and epilep- 
sy involving the diencephalon are unusual, but estab- 
lished, etiologies. 

In anxiety disorders, no specific organic factor can 
be demonstrated. The anxiety associated with adjust- 
ment disorders is best understood as a psychological 
response to information about self or environment. No 
organic factor is discernible. In contrast to persons with 
an organic affective syndrome, those with an organic 
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anxiety syndrome do not show a primary disturbance 
in mood. Unlike those who suffer from delirium and 
dementia, persons with an organic anxiety syndrome 
do not show prominent evidence of reduced cognitive 
performance. Organic personality syndrome and or- 
ganic anxiety syndrome are distinguished by the ab- 
sence of global changes in character in the latter. 

There are three major diagnostic criteria for organic 
anxiety syndrome. The predominant disturbance is the 
presence of recurrent or persistent anxiety or panic 
attacks. Second, no clouding of consciousness (as in 
delirium), no significant loss of intellectual abilities (as 
in dementia), no predominant disturbance in mood (as 
in organic affective syndrome), and no hallucinations 
or delusions (as in organic delusional syndrome or 
organic hallucinosis) are seen. Last, there must be 
evidence from the patient's history, physical examina- 
tion, or laboratory tests of a specific organic factor 
that is judged to be etiologically related to the distur- 
bance. 


DISCUSSION 


Anxiety is a pervasive symptom evident at some 
point in virtually all psychopathological disorders. 
This ubiquity poses a difficult problem for the diagno- 
sis of organic anxiety syndrome. First, one must be 
satisfied that the predominant disturbance is anxiety. 
Care must be taken to recognize significant distur- 
bances in mood, thinking, or personality that would 
support other diagnostic conclusions. Second, one 
must identify an organic factor judged to be responsi- 
ble for the observed disorder. Many medical disorders 
produce anxiety because of their psychological mean- 
ing to the person rather than through a direct effect on 
those CNS structures that mediate anxiety. For this 
reason, it is insufficient to note an association between 
a specific medical condition and anxiety. Persuasive 
evidence of an etiological relationship would involve 
production of symptoms in persons exposed to the 
suspected agent in treatment or experimental settings. 
For example, patients given excessive amounts of 
thyroxine commonly experience headaches, palpita- 
tions, heat intolerance, and anxiety (3). An etiological 
relationship would be supported by demonstration 
that CNS dysfunction and symptoms of anxiety co- 
vary. For instance, abolition of anxiety at the same 
time as cessation of temporal lobe spike-wave phe- 
nomena on EEG would be strong evidence of an 
etiological link. 

What circumstances should cause the diagnostician 
to suspect an organic etiology and initiate a diagnostic 
workup? Although there seems to be nothing pathog- 
nomonic about the anxiety associated with an organic 
process, symptoms perceived by the patient as distinct- 
ly unusual or unrelated to threatening information (as 
might be the case if anxiety is the initial complaint) 
should be cause for suspicion. An absence of promi- 
nent anxiety when a person is faced with threatening 
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life events should alert the physician to the possibility 
of organic anxiety. Unexplained physical or laboratory 
findings or inadequately treated physical illness war- 
rant attention. Suspicion should be aroused if the 
patient's age at onset is greater than 35 years or if heor 
she has a family history negative for anxiety disorder 
(4). Failure of the patient to identify a significan: 
psychological conflict related to the onset and subse- 
quent appearance of symptoms should raise the possi- 
bility of an organic anxiety syndrome. A history oí 
substance use or a personal or family histcry of entities 
(such as hyperthyroidism) known to cause the organic 
anxiety syndrome should create suspicion. Harper anc 
Roth (5) found that persons with anxiety disorders, ir 
contrast to patients who manifested anxiety in associa- 
tion with temporal lobe epilepsy, were more likely tc 
give a history of an emotional trauma in rclation to the 
onset of symptoms, less likely to report loss of con- 
sciousness during an episode, less likely to experience 
speech interruption during an attack, more likely to 
report symptoms at least once daily, more likely to 
experience gradual resolution of symptoms after ar 
attack, and more likely to have other neurotic symp- 
toms. 

The established endocrine and neurological etiolo- 
gies of anxiety suggest that both metabolic and struc- 
tural factors may give rise to an organic anxiety 
syndrome. The ability of temporal lobe epilepsy ana 
tumors in the vicinity of the third ventricle to cause 
anxiety (6, 7) implicates the hypothalamus and limbi« 
system in the production of anxiety. Further evidence 
for involvement of the hypothalamus is its role in the 
coordinated release of several substances (such as 
thyroid and corticosteroids) identified as etiological 
agents in the organic anxiety syndrome. Implication of 
the hypothalamus suggests that the organic anxiety 
syndrome represents, at least in part, a disturbance in 
autonomic function. Whether this disturbance i: 
linked to a concurrent experience of anxiety or causes 
a series of changes in somatic function that are subse- 
quently interpreted as anxiety is unknown. It seems 
reasonable to expect that recognition of conditions 
etiologically related to the organic anxiety syndrom? 
will further elucidate the pathophysiology of anxiety. 

Investigation of the personal and familial psychiatric 
history of persons who have an organic anxiety syn- 
drome may be of special interest. The emergence cf 
anxiety, as opposed to depression or mania, in a 
person with Cushing’s disease, for instance, may repre- 
sent a genetic or developmental vulnerability. Thus, 
persons who demonstrate an organic anxiety syn- 
drome may be predisposed to experience anxiety in the 
face of specific physiological disturbances. This possi- 
bility is supported by the observation of Pitts and 
McClure (8) that persons with anxiety neurosis, unlike 
control subjects, respond to lactate infusion with anx:- 
ety. Data showing that anxious individuals have more 
prominent symptoms of anxiety after epinephrine infu- 
sion also support the existence of a predisposition to 
development of anxiety (9). Of additional interest is 
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whether the distribution of the organic anxiety syn- 
drome will match the 2:1 female to male ratio ob- 
served in anxiety neurosis (4). 

In discussing the treatment of organic affective and 
delusional syndromes, Lipowski (1) challenges the 
premise that designation of a disorder as organic 
justifies therapeutic nihilism. He contends that the 
diagnosis of organic brain syndrome should result in a 
two-pronged therapeutic intervention. Treatment 
should proceed simultaneously toward reversal of eti- 
ology and relief of symptoms. The latter might be 
achieved with psychological, social, or biological mo- 
dalities. This approach may also apply to the organic 
anxiety syndrome. There is no reason to assume that 
because the etiology is known, psychotherapeutic tech- 
niques intended to help the patient contend with his or 
her anxiety will be ineffective. With respect to pharma- 
cotherapy, the efficacy of the minor tranquilizers has 
been demonsttated in the organic anxiety syndromes 
related to alcohol and sedative withdrawal (10). Their 
role in the treatment of anxiety related to other 
conditions is less well established, and Shader and 
associates (10) suggest that they are best used in a 
short-term and intermittent manner. Propranolol is 
known to be especially effective in reducing the somat- 
ic elements of anxiety, e.g., palpitations (10). Its role in 
the treatment of organic anxiety syndromes, however, 
must depend on consideration of the interaction be- 
tween the underlying condition and beta receptor 
blockade. 


The validity of organic anxiety syndrome as a 
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diagnosis cannot be definitely established with a retro- 
spective design. Case histories lack crucial data and do 
not permit longitudinal observation. Validation of a 
diagnostic entity requires that testable criteria, both 
inclusionary and exclusionary, be advanced for scruti- 
ny and clinical trial. We hope that our description and 
criteria will stimulate efforts to refine the concept of 
organic anxiety syndrome and establish its validity. 
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Telephone Prompting to Increase Attendance 
at a Psychiatric Outpatient Clinic 


R.W. Burgoyne, M.D., Frank X. Acosta, Ph.D., and Joe Yamamoto, M.D. 





Although it has been commonly taught and has been 
reported elsewhere that telephone prompting 
increases the rate at which patients keep their first 
outpatient clinic appointment, this study indicated 
that the increased rate at which patients kept their 
first appointment was more likely related to 
socioeconomic factors (such as having a telephone) 
than to telephone prompting. The authors conclude 
that measures to improve services to patients need to 
be carefully scrutinized before one can assume that 
results following initiation of a new procedure are in 
fact due to that procedure. (Am J Psychiatry 
140:345—347, 1983) 


t has been consistently reported in the literature that 

between 30% and 50% of patients do not report for 
their first appointment at an outpatient mental health 
facility after having made an initial appointment. At 
the Psychiatric Outpatient Clinic of the Los Angeles 
County-University of Southern California Medical 
Center, the percent of patients who do not appear for 
their first appointment is also between 30% and 50%. 
Furthermore, we as well as others (1) have observed 
that the longer the waiting period, the greater the 
number of patients who do not appear for their first 
appointment and that patients who are chronically ill 
and poor are less likely to keep their initial appoint- 
ments. 

Our practice has been to schedule more appoint- 
ments than the number of available staff to see the 
patients in anticipation of this usual percentage of no- 
shows. Although this helps the logistical problem in 
the administration of the outpatient clinic, it does not 
provide the care for those patients who do not show 
up. It was, therefore, with extreme interest that we 
undertook this study to determine if the percentage of 
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no-shows could be decreased by telephoning and re- 
minding patients just before their upcoming appoint- 
ment. 

Our interest was stimulated by Turner and Vernon’s 
report (2) which indicated that they had substantia. 
success in increasing the percentage of patients who 
kept their initial appointments by calling patients tc 
remind them. Their report gave a convincing plea for 
the financial advantages of assigning staff to carry ou: 
these telephone reminders, as well as calling attentior 
to the apparent improvement in services to the com 
munity. It was our impression, however, that thei 
results may not be applicable to a clinic such as ours, 
where we see not only a great many more patients bu: 
also patients from a wider range of ethnic back- 
grounds. Turner and Vernon's sample cf more than 
1,000 patients was 88% Caucasian. The patients in 
our facility are 5096 white, 28% Hisparic, and 22% 
black. Furthermore, although their telephone prompt- 
ing of patients appeared to have a substantial impact 
on their patients, their method of comparing data from 
several months of prompting to several months of 
baseline data did not take into account the seasonel 
variation in attendance compliance—a factor we be- 
lieve is important in our clinic. We therefcre undertoo « 
a study very similar to Turner and Vernon's investiga- 
tion, although it was not an exact replication, to 
ascertain if calling patients to remind them of their 
appointments would increase their initial rate of atter- 
dance at the clinic. 


METHOD 


During 3 consecutive months at the clinic, 692 
subjects were given individual intake 2ppointment:. 
Each morning a research assistant obtained from the 
clinic clerks a list of the patients who had been given a 
first appointment for 2 days hence. Using a book of 
random numbers, we assigned the patients to either the 
telephone-prompt group (N=339) or to the control 
group (N—351). Patients in the control group were not 
given a telephone prompt. The assignments were macc 
without knowledge of whether or not the patient had a 
phone. 

At approximately noon 2 days before the patients’ 
first appointment at our clinic, research assistan.:s 
called those assigned to the telephone-prompt group. 1f 


345 


TELEPHONE PROMPTING TO INCREASE ATTENDANCE 


TABLE 1. Effect of Telephone Prompting and Telephone Ownership on Initial Attendance at a Psychiatric Outpatient Clinic 





Number of 

Patient Group Patients (N=690) 
Telephone-prompting group 339 
Control group 351 
Telephone-prompting group 

Had phone 184 

Had no phone 155 

Had phone and were contacted 73 

Had phone and were not contacted 111 
Total patients not contacted 

Had phone 111 

Had no phone 155 
Control group 

Had phone 188 

Had no phone 163 
Both groups 

Had phone 372 

Had no phone 318 

Contacted 73 

Not contacted 617 


there was no answer, the patients were called again 
after 3:00 p.m., and if they were not reached then, they 
were called about noon the following day, one day 
before their scheduled visit. The telephone message 
from the research assistants was standardized. After 
making sure that the respondent was indeed the pa- 
tient, the assistant stated, “Pm calling to remind you of 
your appointment on ...” (patients were advised of 
date, time, and place). No other comments were 
volunteered. Requests for identification of the caller 
were adhered to by answering as briefly as possible 
that the person calling was a community aide from the 
psychiatric clinic where the patient had made his or her 
appointment. Other comments were held to a mini- 
mum, including those that were socially appropriate 
such as thank you and goodbye. 

Because our clinic is situated in East Los Angeles, 
where a large number of patients speak only Spanish, 
two research assistants fluent in both Spanish and 
English made all of the telephone calls to patients. 

For each appointment we collected data on whether 
the person was in the telephone-prompt or the control 
group and if the person had been successfully prompt- 
ed (contacted). Then for each of the categories we 
calculated the number of patients who kept their 
appointments. 


RESULTS 


Table 1 summarizes the effect of telephone prompt- 
ing on the patients’ initial attendance at our clinic. As 
can be seen, patients who were actually reached failed 
to keep their first appointment less often than all other 
patients (29% versus 49%). However, we must be 
careful about concluding that the prompting per se 
substantially increased initial clinic attendance. As 
shown in table 1, overall, the telephone-prompt group 
(both those contacted and those not contacted) kept 
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No Shows 
N %o x” (df=1) Significance 
165 49 
160 46 87 n.s. 
56 30 
109 70 $3.58 p<.01 
21 29 
35 32 16 n.s. 
35 32 
109 70 39.20 p<.01 
Ta 38 
g8 54 8.66 p<.01 
128 34 
197 62 52.19 p<.01 
21 29 
304 49 11.01 p<.01 


their initial appointments slightly less often than the 
control group did. 

Of the 339 patients in the telephone-prompt group, 
184 (54%) had telephones, and of these we were able 
to contact 73 (40%). Vernon and Turner were unable 
to report the percentage of patients they actually 
contacted due to a loss of data. Perhaps the percentage 
of patients contacted was greater in their study, but 
our results suggest that unless they contacted a sub- 
stantial percentage of their patients, their results may 
be attributable to some factor other than the telephone 
prompting. In the case of our study, we believe that the 
results may be better explained by the socioeconomic 
grouping of patients, using as a criterion whether or 
not the patient had a telephone. It is important to note 
that 54% of the patients in the telephone-prompt 
group and 54% of the patients in the control group 
had telephones. As can be seen in table 1, the number 
of patients who appeared for initial appointments was 
greater if they had a telephone. For example, of the 
184 patients in the telephone-prompt group who had 
telephones, only 56 (3095) did not keep their initial 
appointment, whereas of the 155 patients in the tele- 
phone-prompt group without telephones, 70% 
(N=109)—more than double the rate—did not keep 
their appointments. 

Because 46 of our patients spoke only Spanish and 
167 had Spanish surnames, these two groups were 
compared in various ways to determine whether or not 
the telephone prompting was more or less successful in 
helping Spanish-speaking patients keep their initial 
appointments, Although the numbers were too small 
in some instances for a valid comparison, the results 
for the Spanish-speaking and Spanish-surname popu- 
lation (N=213) were not different from those of the 
whole group. About 50% (N=106) of the Spanish- 
speaking and Spanish-surname patients had tele- 
phones, and these patients were also more likely to 
keep their initial appointments. 
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DISCUSSION 


From this study we draw two conclusions. First, the 
socioeconomic level of patients appears related to their 
initial attendance at a psychiatric outpatient clinic. 
Second, measures to improve attendance or otherwise 
improve services to our patients need to be carefully 
scrutinized and the data carefully analyzed to deter- 
mine whether or not results obtained after a new 
procedure has been initiated are indeed due to that 
procedure. As far as our clinic is concerned, we found 


Am J Psychiatry 140:3, March 1983 


BURGOYNE, ACOSTA, AND YAMAMOTO 


that prompting patients by telephone did not substan- 
tially alter their initial attendance; rather, ascertaining 
whether they had a telephone identified patients more 
likely to keep their first appointment. 
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Survey Analysis of Combat-Related Stress Disorders 
in Viet Nam Veterans 


Terence M. Keane, Ph.D., and John A. Fairbank, Ph.D. 


Of 1,089 Veterans Administration mental health 

professionals responding to a survey, most reported 
that Viet Nam veterans were less well adjusted than 
veterans of previous wars, largely due to the specific 
experiences in Viet Nam and the lack of support on 
return home. (Am J Psychiatry 140:348—350, 1983) 


here has been a great deal of interest in the 
psychological problems of Viet Nam veterans in 

the professional literature (1-3) and in the popular 
media. Although Viet Nam veterans may suffer the 
range of psychiatric and psychological problems, the 
constellation of presenting symptoms for many of 
them most appropriately falls within the DSM-III 
category of posttraumatic stress disorder. Information 
from a study by Penk and associates (4) validated the 
utility of this diagnosis for combat veterans who seek 
treatment for substance abuse and called for increased 
research on the conceptual basis of this stress disorder. 
To our knowledge, there are no studies thus far that 
have examined the conceptual framework used by 
mental health professionals for understanding the pre- 
senting problems of Viet Nam veterans. These data are 
important because a number of alternative conceptual- 
izations of posttraumatic stress disorder secondary to 
combat exist and because the treatment that follows 
from each conceptualization might vary considerably. 
One theory proposes that precombat personality fac- 
tors play a major role in determining which combat- 
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ants will develop a traumatic stress disorder (5). Still 
another conceptualization of posttraumatic stress dis- 
order presumes that biochemical, structural, or neuro- 
logical damage that is the direct result of combat is 
responsible for the observed behavioral and psycho- 
logical complaints (6). A third conceptualization of the 
disorder focuses on the aversive nature of the events 
themselves and in particular the fear of bodily injury or 
death that results in first an acute and then a chronic 
state of anxiety. For behaviorally oriented clinicians 
this process is viewed from an avoidance-conditioning 
paradigm (including both conditioning and instrumen- 
tal learning [7, 8]). For cognitively oriented clinicians 
the traumatic events are viewed as clashes with preex- 
isting self-concepts, expectations, and categories of 
meaning (1), while dynamically oriented clinicians 
conceptualize trauma as an experience associated with 
painful affects that are not properly processed (9). A 
fourth possible conceptualization presupposes the im- 
portance of social support systems that encompass the 
emotional support during the period of combat and 
that are available during the period following an 
individual's return home (10). 

At present, the relative favor of these theoretical 
conceptualizations among diverse mental health prac- 
titioners is unknown. Accordingly, the present study 
was designed to gather information on the status of 
Viet Nam veterans seeking help at Veterans Adminis- 
tration (VA) medical centers and on the current con- 
ceptualizations of combat-related posttraumatic stress 
disorder held by mental health professionals employed 
by the VA. 


METHOD 
VA medical centers were selected for participation in 
this survey if they had at least 4 psychiatrists, 4 clinical 


psychologists, and 4 psychiatric social workers on the 
staff of each respective service. We found 114 such 


Am J Psychiatry 140:3, March 1983 


CLINICAL AND RESEARCH REPORTS 


TABLE 1. Ratings of 1,089 VA Mental Health Professionals in Response to Survey on Viet Nam Veteran Stress Disorders 


Survey Item 


1. How well adjusted are Viet Nam veterans compared to vets 
of other eras? 
2. Familiarity with posttraumatic stress syndrome diagnosis 
3. Treated cases of posttraumatic stress syndrome 
4. Combat is traumatic 
5. Frequency of assessing combat 
6. Precombat personality factors are responsible for posttrau- 
matic stress syndrome 
7. Current life stressors are responsible for clinical status 
8. Experiences in Viet Nam are responsible for clinical status 
9. Viet Nam veterans attribute problems to their service 
0. Importance of support system during combat as deterrent to 
stress disorder 
11. Importance of support system upon return to United States 
as deterrent to stress disorder 
12. Physiological variables are responsible for development of 
posttraumatic stress syndrome 
13. Is there a delayed component to posttraumatic stress syn- 
drome in Viet Nam veterans? 
14. Does combat stress have an enduring adverse psychological 
effect on vets? 
15. What role does disability compensation have on reporting of 
posttraumatic stress syndrome? 





Rating? 
Psychiatric 

Psychiatrists Psychologists Social Workers Total Rating 

Mean SD Mean SD Mean SD Mean SD 

251. 127 2.40 1.21 2.41 1.24 2.44 1.24 
5.31 2.06 $.25 | 1.74 4.68 1.89 . 5.06" 1.93 
3.80 1.83 4.05 1.65 4.05 1.73 3.97 1.73 
4.89 2.19 5.51 1.76 5.71 1.59 | 5.40» 1.86 
5.53 2.09 $.77 163 5.68 1.65 5.67 1.78 
4.03 2.10 4.09 1.61 4.21 1.65 4.12 1.78 
4.36 1.90 4.59 1.54 4.84 1.53 4.62 1.66 
4.19 1.94 4.59 1.54 4.81 1.51 4.565 1.67 
4.87 2.07 5.01 1.67 5.23 1.64 . 5.05 1.79 
4.72 2.09 4.94 1.78 5.15 1.57 . 4.93 1.81 
4.76 | 1.95 5.25 | 1.63 5.31 1.55 | 5.13 1.72 
2.61 175 2.45 1.44 3.14 Ld. — 75 1.67 
4.69 20 5.09 1.76 5.17 1.80 5.00 1.92 
4.46 2.07 4.77 1.7 5.13 1.63 4.81 1.81 
4.04 2.18 4.06 1.96 4.12 1.92 4.58 2.02 


?Anchors for the Likert scales were such ratings as 1=strongly agree, 7=strongly disagree or 1=not at all familiar, 7=very familiar. 


*Duncan's multiple range test, df=938, p«.05. 


medical centers and sent each center 12 questionnaires 
(a total of 1,368), which were equally distributed to 
the psychiatry, psychology, and social work services. A 
total of 1,089 professionals responded to the survey 
(8096 response rate): 405 social workers, 371 psychol- 
ogists, and 313 psychiatrists. 

The survey was designed to collect the following 
information from the professionals: 1) subjective rat- 
ings of the Viet Nam veterans’ psychological adjust- 
ment compared with the adjustment of combatants 
from other wars; 2) reported knowledge of the DSM- 
IIT posttraumatic stress disorder diagnosis; 3) frequen- 
cy with which they had treated Viet Nam veterans who 
had the disorder; 4) frequency with which they had 
assessed combat exposure when interviewing Viet 
Nam veterans; and 5) ratings of the various concep- 
tualizations (i.e., precombat personality factors, bio- 
chemical factors, Viet Nam factors, social support 
factors). Finally, a question about the possible role of 
compensation was included. Each item on the ques- 
tionnaire was rated on a 7-point Likert scale with 
appropriate anchors at the center and the extremes 
(e.g., 1=strongly agree, 7=strongly disagree). 

We used multivariate ANOVA procedures to deter- 
mine if the 3 classes of professionals responded to the 
questions differently. A discriminant analysis was then 
conducted, and univariate ANOVAs were employed to 
determine the source of any differences found on the 
multivariate ANOVA. In addition, we obtained de- 
scriptive statistics for each survey item. 
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RESULTS 


Table 1 presents the mean and standard deviation 
for each item rated by the 3 groups of professionals. 
The results of the multivariate ANOVA procedures 
according to the Wilks’ lambda criterion demonstrated 
that there were significantly different response patterns 
for the 3 professional groups (F=5.01, df=30, 1848, 
p<.0001). Yet subsequent ANOVAs revealed signifi- 
cant differences between the groups on only 3 items. 
We did a comparison using Duncan’s test and found 
that psychiatrists were more familiar with the diagno- 
sis of posttraumatic stress disorder than were psychiat- 
ric social workers (F=32.13, df=2, 938, p<.0001), 
that psychiatrists were less apt to describe combat 
experiences as traumatic than were either psycholo- 
gists or psychiatric social workers (F=7.08, df=2, 
938, p<.001), and that psychiatrists were less likely 
than social workers to claim that the specific events 
which occurred during Viet Nam service were respon- 
sible for the current clinical status of Viet Nam veter- 
ans (F=15.78, df=2, 938, p«.0001). On the remain- 
ing 12 variables there were no significant differences in 
the ratings of the 3 groups of professionals. A discrimi- 
nant analysis indicated that only 46% of the subjects 
could be appropriately classified by profession on the 
basis of their responses. Thus, with few exceptions, 
there was considerable agreement by the 3 professional 
groups on the relative ratings of the items in the 
survey. 
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Perhaps the most consistent finding in the survey 
was the rating of Viet Nam veterans as more poorly 
adjusted than combat veterans of previous wars (item 
1). Equally as important was the moderate rating of 
the role of compensation in the voicing of psychologi- 
cal complaints (item 15). The responses to each of 
these questions provide incremental evidence for the 
legitimacy of the psychological needs of Viet Nam 
veterans. Furthermore, the role of physiological varia- 
bles in the manifestation of psychological problems for 
Viet Nam veterans was rated as being rather limited by 
respondents of all 3 professions (item 12). 

A median split on the item for the reported frequen- 
cy of treating posttraumatic stress disorder showed 
that those subjects who reported the most experience 
working with Viet Nam veterans were more likely to 
state that 1) the experiences or events in Viet Nam 
were responsible for the current psychological status of 
the veteran, 2) the social support system on the 
veteran’s return home was critically important in the 
development of a stress disorder, and 3) combat has an 
enduring, adverse psychological effect on combatants. 


DISCUSSION 


The information derived from the present survey is 
consistent with the findings of previous researchers (1— 
3). More important, the data presented here suggest 
that mental health professionals working within the 
VA are acutely aware of the problems that now 
confront Viet Nam veterans. These problems are con- 
ceptualized by those most experienced in working with 
these veterans as due primarily to service in Viet Nam, 
the events that occurred there, and the lack of social 
support on return home. Issues such as the quest for 
compensation, preexisting personality aberrations, 
and physiological factors were perceived as less impor- 
tant. 
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Moreover, mental health professionals in VA medi- 
cal centers consistently viewed Viet Nam veterans as 
more poorly adjusted than veterans of previous eras. 
Past studies of Viet Nam veterans have been criticized 
for drawing on potentially biased samples of veterans 
who would be more likely to report psychopathology. 
The present study obtained information directly from 
those who provided mental health services to these 
veterans and thus circumvents some of the criticisms 
directed at previous work. 
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Cimetidine-Imipramine Interaction: A Case Report 


Del D. Miller, Pharm.D., and Martin Macklin, M.D., Ph.D. 


The authors describe the interaction of imipramine 
and cimetidine in a patient taking therapeutic doses 
of each. Cimetidine inhibited the metabolism of 
imipramine, leading to a prolonged half-life, elevated 
serum concentrations, and adverse effects. (Am J 
Psychiatry 140:351—352, 1983) 


he histamine H;-receptor antagonist cimetidine is 

an effective drug widely prescribed for the treat- 
ment of peptic ulcer disease (1). It is also useful in the 
treatment of gastric ulcers and erosive gastritis and in 
the treatment and prevention of stress ulcers (1). It was 
initially thought that cimetidine had few adverse ef- 
fects. With increased use cimetidine has been found 
(1—3) to cause mental confusion, bone marrow depres- 
sion, and decreased sperm count and to interfere with 
the metabolism of drugs metabolized by cytochrome 
Py4g and P4so. Drugs that are metabolized by these 
mixed-function oxidase systems with metabolism in- 
hibited by cimetidine are antipyrine, warfarin, diaze- 
pam, chlordiazepoxide, propranolol, labetalol, theo- 
phylline, carbamazepine, and phenytoin (2). These 
interactions have been shown to have important, 
sometimes life-threatening, implications. 

We present a case of cimetidine interfering with 
imipramine and desipramine metabolism, resulting in 
elevated serum concentrations of imipramine and des- 
ipramine and in adverse effects in a patient receiving a 
usual therapeutic dose of imipramine. 


CASE REPORT 


Ms. A, a 32-year-old woman, was admitted to the psychi- 
atric service because of her inability to perform her usual 
activities at home or at work, her feelings of hopelessness 
and despondency, and other symptoms of depression. On 
admission she satisfied the criteria for the DSM-III diagnosis 
of major depression without melancholia. This was her third 
admission for depression. All three episodes appeared to 
have been precipitated by an object loss that recapitulated 
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her abandonment by her biologic mother and subsequent 
adoption at age 3. 

On admission to the hospital Ms. A appeared healthy, anc 
results of a physical examination were norma! except for 
pain and weakness in the left knee secondary to chondroma 
lacia; she was 168 cm tall and weighed 94 kg. she had had : 
hysterectomy and was previously admitted for vague neuro- 
logical symptoms, which included left-sided paresthesias anc 
decreased sensation made worse by warm baths. Her neurol- 
ogist had not positively diagnosed these symptoms, but the 
were thought to be conversion symptoms. 

Her medications on admission were cimetidine, 300 m, 
q.i.d., for abdominal distress and buffered aspir:n as needec 
for knee pain. Both medications were continved during th: 
hospitalization. Findings from admission laboratory urine 
and blood studies, including liver function tests, were al 
normal. Chest X-ray and electrocardiogram were also reac 
as normal. 

On the first hospital day she began treatmert with 75 mg 
day of imipramine, and this was increased to 125 mg/day the 
following day. The total dose was decreased to 100 mg/da: 
on the Sth hospital day because of excessive cry mouth anc 
urinary hesitancy. Because these symptoms persisted, on thy 
9th day she was switched to desipramine, 125 mg/day. Afte 
receiving 25 mg on day 2 of this regimen, she had a marke: 
increase in side effects—urinary retention, blurred visior. 
severe dry mouth, and dizziness. Her blood pressure chang: 
from lying to standing was 130/80 to 90/70 mm Hg, with : 
heart rate increase of 88 to 116 beat/min. 

Because of this severe and unexpected react:on to desiprz- 
mine, it was discontinued. Since it was suspected thz: 
cimetidine might be interacting with imipramire and desir - 
ramine metabolism, we obtained Ms. A's consent to stud: 
imipramine and desipramine pharmacokinetics with an! 
without cimetidine. 

On day 12, while still receiving cimetidine, 390 mg q.i.d . 
Ms. A was again given imipramine, 100 mg;dav. Twelvc- 
hour postdose serum samples obtained on days 16, 17, an 
18 revealed imipramine concentrations of 343, 341, and 33? 
weg/liter, respectively. Simultaneous desipramire concentre - 
tions were 130, 131, and 133 yg/liter. The mzan concentre 
tion of imipramine plus desipramine, therefor2, was 472 ps5 
liter; the ratio of imipramine to desipramine was 2.6. Sinc. 
the variations among imipramine and desipramine concer 
trations are less than the limits of sensitivity of the assays, th. 
values can be considered to be steady-state. On the 8th dz. 
of this regimen, serial postdose measurements were obtainc. 
to determine pharmacokinetic variables. Tne eliminatio 
half-life for imipramine was calculated to be 43.7 hours, an 
the plasma clearance was 210 ml/min. 

At this point cimetidine was discontinued end the imipr: 
mine was continued at 100 mg/day. The serum concentre 
tions dropped markedly. Twelve-hour postdcse serum san 
ples obtained on days 7, 8, and 9 after cimetidine w: 
discontinued revealed imipramine concentrations of 19f, 
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194, and 190 pg/liter, respectively, and desipramine concen- 
trations of 185, 186, and 190 pwg/liter, respectively, indicat- 
ing that steady-state had been attained. The mean combined 
concentration was 381 g/liter, and the imipramine-desipra- 
mine ratio was 1.0. Serial postdose concentrations were 
obtained, and the elimination half-life for imipramine was 
calculated to be 22.8 hours. The plasma clearance of imipra- 
mine was found to have increased dramatically to 355 ml/ 
min. 

Ms. À continued to improve on this dose, without com- 
plaints of anticholinergic side effects. Her abdominal distress 
did not recur, and she was discharged on the 25th hospital 
day on a regimen of 100 mg/day of imipramine without 
cimetidine. 


DISCUSSION 


Although cimetidine has been shown to interfere 
with the metabolism of various drugs, to our knowl- 
edge this is the first case report that documents cimeti- 
dine's interference with the metabolism of a tricyclic 
antidepressant. Our patient experienced severe dry 
mouth, urinary retention, blurred vision, dizziness, 
and orthostatic hypotension while taking usual thera- 
peutic doses of imipramine and cimetidine. Our find- 
ings indicate that cimetidine interferes with the clear- 
ance of imipramine, resulting in excessive serum con- 
centrations. 

Imipramine is almost totally metabolized by the 
liver's cytochrome P459 enzyme system to 2-hydroxy- 
imipramine and desipramine. Desipramine is further 
metabolized to 2-hydroxydesipramine. The serum 
half-life of imipramine in adults is generally reported 
to be 8 to 24 hours, with the ratio of imipramine to 
desipramine being 1.0—1.2, and the plasma clearance 
being 500—1000 ml/min (4—8). The ratio of imipra- 
mine to desipramine is lower in children and adoles- 
cents, implying that they have accelerated metabolism 
of imipramine to desipramine (5). A recent study (6) 
looked at a group of alcoholics and found that they 
also had accelerated rates of imipramine clearance 
when not drinking, with an imipramine-desipramine 
ratio of 0.6 and an intrinsic clearance of 2440 ml/min. 
The authors of the report concluded that this was due 
to enzyme induction by alcohol. Barbiturates and 
methylphenidate have been reported (9) to induce liver 
enzymes and increase the metabolism of the antide- 
pressants; these drugs lower the plasma concentrations 
of antidepressants by as much as 5095, requiring an 
increase in the dose. Antipsychotics (e.g., haloperidol, 
fluphenazine) have been reported (10) to inhibit anti- 
depressant clearance; they have been shown to in- 
crease the plasma concentrations of antidepressants by 
40% to 50%, making it necessary to reduce the dose of 
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the antidepressant when antidepressants and antipsy- 
chotics are given simultaneously. 

We found that cimetidine interfered with the clear- 
ance of imipramine and led to elevated serum concen- 
trations of imipramine and desipramine, which pro- 
duced adverse effects. From our data it appears that 
cimetidine inhibited the demethylation of imipramine 
to desipramine. One would expect that it would also 
inhibit the hydroxylation of imipramine and desipra- 
mine, as this involves the same enzyme system. Since 
desipramine was produced from the metabolism of 
imipramine throughout the sampling period, it was 
impossible to determine whether cimetidine also im- 
paired the clearance of desipramine. The best method 
to conclusively determine this is to study patients 
receiving desipramine. We believe that this interaction 
between tricyclic antidepressants and cimetidine war- 
rants further study to investigate other possible fac- 
tors, such as altered protein binding of tricyclic antide- 
pressants secondary to cimetidine administration. 
Meanwhile, we recommend that this interaction be 
considered when a patient is treated concurrently with 
a tricyclic antidepressant and cimetidine. 

This case also illustrates the need to avoid overuse of 
cimetidine for gastric complaints without objective 
clinical data, particularly in depressed patients, who 
commonly have many somatic complaints. This is 
especially important as the list of possible adverse 
effects and drug interactions with cimetidine continues 
to grow. 
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Reversal of Dexamethasone Suppression Test Nonsuppression 
in Alcohol Abusers 


Gary Newsom, MC USAF, and Neville Murray, M.D. 


Of 75 detoxified alcohol-abusing inpatients given the 
dexamethasone suppression test (DST), 13 
demonstrated nonsuppression and returned to 
normal suppression after 4 more weeks of 
abstinence. The authors question interpreting 
nonsuppression in alcohol abusers as indicating 
major depression without a significant period of 
abstinence. (Am J Psychiatry 140:353—354, 1983) 


D epression associated with alcoholism is often 
observed, but the frequency of the association 
varies widely, ranging from 3% to 98% (1, 2). Distin- 
guishing primary from secondary depression is crucial, 
since the former may respond to antidepressant medi- 
cation and the latter to psychosocial interventions 
directed toward inhibiting alcohol consumption. The 
dexamethasone suppression test (DST) has been touted 
(3—6) as a promising biochemical marker to aid in the 
diagnosis of major depression. It has also been noted 
(6) that acute withdrawal from alcohol has been 
considered a cause of nonsuppression (a *'false posi- 
tive" result), but it has been unclear whether the DST 
is useful after detoxification. 

The present study is an attempt to use the DST as an 
independent variable to identify major depression in 
consecutively admitted alcohol abusers, allowing for 
early and appropriate psychotropic drug intervention. 


METHOD 


Physicians working in conjunction with the alcohol 
treatment facility at Wilford Hall Medical Center at 
the Lackland Air Force Base ordered a screening DST 
on all patients entering the program. We excluded 
patients who had any history of Cushing’s disease or 
syndrome (or alcohol-induced pseudo-Cushing's syn- 
drome) (7) other endocrinopathies, serious acute 
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physical illness, drug abuse, severe weight loss, or 
evidence of malnutrition. None had a history of recent 
treatment with phenytoin sodium, barbiturates, or 
meprobamate. During our study period, 75 patients 
met these criteria. 

Within 48 hours of admission the patients under- 
went a structured clinical interview by a psychiatry 
resident and a staff psychiatrist. They were diagnosed 
in accordance with DSM-III criteria. After admission 
patients underwent routine laboratory tests. 

The DST was performed after an average of 11 days 
of abstinence. All patients were benzodiazepine-frec 
for 48 hours before testing. The DST was repeated in 
nonsuppressors after 4 more weeks of abstinence to 
ensure that their nonsuppression was consistent. Using 
a different protocol, Oxenkrug (8) noted nonsuppres- 
sion in a small sample of abstinent alcoholics. 

Patients received 1 mg of oral dexamethasone at 
11:00 p.m. after a baseline cortisol determination. 
Cortisol samples were drawn at 4:00 p.m. and 11:00 
p.m. the next day. Cortisol levels were assayed by 
solid-phase radioimmunoassay. We used a conserva- 
tive criterion for normal pituitary-adrenal suppres- 
sion—a reduction of serum cortisol to less than 6 g/d’ 
over the 24 hours after dexamethasone administratior 
(4). 

Ninety percent of the patients were men. The pa- 
tients’ ages ranged from 18 to 66 years (mean- 36). 
With rare exceptions, they required no medicatior 
throughout their hospitalizations except for 25—10C 
mg/day of chlordiazepoxide as needed for withdrawa 
symptoms during the 3—4 days of detoxification. Four 
patients had clinical and laboratory findings consisten. 
with alcohol-induced pseudo-Cushing's syndrome anc 
were excluded from the study. No other patients me: 
Carroll and associates! exclusion criteria (6). 

The number of days of abstinence before patients’ 
testing ranged from 3 to 50 with a mean (+SE) o; 
11+.1. Fourteen patients (19%) had abnormal live- 
function tests, and 10 (1396) had a historv of psychiat 
ric disorders (diagnoses included personaiity disorder. 
other than borderline and antisocial personality). No 
patient had a history of affective disorder or psychosis. 
Thirty-three (4496) of the patients had a primar 
relative with a history of alcoholism. Forty patient; 
(5396) received a DSM-III diagnosis of aicohol abuse, 
and 35 (47%) met the criteria for alcohol dependence. 
No patients met DSM-III criteria for major depres- 
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sion, although all had initial subjective complaints of 
depression. 


RESULTS 


Seventeen patients (23%) showed pituitary-adrenal 
nonsuppression after dexamethasone administration. 
The mean (+SE) cortisol level of the nonsuppressors 
was 8.2+1.4 g/dl at 4:00 p.m. and 9.11.6 pg/dl at 
11:00 p.m. Thirty-four (45%) of the patients who had 
normal suppression had cortisol values of less than 2 
weg/dl at both determinations. As noted, 4 of the 17 
who demonstrated nonsuppression were excluded, 
leaving 13 nonsuppressors. The mean (+SE) age of the 
suppressors was 37+4.7 years, and the age of the 
nonsuppressors was 32+3.8 years. The symptoms of 
the 2 groups had lasted 19+4.0 and 15+4.6 years, 
respectively, and they had been abstinent for 1133.2 
and 12+2.0 days. None of these differences was 
significant, nor were the differences in number of 
abnormal liver function tests, amount of chlordiaz- 
epoxide received during detoxification, history of alco- 
hol-induced sequelae, or psychiatric history or diagno- 
sis; however, family history was significantly correlat- 
ed with nonsuppression, as shown in table 1. 

The 13 patients who showed nonsuppression under- 
went another DST 4 weeks after the initial determina- 
tion, and all of them had returned to a normal state of 
suppression. The mean number (+SE) of days of 
abstinence at the time of the repeat test was 4042.6. 
This return to normal suppression was not correlated 
with any clinical change according to staff blind to the 
results of the DST, but no psychological testing was 
done at the time of either test. 


DISCUSSION 


These findings indicate that the DST is limited in 
usefulness as an independent variable to identify major 
depression in alcohol abusers even when they remain 
abstinent for a number of weeks. It is noteworthy that 
3 of our nonsuppressors had been abstinent for 1 
month when initially tested, and the average length of 
abstinence after which normal suppression returned 
was 40 days. This is consistent with animal studies (9) 
using alcohol-adapted mice which showed that it 
requires 4 weeks of abstinence to effect a loss of 
tolerance to alcohol in the hypothalamic-pituitary- 
adrenal axis. Our data are also consistent with Lam- 
bert and associates’ data (7) on patients with alcohol- 
induced pseudo-Cushing’s syndrome who showed a 
return to normal DST suppression after 4 weeks of 
abstinence. Our patients, however, had neither his- 
tories of chronic alcohol dependence nor the labora- 
tory and clinical findings of Lamberts and associates’ 
patients, which made prediction of nonsuppression 
much easier in that group. 

Further studies examining dexamethasone plasma 
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TABLE 1. Variables of Suppressor and Nonsuppressor Alcohol 
Abusers Given the Dexamethasone Suppression Test 


Suppressors Nonsuppressors 
(N=62) (N==13) 

Variable N % N % 
Demographic 

White 51 82 12 92 

Nonwhite 11 18 1 8 

Primary relative with 

history of alcohol 

abuse 24 39 9 69 

Psychiatric history 8 13 2 15 

History of alcohol- 

induced sequelae 7 11 2 15 
Symptomatic 

Abnormal liver func- 

tion tests 11 18 3 23 

DSM-III diagnosis of 

alcohol dependence 33 53 7 54 

DSM-III diagnosis 

of alcohol abuse 29 47 6 46 


aSignificant difference between groups (x^«4.06, p<.05). 


levels could counter the argument that nonsuppression 
was based on abnormal absorption of dexamethasone 
or noncompliance. The finding of a positive correla- 
tion with family history also warrants further study 
and raises questions about the influence of genetic 
factors in the pathophysiological response to alcohol. 

There is sufficient evidence to question the validity 
of an interpretation of major depression in an alcohol- 
abusing population based on DST nonsuppression. 
The findings of this study indicate that a significant 
period of abstinence from alcohol is required before a 
an interpretation of DST nonsuppression can be 
made. 
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Delirium Associated With Lithium-Induced Hypothyroidism: 
A Case Report 


Margaret S. Norris, M.D., Roy J. Mathew, M.D., and Warren W. Webb, Ph.D. 





A 55-year-old woman who was receiving lithium and 
thioridazine was admitted to the hospital with 
symptoms of hypothyroidism and delirium. The 
symptoms disappeared when both drugs were 
discontinued and the patient began thyroid 
replacement therapy. (Am J Psychiatry 140:355—356, 
1983) 


ypothyroidism is a well-known complication of 

lithium therapy (1, 2). Lithium decreases the 
secretion of thyroid hormones T; and T; and increases 
the production of thyroid-stimulating hormone (TSH) 
(1). Lithium-induced hypothyroidism may be limited 
to laboratory findings or may manifest itself as classi- 
cal myxedema, depending on the preexisting level of 
thyroid function and the degree of reduction in thyroid 
hormone secretion. Psychiatric manifestations of myx- 
edema are well documented. Affective changes, psy- 
chotic symptoms, confusional states, and, in extreme 
cases, dementia (3—5) have been reported. We report 
here the case of a woman who had symptoms of 
lithium-induced hypothyroidism and delirium. 


CASE REPORT 


Ms. À, a 55-year-old woman, was admitted to the hospital 
from a boarding home; she had complained for 1 month of 
having insomnia, daytime drowsiness, and confusion. She 
had a 30-year history of psychiatric illnesses diagnosed at 
different times as schizophrenia, manic-depressive psychosis, 
and schizoaffective disorder. Two years before this admission 
Ms. A was started on a regimen of lithium carbonate. At that 
time her thyroid functioning was within normal limits (T., 
1.4 ng/dl; normal range, .9—2.5 ng/dl). She was initially 
taking a combination of lithium carbonate (300 mg b.i.d.) 
and thioridazine (100 mg in the morning and 200 mg at 
night). After the onset of her current complaints and 14 days 
before her admission, her medication was increased to 300 
mg t.i.d. of lithium and 100 mg of thioridazine in the 
morning and 300 mg at night. Thioridazine was discontin- 
ued 3 days before and lithium 1 day after admission. 
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At the time of her admission, Ms. A showed profound 
psychomotor slowing. On the second day she was totally 
disoriented to time, place, and person. Her degree of impair- 
ment was so severe that clinical tests of attention and 
concentration, such as digit span and serial-seven subtrac- 
tion, could not be administered. Her short- and long-term 
memory was grossly impaired. Her thought process was 
disjointed and paranoid. She did not, however, have any 
clear-cut delusions or hallucinatory experiences. Her mood 
was very labile. It fluctuated from depression to spasms of 
elation. Psychological testing was not possible because of the 
severity of Ms. A’s confusion. She could not copy a square or 
write her own name. 

During the physical examination it was noted that Ms. A 
was obese, had very dry and scaly skin, and had a hoarse and 
husky voice; otherwise, the examination findings were unre- 
markable. Soon after her admission, she complained of 
feeling cold and required blankets all the time. The results of 
all laboratory tests were within normal limits, except for thc 
thyroid function tests. Her serum-free thyroxine was .68 ng 
dl, serum quantitative triiodothyronine was 78 ng/dl (norma: 
range, 75—200 ng/dl), and her serum TSH level was 45 pU 
ml (normal range, 0—8 U/ml). Her serum lithium level or 
the day of admission was .71 mEg/liter. Thyroid antibodies 
were detected in the serum (microsomal antibody was posi- 
tive at 1:409600 and antithyroglobulin was positive at 1:32 
dilutions). An EEG recording showed diffuse backgrounc 
slowing and disorganization consistent with generalizec 
encephalopathy. À lumbar puncture was performed on hos 
pital day 3, when Ms. A's confusion was at its peak. The 
appearance and chemistry of the CSF were within norma 
limits, and lithium could not be detected in the fluid. 4 
computerized tomographic scan of the head did not revea' 
any abnormalities. 

Ms. A was started on .025 mg/day of levothyroxine or 
hospital day 3. She responded to the drug within 2 to 3 day: 
and made substantial progress, both physically and mentally. 
She lost about 4 kg within the next week, her voice became 
clearer, her skin became less scaly, and her complaints o 
feeling cold ceased. She became more spontaneous and alert, 
and her confusion began to disappear rapidlv. On hospita 
day 12 psychometry was performed. Ms. A was able to 
perform the tasks slowly. She had an IQ of 67 on the WAIS. 
When the tests were repeated on day 25. her IQ hac 
increased to 88, where it stabilized. Her confusion hac: 
cleared completely by then, and there were no detectable 
abnormalities in her mental status. Her clinica: improvemen: 
was paralleled by laboratory indices of thyroid function. A 
week after Ms. A was started on levothyroxine, her serum 
free thyroxine increased to 1.1 ng/dl and her TSH decreasec 
to 12 pU/ml. It was felt that her rapid improvement was du: 
largely to the return of her own thyroid function. Thyroic 
replacement therapy was withdrawn 2. weeks later, and Ms. 
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A continued to maintain the improvement. When the thyroid 
function tests were performed 1 month later, her serum-free 
thyroxine level was 1.2 ng/dl, her serum quantitative tri- 
iodothyronine was 210 ng/dl, and her TSH level was 5.6 
p. U/ml. 


DISCUSSION 


Both the patient's clinical picture and the laboratory 
findings strongly indicated hypothyroidism. Her symp- 
toms justified the DSM-III diagnosis of delirium, 
although it was difficult to establish with absolute 
certainty the cause for her delirium. The association 
between hypothyroidism and delirium is well docu- 
mented (6—8). Thus, disordered thyroid function 
would seem to be the most likely explanation for the 
development of delirium in this patient. Two other 
possibilities were considered: lithium neurotoxicity 
with “normal” serum concentrations (9) and toxicity 
because of the neuroleptic-lithium combination (10). 
Several facts argue against these possibilities. The 
patient was taking the same doses of lithium and 
thioridazine for several months before the delirium 
appeared. Both syndromes are characterized by florid 
peripheral neurological symptoms; however, the pa- 
tient did not show any peripheral symptoms, except 
for those of hypothyroidism. Her plasma levels of 
lithium were within the therapeutic range; and no 
lithium could be found in the CSF obtained at the time 
when the delirium was at its worst. The rapid reversal 
of the delirium together with the physical and bio- 
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chemical indices of hypothyroidism shortly after the 
start of thyroid replacement therapy support the likeli- 
hood of the causal role of hypothyroidism. The elevat- 
ed antithyroid antibodies indicate preexisting subclini- 
cal thyroid disease. The return of the patient’s thyroid 
function to normal levels, even after withdrawal of 
levothyroxine, suggests that the hypothyroidism found 
at the time of admission was not primary but was 
induced by the lithium. Patients with borderline thy- 
roid abnormalities are more prone to develop clinical 
hypothyroidism when taking lithium (1). 
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PSYCHOTHERAPIES 


Psychotherapy: A Basic Text, by Robert Langs, M.D. New 
York, Jason Aronson, 1982, 754 pp., $40.00. 


The Psychotherapeutic Conspiracy, by Robert Langs, M.D. 
New York, Jason Aronson, 1982, 323 pp., $34.50. 


The style and views of Robert Langs as expressed in a long 
series of prolix books come to a culmination in these two 
volumes, which should be read together for a complete 
appreciation of his work. I have discussed both his style and 
his views in previous publications (1, 2), and there is neither 
any point to nor space for repeating myself here; I will 
concentrate only on the books under review. The two books 
present an entirely new approach to psychotherapy, which 
Langs labels alternatively “communicative therapy" or 
"truth therapy." All other forms of psychotherapy, 300 of 
them by Langs’s count, are lumped together, from nude 
groups to Freud and modern psychoanalysis, and termed “lie 
therapy,” carried out by “liars.” We are told (p. 257 of The 
Psychotherapeutic Conspiracy) that these terms are used 
“without a shred of moral implication.” We are clearly and 
repeatedly informed that there is only one form of truth 
therapy, and that all psychotherapists who do not practice it 
are engaged in an unconscious conspiracy to hide the truth 
from themselves and their unfortunate but willing victims, 
the patients. Furthermore, this tradition of conspiracy is 
handed down from the most experienced psychotherapists to 
their students by means of a process called supervision, a 
situation in which “the supervisee is indeed at the mercy of 
the supervisor, who often lacks a sympathetic ear” (p. 19 of 
The Psychotherapeutic Conspiracy). 

Especially in The Psychotherapeutic Conspiracy, which 
represents a kind of action manifesto based on the theories 
presented in great detail in Psychotherapy: A Basic Text, a 
number of undocumented descriptions of psychotherapists 
are presented that will make your skin crawl and send all 
enemies of psychotherapy into raptures of delight. These are 
too numerous to mention, but typical examples are, “‘It is the 
therapist who is the main perpetrator of harm and distor- 
tion” (p. 55) and, “In psychotherapy, since the triggers stem 
from the therapist and frequently reflect pathological needs 
and wishes of which he or she is unaware, this type of 
decoding meets with great conspiratorial resistance” (p. 
212). By the time one finishes this sort of thing (also don’t 
miss the comments on pp. 204 and 230), the ordinary 
psychotherapist and even the training psychoanalyst emerge 
as malevolent beings engaged in collusion with helpless but 
willing patients, the “vast majority" of whom, according to 
Langs, worship their therapist. 

This horrendous picture, which includes even Freud, pro- 
duces a shock of revulsion against psychotherapists that is 
hard to equal, even though Langs insists that all lie therapy is 
based on an unconscious conspiracy. There is a clear hint 
that those few followers of truth therapy (adherents of 
Langs) who show a “fierce dedication to the total truth” (p. 
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317), are facing a conspiracy from other psychotherapists, 
who “collectively have created a form of madness" (p. 39). 
The ferocity of such writing and the kind of resoonse that it 
brings (see, for example, the letter from Blanck end Blanck 
[3] and Langs's reply [4]) are apparent. Clearly, if Langs is 
correct we must abandon the fundamental premises of 
psychoanalysis—which Langs calls *an elaborate fiction 
system” (p. 242)—and all other forms of psychotherapy, and 
begin all over again as members of his new school. 

The methodology on which Langs’s new school is based is 
now named "trigger decoding," which if followed. reveals 
"rampant collusion” between psychotherapists aad patients 
to ignore the fundamental and most significant truths about 
their interaction. The unconscious of the patien: receives the 
pathology of the therapist and transmits by means of free 
association a “‘series of encoded messages regarding the 
interaction with the therapist” (p. 197), which lie therapists 
then proceed to ignore. Everything stands or falls on one's 
willingness to read these messages in Langs’s fas uon; in both 
books he gives clinical vignettes of how he does :t, and in The 
Psychotherapeutic Conspiracy he goes over :he cases of 
Breuer and Freud as well as Freud's famous “Irma dream" to 
prove his point. In the latter material he ignores the continu- 
ous stress he places in Psychotherapy on vaiidation of 
intrepretations; thus in The Psychotherapeutic Conspiracy 
dreams from patients, student therapists, and Freud are 
simply “read” by Langs to make his point without opportu- 
nity for clinical validation of his interpretatiors. However, 
ample material is presented in Psychotherapy to show how 
Langs does indeed seek validation in subsequent clinical 
material, and he always seems to find it. 

Therefore, we have in these books not simply another 
mindless polemic against psychotherapy but a pair of books 
resembling Das Kapital and Tbe Communist Manifesto, in 
which the second work is a call to action in a rhetorical style 
but is based on the serious detailed theorizing aad study of 
the first. Similarly, Psychotherapy is long and ponderous, 
whereas The Psychotherapeutic Conspiracy is much shorter, 
slashing, and to the point (in spite of numerous misspellings 
overlooked by the editor). ‘‘Psychotherapeutic interaction" 
sums up the huge theoretical edifice Langs has carefully built 
on his application of “trigger decoding" to clirical material 
from various sources, in which he has discovered, for 
example, that every characterization of a p2rson in the 
patient's material must be monitored as an :mage of the 
therapist and an attempt to communicate something to the 
therapist about himself (see p. 237 of Psychotherapy). The 
tone of this book undergoes a curious change bv about 500 
pages; up to then the focus is almost entirely on the 
pathology of the therapist as reflected in material decoded by 
Langs, but then he more modestly presents his theory as an 
attempt to counterbalance the excessive “tendency among 
therapists to think primarily in terms of the patient's psycho- 
pathology" (p. 528). 

It takes a persevering and dedicated reader to plow 
through all this material, and if Langs had remained with the 
modest counterbalancing approach I believe he might have 
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made his message more palatable, but he seems determined 
to be “‘fiercely dedicated,” and in so doing he has forced on 
us a choice between himself and everybody else in the field 
(except his followers). I am certain he would agree that if one 
chooses for Langs it would require a total abandonment of 
most of the accumulated psychotherapeutic and psychoana- 
lytic findings and publications from Freud to the present, 
because these are based on what he calls a “‘lie-barrier 
foundation” (p. 249 of The Psychotherapeutic Conspiracy). 
This would make Langs the most prominent and revolution- 
ary pioneer in our field since Freud, and even more coura- 
geous, because not only would he, like Freud, have to 
encounter the general disapproval of psychotherapy by the 
medical profession—which has not changed much since 
Freud’s day—but he would also have to challenge bravely 
and overcome a "conspiracy" of the vast number of psycho- 
therapists of all persuasions. 

To get an idea of the extreme difference between Langs and 
all other established authorities in the field one should read 
Basch's fine recent book Doing Psychotherapy (5) to see the 
incredible contrast with an approach based on the work of 
Kohut. Of course, if one does not agree with Langs's method 
of “trigger decoding," then the most one can say for his 
books is that they serve as a warning to the ordinary “lie 
therapist" to watch out carefully for the effects of one's 
interventions and to engage in a continuous process of self- 
analysis, as I have suggested (6), to see if parameters as 
introduced are based on empathy with the patient's needs 
rather than countertransference. There is nothing new about 
this, of course, but it is useful to be warned about it from 
time to time and have Langs looking over our shoulder and 
saying, “A good rule of thumb directs the therapist to search 
for the nontransference component of the patient's manifest 
and derivative communications before identifying transfer- 
ence elements" (p. 529 of Psychotherapy). 
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Psychotherapy Research: Methodological and Efficacy Is- 
sues, by the APA Commission on Psychotherapies. Washing- 
ton, D.C., American Psychiatric Association, 1982, 261 pp., 
$15.00 (paper). 


This review is offered as a panegyric to a comprehensive, 
current, carefully documented, objective, and scholarly trea- 
tise of that exceedingly challenging, ofttimes evasive, ephem- 
eral phenomenon we all know as psychotherapy. 

As a consummate work, the report presents definitions of 
fundamental psychotherapy variables, an imaginative classi- 
fication schema for the various available psychotherapy 
research paradigms, pragmatic and ethical issues, assessment 
issues, cost effectiveness and cost-benefit analyses of treat- 
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ment modalities, statistical issues, which treatment modal- 
ities best serve which types of patients, the possible negative 
effects of psychotherapy, alternatives or adjuncts to the 
classical experimental or clinical trials approach, and, of 
course, a careful reevaluation of the ghost of Eysenck. The 
APA Commission’s treatment of each of these myriad topics 
is well organized, thorough, and punctuated by detailed 
considerations of the various ways of viewing the available 
evidence. 

Although the earlier “gloom and doom" evaluation of 
psychotherapy presented by Eysenck three decades ago has 
been mostly refuted by the results of more recent reviews of 
the psychotherapy literature, the Commission stresses the 
following caveats: the great majority of patients in the 
reviewed studies were mildly disturbed college students, 
undergoing very brief therapy (of only a few months’ dura- 
tion) conducted by relatively inexperienced psychotherapists. 
Also, as the Commission notes, “Qualitative surveys of the 
literature can often lead to conflicting conclusions when 
different investigators evaluate the same domains" (p. 143). 
(As part of a more general phenomenon, see the recent 
papers of Johnson and associates [1], Cotton and Cook [2], 
and McGlynn [3] on differences in conclusions reached by 
meta-analyses on studies of various reward systems.) 

The chapter on statistical issues is a major contribution 
not only to our understanding of research conducted in the 
specific area of psychotherapy but also to our understanding 
of a very broad spectrum of behavioral and biomedical 
research. Five major issues are discussed in this section: the 
measurement of treatment outcome, the reliability of clinical 
judgments, the distinction between statistical and clinical 
significance, the application of power analysis, and an 
assessment of combinatory techniques (meta-analyses) avail- 
able for evaluating the efficacy of psychotherapy as investi- 
gated across almost countless individual studies. Each topic 
is presented in enough detail that even the most untutored 
among the nonspecialists should come away from this schol- 
arly chapter with a relatively good conceptual understanding 
of the major issues. 

With respect to the future status of psychotherapy re- 
search, the Commission notes that “the most potentially 
important is probably the computer as a simulator of 
personality and as a simulator of the therapy interaction" (p. 
211). Several such models have already been developed, and, 
in fact, the National Institutes of Health (NIH) published a 
booklet on computer applications in psychotherapy that 
contained nearly 200 references. 

One of the members of the APA Commission raised the 
question (in the title of a classic comparative study of 
psychotherapies), “Is it true that ‘Everyone has won and all 
must have prizes’?”” When one asks the same question of the 
APA Commission on Psychotherapies, the answer is a re- 
sounding Yes. 

Because of its comprehensiveness and lack of bias, the APA 
report on the psychotherapies should serve the needs and 
interests of a rather wide readership: advanced undergradu- 
ates, doctoral students, research investigators, clinicians, 
teachers, biosatisticians, and that segment of the lay public 
with a general interest in the mental health field. 
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SOMATIC THERAPIES 


Biological Treatments in Psychiatry, by Lothar Kalinowsky, 
Hans Hippius, and Helmfried E. Klein. New York, Grune & 
Stratton, 1982, 424 pp., $49.50. 


Is there room for another textbook that catalogs biological 
treatments in psychiatry? Ideally such a volume would be 
well written, perhaps by one author, be comprehensive and 
even international in scope, attend to historical issues of 
importance, and reflect both the leading edge of treatment 
and standard approaches. Biological Treatments in Psychia- 
try meets several of these specifications but fails in others. 

How refreshing it is to read about convulsive and pharma- 
cological therapies in the context of their history and to read 
details about various stereotactic surgeries. Diverse somatic 
therapies are discussed in far greater detail and with more 
sympathy than is usual in current texts. Most textbooks treat 
sleep deprivation, insulin coma, and carbon dioxide narcosis 
as miscellaneous historical accidents rather than elaborate on 
their historical role and purported efficacy. Certainly, few 
students in the United States have a historical perspective on 
somatic therapies that predate 1954. This volume is most 
pleasant when unveiling history and when communicating 
the clinical experience of the authors. The text in such areas 
is engagingly conversational, with digressions and parenthet- 
ical comments of interest. I found myself feeling parochial as 
I relearned the European contributions to the history of 
somatic treatments in psychiatry. 

Thus this book’s assets include its European perspective, 
conservative clincial approach, historical context, introduc- 
tion of a host of pharmacological agents not available in this 
country, and elaboration of somatic therapies that are rarely 
or partially described in current textbooks. Although the 
bulk of the pharamceutical agents described do not differ in 
efficacy from those available in the United States, the conve- 
nience of some of these unfamiliar agents, such as the long- 
acting haloperidol decanoate, gives us pause to consider why 
they are available. 

The liabilities of this volume include the frustrating refer- 
ence style, which is fraught with error and inconsistency 
(e.g., sometimes the text does not refer to the year of 
publication, making identification in the bibliography diffi- 
cult). Such problems are particularly irritating because the 
authors reference important European publications for the 
American reader. My threshold for an acceptable number of 
typographical errors was exceeded within the first 50 pages. 
Apart from editing difficulties, I wish the authors had put 
their considerable wisdom to use in critically evaluating 
more of the contradictory data they review for us. Finally, I 
felt there was not enough emphasis on diagnosis. Certainly 
the efficacy of biological treatments has been improved 
enormously by modern diagnostic practices. I was particular- 
ly disappointed that there was not more attention to diagnos- 
tic similarities and differences between psychiatry on the 
Continent and in the United States. 

Nevertheless, I can strongly recommend this book to 
students of psychopharmacology and somatic therapies gen- 
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erally and can particularly commend to them the section on 
convulsive therapies. This volume will broaden readers’ per- 
spectives and give them pause to wonder how much farther 
down the road to rational medical therapy we are in 1983. 


GLENN C. DAVIS, M.D. 
Cleveland, Ohio 


Electroconvulsive Therapy: Biological Foundations and 
Clinical Applications, edited by Richard Abrams and Walter 
B. Essman. Jamaica, N.Y., SP Medical & Scientific Books, 
1982, 270 pp., $45.00. 


The editors’ avowed purpose is to reflect the "state of the 
art" of electroconvulsive therapy (ECT) in the 1980s and to 
put together a document that serves both as a reference work 
and as a stimulus for future research. This volume achieves 
both goals, although the contributions to this end are 
variable. This work is of the genre of recent monographs on 
the current status of ECT such as Convulsive Therapy (1) 
and APA's Task Force Report 14: Electroconvulsive Therapy 
(2). 
The book's 12 chapters cover history (Kalinowsky); treat- 
ment indications (Taylor) and techniques (Abrams); a schol- 
arly description of the ECT stimulus (Weaver and Williams); 
effects of ECT with regard to medical physiology (Pitts), 
electroencephalography (Abrams and Volavka), neuroendo- 
crinology (Fink), cerebral chemistry (Essman), and neuropsy- 
chological phenomena (Squire); the prediction of response of 
depressions to ECT (Hamilton); the comparative effects of 
ECT and psychotropic medication in the treatment of depres- 
sion and schizophrenia (Siris, Glassman, and Stetner); and 
the medicolegal and ethical aspects of ECT (Frankel). 

Fink’s chapter on “Neuroendocrine Aspects of Convulsive 
Therapy" is less complete than his book (1), and Squires's 
chapter, "Neuropsychological Effects of ECT,” describes the 
studies of various kinds of memory impairment (retrograde 
and anterograde amnesia) following several modalities of 
treatment (unilateral, bilateral, and multiple-monitored) and 
includes references to work currently in press. 

In the chapters on indications and on technique the 
references cited span the years from 1939 to 1980. Because 
the majority of these studies did not include standard 
diagnostic criteria such as the Feighner Criteria, Research 
Diagnostic Criteria (RDC), or DSM-III; reliable and valid 
outcome measures; double-blind randomized sampling tech- 
niques; careful description of the electrical intervention; or 
the degree of severity of the illness, it is impossible to derive a 
consensus from this work. Nevertheless, although they ac- 
knowledge the need for further studies, the authors draw 
emphatic and unequivocal preferences from these divergent 
data for the employment of one kind of ECT over another 
(bilateral versus unilateral) and the use of ECT versus drugs. 

On the other hand, Siris, Glassman, and Stetner, in their 
chapter on ECT and psychotropic drugs, outline the method- 
ological flaws of many of the studies comparing ECT and 
antidepressant medications. They state, "Conclusions must 
be drawn with caution, however, since most studies were 
either not prospective, or did not utilize optimal antidepres- 
sant dosages for adequate periods of time" (p. 97). None of 
the studies was confined to patients with "atypical" depres- 
sion, for whom the possibility exists that monoamine oxi- 
dase inhibitors (MAOI) may equal or even surpass ECT in 
efficacy of treatment. Because many of the statements of this 
chapter contradict those in "Indications for the Use of 
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Electroconvulsive Therapy” by Taylor, an editorial commen- 
tary on the discrepancies is necessary. Readers are left with 
two sets of conclusions regarding the clinical application of 
ECT, requiring them to analyze the references themselves in 
order to understand the current "state of the art.” 

As noted above with regard to future research, the volume 
implicitly and explicitly highlights the need for rigorous 
methodological studies of the biological as well as the 
psychological parameters that accompany ECT. Until ran- 
domized double-blind clinical trials using reliable and valid 
assessment measures, including those necessary to establish 
diagnostically homogeneous patient groups, and a standard 
reproducible intervention are employed (Weaver and Wil- 
liams), conflicting and inconclusive data, which have stale- 
mated much of the research effort with ECT to date, will 
continue to be produced. In a system as complex as that of 
ECT, where 1) anticholinergic drugs, muscle relaxants, and 
anesthetics are given, 2) a convulsion is produced, 3) biologi- 
cal changes occur both as a result of and in conjunction with 
psychopathophysiologic processes, and 4) patients often 
have supervening medical illness or are of markedly different 
ages, any attempt to sort out correlations, let alone causal 
. mechanisms, will be accomplished only by rigorous scientific 
microdissection of the processes involved, as illustrated by 
Pitts in his chapter, “Medical Physiology of ECT." Pitts 
describes the painstaking work necessary to isolate the 
critical variables that may effect physiological changes ac- 
companying ECT. 

Such research efforts would permit the meaningful testing 
of hypotheses such as the one formulated by Fink and 
Ottosson: that ECT increases the release and cerebral distri- 
bution of hypothalamic peptides (p. 192). This volume is 
noteworthy in that it does provide the salient biological and 
psychological knowledge currently available to advance 
hypotheses for further study. In addition, it provides impor- 
tant data for the clinical application of ECT. In so doing, the 
authors have accomplished their stated task. This book will 
be important for those giving ECT to patients, students 
interested in the biopsychological correlations of this treat- 
ment modality, and those involved in the pursuit of clinical 
or basic science research in ECT. 
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New York, N.Y. 


Antidepressants: Neurochemical, Behavioral, and Clinical 
Perspectives, edited by S.J. Enna, Jeffrey B. Malick, and 
Elliott Richelson. New York, Raven Press, 1981, 272 pp., 
$32.00. 


The editors of this volume had as their goal to provide an 
information source and a catalyst for future research. They 
have succeeded. They projected their audience to be neuro- 
chemists, neuropharmacologists, neurophysiologists, and be- 
haviorists as well as those in pharmaceutical and clinical 
research. In this respect, they underestimated the appeal of 
their work. It is a volume that deserves to be in the library of 
every psychiatry department as well. It will serve well the 
medical student and the physician-in-training who wants a 
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more in-depth understanding of antidepressant psychophar- 
macotherapy. Although it may be too specialized for some, 
many practicing psychiatrists will also find that this text 
illuminates the advances that have been made and remain to 
be made in the etiology and treatment of major depressive 
disorders. 

This book is divided into three broad sections: 1) a review 
of the neurochemical actions of antidepressants and their 
relationships to clinical effects, 2) a survey of animal models 
and neurophysiological parameters such as kindling and 
REM sleep as screens for antidepressants, and 3) an update 
on clinical research with antidepressants. 

My only reservation about recommending this book for 
most psychiatrists is that its strengths are in the basic science 
rather than the more applied sections. As with most texts by 
many authors, it suffers from some unevenness of style and 
emphasis but, in general, flows well. 

The first section outlines the basic neurochemical effects of 
antidepressant drugs, focusing on the tricyclics but also 
discussing monoamine oxidase inhibitors (MAOIs), lithium 
carbonate, and novel agents such as mianserin. This section 
is slightly more than 100 pages long, in comparison with 272 
pages for the entire book. The chapters contained in this 
section are uniformly excellent and cover the subject in 
depth, with chapters on 1) acute and chronic effects of the 
drugs on monoaminergic neurotransmitter synthesis, release, 
and reuptake, 2) interactions of the drugs with other recep- 
tors such as those for histamine and acetylcholine, 3) antide- 
pressant-induced alterations in receptor sensitivity, and 4) 
stereospecific binding sites in the brain for imipramine and 
related drugs. These chapters are well written, terse, and 
understandable by the general psychiatric reader. They pro- 
vide an excellent basis for an improved understanding of our 
current knowledge about the neurochemical effects of these 
clinically used drugs. As an example of their usefulness and 
their broad appeal, at least four persons borrowed this book 
from my laboratory to read this and the next section while I 
was reviewing the book: two psychiatric residents, a post- 
doctoral fellow in neuroscience, and a medical student. I had 
some difficulty getting the book back. 

The next section provides a survey of animal models and 
neurophysiological parameters used to screen for antidepres- 
sant activity. There are chapters on 1) the tetrabenazine 
model, 2) the behavioral despair model, 3) the yohimbine 
potentiation test, and 4) neurophysiologic techniques: spinal 
reflexes, limbic afterdischarges, hypothalamic-induced ag- 
gression, intracranial self-stimulation, kindling, and routine 
and sleep electroencephalography. These sections are written 
by experts in each respective area and hence are quite 
thorough. Although the subjects may sound a bit distant 
from clinical depression, I believe these chapters provide a 
good exposure to the benefits and problems of screening 
techniques for antidepressants. Certainly, from this stand- 
point, psychiatry and neurology departments should have 
the book available for their residents. Moreover, many 
university-based and private psychiatrists would benefit 
from knowing the problems industry faces in trying to find 
novel agents. 

The last section is composed of chapters on 1) lithium as 
an antidepressant, 2) plasma monitoring of tricyclic antide- 
pressants, and 3) an overview of “second generation” antide- 
pressants. Although this section was probably added to make 
the book attractive to clinicians, it misses the mark. These 
three chapters are disjointed from each other and from the 
rest of the book. There is no mention of plasma monitoring 
in either the lithium or the “second generation” chapter, no 
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mention of lithium or new antidepressants in the plasma 
monitoring chapter, and no attempt to indicate how a 
clinician could integrate his or her knowledge of the antide- 
pressant activity of lithium, tricyclics, MAOIs, and the new 
antidepressants to select the right drug for the right patient. 
The authors do not integrate any of the improved under- 
standing of the neurochemistry of these drugs with their 
clinical use. Such a link is sorely lacking. The lithium and 
“second generation" chapters are more opinions than critical 
reviews. The chapter on plasma monitoring is thorough and 
useful, but the authors have published better versions. It 
seems particularly out of place and attempts to cover too 
much. Another chapter is needed to provide a discussion of 
the technical aspects and the problems in this research area 
and to explain the pharmacokinetics and how plasma moni- 
toring is relevant to the care of patients. 

In the final analysis, the editors missed an opportunity to 
make an exceptional contribution to the literature from the 
physician’s standpoint by providing more integration and an 
expanded format for the last section. However, they have 
provided a good informational source that belongs in medi- 
cal school and departmental libraries. Psychiatrists and other 
physicians with an interest in expanding their understanding 
of the basic science foundations of modern clinical psycho- 
pharmacology will find this book well worth reading. 


SHELDON H. PRESKORN, M.D. 
Kansas City, Kan. 


Clinical Pharmacology in Psychiatry: Neuroleptic and Anti- 
depressant Research, edited by Earl Usdin, Svein G. Dahl, 
Lars E. Gram, and Odd Lingjaerde. London, Macmillan 
Press, 1981, 387 pp., $40.00. 


The promise of clinical pharmacology as a tool for rational 
chemotherapy in psychiatry has been largely unfulfilled. 
Given the length of time we have used tricyclic antidepres- 
sants and neuroleptics, the enormous extent of their prescrip- 
tion, and the development of an entire second generation of 
related compounds, there are surprisingly few pharmacoki- 
netic data available. This is particularly evident in the 
paucity of studies relating plasma levels of drugs to clinical 
efficacy and symptom amelioration. Usdin, Dahl, Gram, and 
Lingjaerde present us with an edited volume that summarizes 
much of what is known about the clinical pharmacodynam- 
ics of neuroleptics and antidepressants. This volume is a 
current, informative, and critical—though not comprehen- 
sive—review of the literature. 

Discussions in the early chapters of this book focus on the 
strengths and weaknesses of various analytical procedures 
for measuring drugs as well as methodological problems 
posed by the multiple active and inactive metabolites. 

It has become common to report plasma binding to 
neuroleptic receptors as an indirect measure of drug levels 
(radioreceptor assay). The assets and pitfalls of this approach 
are critically described in section 2. There appear to be 
reasonable correlations between receptor binding and serum 
levels of compounds measured, for example, by radiorecep- 
tor assay as well as relationships between radioreceptor 
assay and clinical effects. Nevertheless, Leysen’s point that 
“binding sites [are] just the start of a large processing and 
regulatory system which results in the final physiological 
effect” serves as an important reminder of how little we 
know of the transduction of receptor binding into cellular 
action and should suggest to us the difficulties in the 
interpretation of binding data. 
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The relationships of plasma levels of neuroleptics and 
antidepressants to clinical response are well reviewed in a 
series of papers. The existence of a relationsnip between 
tricyclic plasma level and effect appears to be closely related 
to the diagnosis of endogenous depression, providing some 
external validating support for DSM-III’s diagnosis of major 
depressive disorder. 

A number of chapters provide information of direct clini- 
cal utility. The pharmacokinetics of tricyclic antidepressants 
in patients with chronic renal failure is reported, giving us 
more information on the use of these drugs in patients with 
renal impairment. Several excellent chapters ciscuss the 
cardiovascular effects of antidepressants. | found the review 
by Glassman and associates illuminating, particularly in its 
description of biphasic cardiovascular effects. It is important 
to realize, as these authors point out, that “the assumption 
that a drug will at a lower dose do slightly less of what it does 
at a higher dose is ... misleading." 

This volume contains many useful tables. 1 have used 
several chapters in a resident psychopharmacology seminar 
and referred medical students to selected sections. Both 
groups found this volume helpful, and I fcvad that it 
stimulated their interest in clinical psychopharrazcology. 


GLENN C. DAVIS, M.D. 
Cleveland, Ohio 


Understanding and Treating Tardive Dyskinesiz, by Dilip V. 
Jeste and Richard Jed Wyatt. New York, Guilford Press, 
1982, 363 pp., $29.50. 


This is a very well written book about one of the most 
complex issues in psychiatry today. Unlike :he previous 
books on this subject (1, 2), this one is an authored mono- 
graph rather than an edited collection of papers, and that 
probably accounts for its superior cohesiveness, clarity, 
continuity, and style. 

What is most impressive about this work is the wealth of 
wide-ranging fact and fiction about tardive dysk:nesia, pre- 
sented in a commendably organized and thoroughly refer- 
enced fashion. There is hardly an aspect of this subject that is 
not eruditely exposed, discussed, and summarized. 

The book is composed of 11 chapters. Chapter 1 is an 
introduction that reads like a primer in psychopharmacolo- 
gy, laying the basic groundwork for the more intricate 
discussions ahead. It also contains a crisp and informative 
history of tardive dyskinesia and how it emerged on the 
psychiatric scene. Chapter 2 is on epidemiology, and the 
authors once again cover the basic epidemiolog:cal concepts 
to facilitate the digestion of the numerous studies in this area 
that are subsequently described and discussed. Chapter 3, on 
clinical manifestations, contains an excellent description of 
the involuntary movement components of tardive dyskinesia 
and the differential diagnosis and prevalence o? each move- 
ment, as well as risk factors, early diagnosis, primary causes 
of dyskinesia in different age groups, and a very lucid 
discussion of how tardive dyskinesia may be subtypcd along 
various biological and clinical parameters. 

Chapter 4 covers etiology, which is broadly d:vided by the 
authors into treatment-related variables (duration, dose, 
polypharmacy, electroconvulsive therapy [ECT], etc.), and 
patient-related variables (age, sex, diagnosis, dentition, etc., 
down to the alleged relationship with blue eyes). Chapter 5, 
on biochemical theories, is a critical and detailed exposé that 
probes the possible role of each major neurotransmitter 
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system in the development of tardive dyskinesia. The reader 
is left with a sober view of how little is known and proven 
despite an abundance of “data.” 

Chapter 6, on neurophysiology and neuropathology, is a 
very good overview of the neurological aspects of tardive 
dyskinesia. Chapter 7 is a brief but useful discussion of 
dyskinesia in children and adolescents. Chapter 8 is about 
dyskinesia with nonneuroleptic drugs, and it provides valu- 
able insights into how iatrogenic dyskinesia may be associat- 
ed with a wide variety of commonly used drugs in addition to 
neuroleptics. Chapter 9 describes various animal models of 
tardive dyskinesia, their utility, and their validity. It is more 
of a general outline than a comprehensive review of the field, 
and is thus appropriate in a book written mainly for the 
clinician rather than the basic scientist. 

Chapter 10, a review of the literature on the treatment of 
tardive dyskinesia, is a veritable tour de force. Nary a case 
report in the most arcane journal (up to 1981) has escaped 
the scholarly search of the authors. The tables in this chapter 
are by far the most complete compendium of drug trials in 
tardive dyskinesia, ranging from the well controlled to the 
sheerly anecdotal. The synthesis of and the insights into this 
mammoth literature are superb accomplishments of hercule- 
an proportions. In chapter 11, the authors present sugges- 
tions for the clinical use of neuroleptics in the light of the 
perspectives generated in the previous 10 chapters. 

An appendix containing the Abnormal Involuntary Move- 
ment Scale (AIMS) and the Simpson Dyskinesia Scale is 
included at the end. Given the extensive coverage of so many 
diverse areas in this book, it was a bit surprising that there 
was no section on the physical measurement and clinical 


quantification of tardive dyskinesia for treatment, research, . 


and follow-up purposes. The references for the entire book 
are alphabetically listed and take up more than 32 pages, an 
eloquent testimony to the extensive research effort invested 
in the text. 

This book must be regarded as the definitive work on 
tardive dyskinesia at this time. It is comprehensive, cohesive, 
and very readable. It is also very well edited and indexed. It 
not only belongs in every psychiatrist’s library but should be 
required reading for psychiatric residents, because tardive 
dyskinesia is a major scientific, clinical, social, ethical, and 
legal issue. This book will be extremely helpful in under- 
standing what the problems are, what questions remain to be 
answered through research, and how to manage patients 
rationally until answers are found. 
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FAMILY THERAPY 
Family Therapy and Major Psychopathology, edited by 
Melvin R. Lansky. New York, Grune & Stratton (Academic 
Press), 1981, 431 pp., $27.50. 


This volume contains 19 chapters written by 21 authors, 
including 4 chapters by the editor. It suffers, as many such 
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collections of papers or chapters by different writers do, from 
fluctuations in quality and some discontinuities. 

The first chapter is a good introduction and one of the best 
in this volume. It provides an overview and explication of the 
uses and limitations of family treatment, emphasizing the use 
of more than one treatment mode for patients with severe 
psychopathology. 

In the last 2 chapters the editor addresses the difficulties in 
adequate research design for family treatment and evalua- 
tion, stressing the incompatibility of randomization of pa- 
tients and families with optimal clinical judgment in such 
designs: when or if clinical judgment is given priority the 
research design may be undermined. These observations 
should be heeded by all those working in clinical research 
centers and research wards in particular. Unfortunately, the 
examples presented in this chapter are not very clear or 
meaningful for the reader. For instance, one example is 
about a patient who refuses to speak of his hallucinations in 
his mother's presence because they involve killing her, but 
the paragraph following the example concerns the emphasis 
on symptoms in pharmacotherapy programs. The writer falls 
into the trap of comparing different treatment modes instead 
of advocating the evaluation of one treatment mode in its 
own right, whether combined with others or not. This 
principle is exemplified in the chapter by Goldstein and his 
colleagues on rehabilitation programs, which studies equiva- 
lent cohorts with and without a particular treatment mode, a 
research design also used by other groups in the United States 
and abroad. Treatments directed at different systems, e.g., 
neurotransmitters and the social field, cannot be compared. 
They may complement each other, or one or the other may 
be adequate by itself, but this does not mean that one is 
better than the other. Penicillin is not “better” than aspirin. 

The last chapter addresses family treatment with hospital- 
ized patients, but not very clearly. Lansky uses the term 
"containment failure" instead of the more usual concept of 
"holding environment," whether the deficiency is in the 
family or the hospital environment. No typology or classifi- 
cation of various hospital staffs or families is offered, and the 
complexity of these interactions is not appreciated. For 
instance, it is easy and obvious to recommend that the same 
therapist who treats a patient in the hospital should follow 
him or her outside, but this recommendation fails to recog- 
nize that good hospital treatment, milieu treatment in partic- 
ular, requires major time and work commitments from the 
inpatient treatment staff, which in turn allows little time for 
such staff members to follow, let alone treat, the same 
patients as outpatients. Moreover, most of our larger hospi- 
tals are not located where most patients reside, despite the 
tremendous increment in general hospital psychiatry. 

The well-known work of Goldstein and colleagues is 
presented well in a chapter by Goldstein and Falloon. These 
authors cover research designs and also pragmatic aspects of 
family work through painstaking educational programs, 
with special attention to families rated high in expressed 
emotions. Laqueur, who originated systematic multifamily 
therapy, is represented in the next chapter through his last 
publication before his untimely death. This work is well 
epitomized in his phrase "sheltered workshops in family 
communication." Bley's chapter on the same topic is a 
companion piece with good illustrations. The emphasis on 
continuity and lengthy treatment rather than frequency or 
intensity is well taken. Families “terminate themselves," and 
it is noteworthy that patients in multifamily posthospitaliza- 
tion groups show a very low rate of noncompliance with 
drug regimens. 
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The next section deals with affective disorders and suicide. 
The first report, “Thresholds Mothers’ Project in Chicago” 
by Judy Musick and colleagues, is the best in this group. The 
emphasis, on depressed mothers’ impairment in functioning 
as mothers, is supported by illustrations. The necessity for 
long-term family therapy is also emphasized. The following 
chapter, on the “Treatment of the Married Bipolar Patient in 
Conjoint Couples Psychotherapy Groups,” is less convinc- 
ing. The commitment to one treatment mode, couples’ 
treatment without children being present, may be a handi- 
cap. 

Richman's chapter on "Suicide and the Family” is compre- 
hensive, addressing both the familial roots of suicide and the 
indications for family treatment regardless of diagnosis. The 
emphasis on borderline patients’ splitting is in order, but the 
implied assumption that the families of such patients are 
usually available to work on such problems is questionable, 
and the “amelioration of malignant relationships" may have 
to be undertaken in dyadic psychotherapy. 

The chapter by Lansky on the ‘‘Narcissistically Vulnerable 
Marriage” also suffers from somewhat obscure illustrations. 
The phrase itself is not defined, nor is there reference to Peter 
Martin, who, I believe, introduced this label for certain 
forms of marital interactions. The patients presented seem to 
be quite diverse diagnostically; furthermore, the emphasis is 
mistakenly only on narcissistic injury, whereas much trouble 
in such marriages arises from the narcissistically derived role 
expectations for self and spouse. One might question wheth- 
er this topic and the next chapter’s qualify under the rubric 
of “major psychopathology,” although Berkowitz’ disserta- 
tion on "The Borderline Adolescent and the Family" seems 
to me the best chapter in the book. He stresses the separa- 
tion/individuation failure of these patients and traces the 
familial roots of their problems. 

The next chapter, on “Family Therapy in the Treatment of 
Alcoholism," is also very good. It spans the practical and 
feasible in these difficult therapeutic endeavors and includes 
useful illustrations. The point that the goal of changing the 
family system takes priority over whether or not or how soon 
the family is dry is well taken and deserves emphasis. Equally 
down to earth is the next chapter on the same topic by D.I. 
Davis, who also emphasizes treatment priorities. 

The chapter on “Anorexia Nervosa and the Family” by 
Yager does not live up to the standard set in the previous two 
chapters, although I find no disagreement with the general 
recommendation that family treatment is one, but not the 
only, necessary treatment mode. The discussion of whether 
the “typical family processes” precede or follow the illness is 
spurious and bespeaks a misunderstanding of systems the- 
ory. The claim that anorexia is an uncommon disorder is 
uncommonly difficult to accept. 

The chapters by Wellisch and Pasnau suffer from a lack of 
appreciation that the family must not only adjust to very 
severe illnesses but also has to follow an evolutionary 
destiny, so that the adjustment to cancer or other severe 
illness is not the only problem or concern for the family 
therapist. The lists concerning organic brain syndrome in the 
Pasnau chapter are not very useful and noteworthy for the 
omission of collagen and autoimmune diseases. The claim 
that medical illnesses usually associated with organic brain 
syndrome require hospitalization is just incorrect. Most of 
these patients are either with their families or in nursing 
homes, and in both instances family support or therapy may 
be useful, if not indicated. The emphasis on a trigenerational 
family history is well taken, provided that it is not limited to 
the routine inquiry about familial diseases and causes of 
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death, as in medical records. This chapter does not contain a 
single account of effective treatment. 

The chapter by West on “Disturbed Adolescents and Their 
Families” provides a research perspective as promised, but 
the claim that a marital history can be uneventful is not 
acceptable if there is to be an emphasis on family focus and 
work. There is good case material, which is well presented, 
but the formulations without a systems viewpoint are not 
good. 

The next chapter suffers from an inadequate appreciation 
of a holistic viewpoint. The difficulties claimed to beset the 
combination of family and pharmacotherapy seem to be 
rather contrived, and it is not stated why, if a treatment 
mode seems indicated, it should not be carried out if 
resources are available and there is no likelihood of doing 
harm. It is poor conceptualization to assume that psy chiatric 
illness, or any other for that matter, arises in a social 
vacuum. If the social matrix is to be considered, as it ought to 
be, any person's family is usually the immediate and most 
important social unit involved. Therefore, whether the pa- 
tient receives insulin for diabetes or a phenothiazine for a 
psychotic disorder, the family should be attended to, not 
only for the sake of coping with the problem in their midst 
but also in order to assure that the familia! needs and 
prerogatives, especially for growth and change, arc mastered. 
In this context I can only agree with the editor’s last sentence 
that, whatever its shortcomings may be, family therapy's 
"use as a central and primary focus and intervention has 
been neglected." On the whole, this volume can serve to 
remedy this neglect. 


STEPHEN <LECK, MLD. 
New Haven, Conn. 


MEDICAL ETHICS 


A Theory of Medical Ethics, by Robert M. Veatch. New 
York, Basic Books, 1981, 372 pp., $20.95. 


In his preface, Dr. Veatch articulates the historical back- 
ground for his theory on medical ethics. It began as he served 
as coordinator for a new program in medical ethics at 
Columbia University's College of Physicians and Surgeons 
created in the 1970s, the time of the first heart transplant, 
kidney machines, and before the Supreme Court's 1973 
decision legalizing abortion. His sources, in a teaching 
program for medical students, were the Hippocratic Oath, 
the Declaration of Geneva, and the Principles of Medical 
Ethics of the American Medical Association (AMA). Dr. 
Veatch writes, 


Increasingly I became frustrated with that method of 
attempting to resolve our medical ethical quandaries. 
Sometimes the real moral question did not seem to turn 
so much on what action a young physician should take 
in a particular case as on the actions of others, patients, 
administrators, judges, or good citizens, should take. 
The focus of traditional codes of medical ethics, howev- 
er, was on what physicians of a particula" group— 
whether the Hippocratic medical sect of ancient Greece, 
the physicians of the worldwide medical cominunity, or 
the members of the AMA—-should do in order to be 
members in good standing of their profession. 


In addition, Dr. Veatch was concerned that the clinician 
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standing at the patient’s bedside was not helped by looking 
up the answer to a particular clinical problem in a code. The 
code only told the physician what a particular group of 
physicians in a particular time and place in history believed 
to be their ethical mandate and was not really satisfying. 
Young students would encounter clinical cases where the 
code gave “the right answer" but the clinicians would say, 
“But is this really right?” especially when the codes and 
oaths conflicted. 

What began in those debates with Columbia medical 
students stayed with Dr. Veatch through his professional 
career as he moved from Columbia to the Hastings Institute 
to the Kennedy Institute of Ethics at Georgetown University. 
The theoretical inquiry culminated in this volume produced 
during Dr. Veatch’s time at the Kennedy Institute of Ethics. 
Dr. Veatch has begun to write about his theoretical frame- 
work, but in doing so has created an intellectual puzzle for 
the clinicians who read and attempt to understand his theory 
of medical ethics. 

The theory as postulated in the book is, on its face, a fairly 
simple one. Dr. Veatch argues for a covenantal or contractual 
model of medical ethics. He believes that there exists a 
“moral community.” This community can agree to a set of 
moral principles because they have the relevant knowledge, 
are sensitive to the feelings of others in the moral communi- 
ty, and have a moral point of view. He suggests that this 
moral community can contract or covenant together to 
acknowledge the basic relationships of the moral communi- 
ty. The result of their covenant would be a set of basic ethical 
principles “discovered by or generated by a moral communi- 
ty bound together in loyalty and fidelity.” The resulting 
principles would express notions of freedom and responsibil- 
ity that are the fundamental basis of morality in the commu- 
nity. Dr. Veatch then suggests that once the basic social 
covenant is articulated, a second covenant spelling out the 
duties of laypeople and professionals when they are interact- 
ing in those roles with one another can be drawn up. That 
second set of principles with the covenant between profes- 
sionals and laypeople would have certain overarching princi- 
ples that could be non-Hippocratic or nonutilitarian. Those 
general principles would be contract keeping, autonomy, 
honesty, avoidance of killing, and justice. And, indeed, 
among those principles there would be a hierarchy. 

Finally, Dr. Veatch has drawn up “for fun" one person's 
initial effort to set out what such a covenant might look like, 
that person being, of course, Dr. Veatch. The covenant is a 3- 
page document in which laypeople and professionals in a 
spirit of “mutual responsibility plead together to establish a 
covenant as the basis of our medical ethical responsibility." 

Condensing the principles of a theory of medical ethics 
into two paragraphs was not an overwhelmingly difficult 
task. Reading and understanding this book was. I would not 
recommend it as reading for the dog days of summer or long 
evenings beside a fireside. It is not the kind of book one reads 
for fun. Neither is it the kind of book the average clinician 
would read for intellectual stimulation and enhancement of 
knowledge unless the clinician happened to have majored in 
philosophy as an undergraduate and remembers the kinds of 
arguments professional philosophers indulge in much the 
way one remembers how to ride a bicycle even if one has not 
done it for a long time. This is the sort of book, it seems to 
me, one needs to read either with a colleague or as part of a 
class. If one reads the book alone, the fine tuning of the 
intellectual arguments, the reasons for and against a particu- 
lar point of view, are lost. This is a book to be read and 
discussed with colleagues. 
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Dr. Veatch has indeed contributed an important and 
original work. He has attempted to develop his own coher- 
ent, ethical theory. I have no doubt that it is a well-conceived 
and well-integrated, comprehensive theory. It just was ex- 
traordinarily difficult for me, a clinician interested in ethics 
and ethical theories, to read and review because of the 
complex nature of the material, the references to others’ 
philosophical theories, and the author's own theoretical 
positions. ] suspect that in future years I will find it a book 
that is useful as a reference and in teaching. However, my 
immediate reaction on reading it is one of being both 
overwhelmed by the content and anxious to get on to a good 
murder mystery that is also well written, internally consist- 
ent, but mucb easier to understand. 


ELISSA P. BENEDEK, M.D. 
Ann Arbor, Micb. 


Troubling Problems in Medical Ethics: Ethics, Humanism, 
and Medicine, Vol. 3, edited by Marc D. Basson, Racbel E. 
Lipson, and Doreen L. Ganos. New York, Alan R. Liss, 
1981, 279 pp., $28.00. 


This book contains the proceedings of the sixth and 
seventh conferences on medical ethics held in 1980—1981 
under the auspices of the Committee of Ethics, Humanism, 
and Medicine, a student-run organization of the University 
of Michigan. 

The conferences are interdisciplinary in nature, with a 
wide selection of speakers and participants from the fields of 
medicine, nursing, public health, philosophy, religion, and 
law. The main objective of the organizers is to acquaint the 
participants with techniques of rational ethical analysis and 
argument rather than to come up with "correct" answers to 
the difficult problems posed. In view of the usual ambiguity 
of moral issues, this approach certainly is the correct one. In 
pursuit of this goal a case description illustrating a number of 
unresolved ethical issues with regard to a particular medical 
problem is presented at each conference. Specific questions 
are singled out for consideration by the participants. Two 
speakers from different disciplines (generally one a clinician 
and one a nonclinician) offer their views about the case and 
the ethical issues underlying it. These views differ, sometimes 
moderately, sometimes a great deal. The conference partici- 
pants then divide into small groups for discussion and come 
up with responses to the questions that have been raised in 
the case report. Finally, these responses are collated and 
summarized. 

The topics discussed deal with 1) affirmative action in 
medical school admissions, 2) drug testing in prisons, 3) 
treating children without parental consent, 4) the decision to 
resuscitate—slowly, 5) competence and the right to refuse 
treatment, 6) when doctor and nurse disagree, 7) doctor 
draft: redistributing physicians, and 8) the right to privacy 
when lives are at stake. 

None of these case examples involves primarily psychiatric 
concerns. However, they all present subtle and puzzling 
ethical problems of medicine in the general sense, and thus 
they should also be illuminating to psychiatrists and mental 
health professionals. The formal discussions are uniformly of 
a high order, and the conclusions reached by the participant 
groups are well reasoned and sometimes surprising. 

The publication of this book and others on bioethics 
attests to a burgeoning interest in the subject among health 
professionals (including those in mental health). Such an 
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interest may represent a counterforce to the attempts of some 
lawyers to solve all problems occurring between people by 
contractual arrangements as if between rational and consept- 
ing adults. It is well to remind us, as this book does 
successfully, that ethics is “inescapably controversial” and 
that ethical issues are seldom so convenient as to involve a 
simple right against a simple wrong. They are far more likely 
to involve a conflict of two rights. In the face of such 
conflicts it is necessary for whoever must make the decision 
to find a rule, a principle, an intuition to guide judgment. 
The exercises contained in this book will help develop such a 
faculty. 


PAUL CHODOFF, M.D. 
Washington, D.C. 
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Psychiatric Hospitals and Private Investment 


Sin: In his pioneering article “The Growth of Investor- 
Owned Psychiatric Hospitals" (July 1982 issue), Alan I. 
Levenson, M.D., M.P.H., noted that opinions on for-profit 
hospital ownership are strongly divided. Since he did not 
elaborate on the reasons some think it is improper, I would 
like to offer three of my own. 

Conflict of interest between profit considerations and 
optimal patient care can and probably must arise at times. In 
the outpatient setting only a fraction of the cost compared to 
that of the inpatient setting is involved, and patients have 
ready recourse to friends and family. Hospitals make profits, 
or lose less, when a high percentage of beds are filled with 
paying patients. The nonprofit hospital is also managed with 
an eye to efficiency and good care, but surplus goes into 
service rather than a few bank accounts. Idealism can be 
cost-effective, too. 

Profit taking by owners of psychiatric hospitals has run 
into many millions of dollars, while mental health care for 
the majority of Americans is grossly inadequate. Providers of 
health insurance are cutting back on coverage. The money 
spent on a few weeks of high-cost hospital care for one 
patient could provide brief outpatient care for scores of 
patients. 

Hospital chains are a strong force in psychiatry politically 
and economically. They will lobby for better mental health 
coverage but, again, with bias. Why should inpatient care be 
covered from the first dollar, at 100%? Why should most 
patients have to invest the first $100 or more for outpatient 
consultation and care? The hospital lobby is strong, the 
"prevention and early intervention" lobby weak. We have 
failed to impress the majority of potential patients with our 
ability to help in early stages; we must impress the public, 
our medical colleagues, insurance companies, and legislators. 
The profit motive is not helping to balance these priorities. 

Physicians are human beings first, professionals second. 
The standard applied to such posts as Supreme Court Justice 
might be considered for us as well: we should avoid even the 
appearance of impropriety. To act as though we can pre- 
scribe conscientiously for our patients without considering 
personal profit and to make grand profits by charging what 
the market will bear for the fortunate few are at best 
unseemly and at worst improper. 


E. JAMES LIEBERMAN, M.D., M.P.H. 
Washington, D.C. 


Sır: In the excellent article “The Growth of Investor- 
Owned Psychiatric Hospitals,” Dr. Levenson described the 
growth of investor-owned psychiatric hospitals, discussed 
the development of multihospital chains and their economic 
advantages, and predicted the further growth of private, for- 
profit psychiatric hospitals. 

Dr. Levenson considered the propriety of physician-inves- 
tors owning and operating for-profit hospitals, but I think he 
understated the problem. The conflict of interest is real. 
Unlike other private practitioners who charge fees for medi- 
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cal services, the investor also collects the rent, e.g., the per 
diem hospital cost. He is thus exposed to conflicts and 
temptations, both conscious and unconscious, to maximize 
profits-in ways that do not optimize the quality of medical 
care. This is done by maximizing the patien: census, by 
admitting patients who might well be treated as outpatients, 
and by maximizing the length of stay despite studies (1, 2) 
that reveal no medical benefits in long hospital stays. 

For example, one patient was kept in a privat: psychiatric 
hospital for 4 months for treatment of a manic episode, 
compared with a length of stay of 21 days in the vsychiatric 
unit of a general hospital where I practice; she felt ready to 
return home after 1 month but was kept in therapy 3 extra 
months. The greater length of stay in private hospitals, 
combined with per diem charges two to three times those of 
general hospitals, results in much larger costs, which attract 
adverse criticism by third-party carriers who are billed 
widely differing charges for the same patient ard diagnosis, 
depending on which facility rendered the trectinent. This 
leads to reductions in psychiatric coverage ın insurance 
policies, as occurred in the Federal Employees Health Bene- 
fits Program in 1981—1982. Psychiatrists are regarded as an 
endangered species confronted with further reductions in 
insurance coverage for psychiatric disorders. I think that the 
problem is exacerbated by the high costs in some for-profit 
hospitals and that psychiatric units in general Fospitals can 
do the job more efficiently at far lower cost. Further, I 
applaud the psychiatrist who works in a general hospital as a 
physician. 

Dr. Levenson raised the issue of cream sk‘mming, the 
admission of patients with insurance to the private hospital, 
often without prescreening, because profitabilitv is maxi- 
mized by admitting patients, not by referring them to less 
intensive and less profitable outpatient therap:es. Indigent 
patients are sent to the emergency room of tne general 
hospital; the private hospital does not share the burden in 
caring for them. The private hospital is also less likely to 
divert resources to training and education programs and to 
research. 

In some private hospitals the professional level of the staff 
is an issue. A psychologist with a master's degrec instead of a 
doctoral degree may provide a service but the full fee is 
charged, or perhaps a social worker or nurse-therapist 
renders the services billed by the hospital or the physician. 
Often the insurance company does not know who renders 
the services it is paying for. In the general hospital, the 
psychiatrist charges for those services he or she personally 
provides. 

Another problem is the provision of care by higher-level 
professional staff and on a more intensive level than the 
patient requires. Costly services are given to patients who do 
not need them; group psychotherapy is often prescribed 
simply because it is reimbursable. 

How many patents really need to be in a hospital? Time 
and again I see patients in hospitals who could be discharged 
but are kept on for days or weeks. Acutely psychotic patients 
are often not given rapid neuroleptic treatment (3) and 
discharged but are kept for weeks or months. Patients with 
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good insurance, especially adolescents, are at risk for long 
stays. Patients are given weekend passes from Friday to 
Sunday and discharged Monday instead of being discharged 
on Friday—or before. Why are most patients discharged on 
Mondays and Fridays, arbitrarily increasing the cost and 
profit? Sometimes a psychiatrist discharges most of his 
hospital patients just before a vacation, which suggests that 
some of them could have been released earlier, and few 
covering doctors are comfortable about discharging patients 
until the attending doctor returns. The lengths of stay 
become excessive and so do the costs and, for the hospital 
owners, the profits. 

Administrators of Blue Cross and Blue Shield in Virginia 
explain that they have gone to court to protest excessive 
lengths of stay with high costs and regularly lose these cases, 
so instead of trying to curtail abuses of care they resort to 
marketing policies which control costs by discriminating 
against patients with psychiatric disorders. These policies are 
attractive to employers who must curb the costs of health 
care. If these policies become popular, as I expect, the private 
hospitals will suffer because they rely on lengthy stays to 
remain in business. Thus the number of for-profit psychiatric 
hospitals might diminish in the future as a consequence of 
third-party curtailments of psychiatric coverage. This issue 
will be decided in the marketplace by the consumers, who are 
increasingly determined to cap escalating health care costs. 

] think we psychiatrists can strike a healthy balance 
between quality and cost of care. We should use the acute- 
care facility only when needed, abbreviating hospital stays 
when they are necessary, using a variety of outpatient 
treatments and community care, and emphasizing less costly 
outpatient psychotherapy as an alternative to inpatient care. 
I do not think we are likely to achieve the goal of brief 
hospital stays when the doctor is also an investor, because his 
financial interests are involved. The conflict of interest can be 
too great. 
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JONATHAN G. SOLOMON, M.D. 
Hampton, Va. 


Sin: Dr. Levenson’s article describing growth in the inves- 
tor-owned sector of psychiatric inpatient facilities under- 
scores the increasing influence from nongovernmental 
sources on the provision of psychiatric inpatient services. 
While psychiatric beds in investor-owned free-standing facil- 
ities, as well as in investor-owned general hospitals, will 
remain an important factor in the future development of 
psychiatric inpatient services, similar developments within 
the community general hospitals deserve mention. 

Expansion of psychiatric inpatient services in the commu- 
nity general hospital, with a concomitant increase in the role 
and influence of general hospital psychiatry, is well docu- 
mented (1, 2). The involvement of investor-owned firms that 
assist in the development and management of psychiatric 
inpatient services in nonprofit community general hospitals 
is facilitating this growth. 

In response to the unavailability of state facilities, the 
increased interest in providing locally accessible psychiatric 
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services, and the heightened involvement of families in the 
treatment of their hospitalized members, small and moder- 
ate-sized community general hospitals are increasingly con- 
templating opening psychiatric units. These facilities antici- 
pate dealing with an entirely new set of issues, regulations, 
and guidelines which are not found in the medical/surgical 
areas but are very much a part of the sometimes turbulent 
psychiatric arena and often lack the kind of specialized 
managerial expertise that is frequently the key to success in 
the provision of psychiatric services. 

Contracting with an investor-owned firm that specializes 
in the planning, development, and management of general 
hospital psychiatric units is an option which can allow the 
general hospital to go ahead with development of its psychi- 
atric service and retain complete autonomy and control over 
that service while at the same time not having to develop de 
novo areas of expertise. Such firms, using private sector 
management and administrative techniques, facilitate func- 
tioning of the psychiatric unit in the general hospital, which 
is for all other purposes a regular part of that hospital, side- 
by-side with its medical, surgical, and other services but 
backed by the managerial expertise in the rather complicated 
area of psychiatric unit administration that these specialized 
firms can render. This hybrid of private sector managerial 
expertise within a nonprofit, community-based institution 
can prove a useful and effective combination for the commu- 
nity general hospital, not unlike the other contracted services 
these hospitals frequently use. 

The existence of investor-owned mental health care man- 
agement firms will be an important factor in the growth and 
success of general hospital psychiatry in the coming years (3). 
The degree of managerial expertise in the psychiatric area 
that these firms possess (as a result of specialization) allows 
hospitals contemplating psychiatric services but unsure of 
their ability to develop and manage them the opportunity to 
establish clinically sound, effective, and fully utilized pro- 
grams as an important part of the overall provision of 
psychiatric inpatient services. 
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HOWARD B. FINKEL, M.S. 
Westfield, Mass. 


Another Case of Doxepin for Irritable Bowel Syndrome 


Sir: “A Case Report of Irritable Bowel Syndrome Treated 
with Doxepin" by Nanette Gartrell, M.D., and Diane Mos- 
bacher, Ph.D. (October 1982 issue) prompted me to report a 
similar case. 


Mr. A, a 32-year-old man, had a 3-month history of 
“stomach problems” consisting of diffuse lower abdominal 
pain, anorexia with a 3.6-kg weight loss, and frequent 
nausea. He did not have diarrhea or constipation. Despite a 
completely negative medical workup, including upper gas- 
trointestinal series and abdominal sonogram, Mr. A was 
mildly concerned that the doctors had missed something. He 
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wondered whether “something is stuck in my esophagus” 
but was able to acknowledge that this might not be the case. 
He became so preoccupied with his stomach that he began to 
withdraw socially and lose interest in most activities. He had 
gotten little or no relief from cimetidine or from a combina- 
tion anxiolytic-antispasmodic agent. 

Mr. A showed no delusions or significant psychopatholo- 
gy but scored in the mild range on the Beck Depression 
Inventory. He was put on a regimen of oral doxepin, 25 mg 
bi.d. After some initial postural dizziness, he reported 
feeling better. Within 1 week, he reported increased appetite, 
decreased preoccupation with his stomach, and less frequent 
abdominal pain. Within 1 month, M. A had gained 1.8 kg, 
reported increased sociability, and experienced only rare 
abdominal pain or nausea. 


This case confirms the experience of Drs. Gartrell and 
Mosbacher and suggests that mildly depressed, hypochondri- 
acal patients with irritable bowel syndrome may respond to a 
small dose of doxepin. 


RONALD W. PIES, M.D. 
University Park, Pa. 


The Assumption of Psychopathology in Psychiatric 
Residents 


Sır: In "The Prevalence and Ramifications of Psycho- 
pathology in Psychiatric Residents: An Overview” (Novem- 
ber 1982 issue), Harvey D. Campbell, M.D., properly re- 
minded us of our responsibilities to our students, our pa- 
tients, and our profession. In listing the stresses that 
psychiatric residents face, however, he overlooked one which 
can be the source of significant emotional turmoil. Ironically, 
that stress appears in the opening sentence of the article: 
“Some have suggested that psychiatry tends to attract many 
applicants with sublimated needs for the resolution of emo- 
tional conflict." In my opinion, this attitude about the 
motivation to become a psychiatrist can itself create signifi- 
cant problems for residents. 

There are healthy people, and some of them become 
psychiatrists because they find the field intellectually stimu- 
lating, personally satisfying, and professionally rewarding. 
When such residents are assumed to have particular uncon- 
scious conflicts on the basis of their career choice they are 
often baffled and hurt, especially when their protestations to 
the contrary are taken as denial of the very problems that led 
them to psychiatry in the first place. 

Healthy residents come to us with the expectation that 
they will be considered junior colleagues. Instead, they can 
find themselves regarded as patients whose personal lives are 
inquired about as a matter of course and whose disagree- 
ments over substantive matters are viewed as transference 
phenomena in supervision. Supposedly voluntary group ex- 
periences for house officers can be equally pernicious. Those 
healthy residents who choose not to participate are often 
placed under enormous pressure by their peers, and residents 
who resist that pressure can be seen by faculty members as 
even more urgently in need of such experiences. It may be, in 
fact, that the “‘first-year slump" (by no means a universal 
phenomenon) reflects the demoralization in house officers 
which is eventually provoked by an atmosphere in which 
they are not taken at face value. 

We must, as Dr. Campbell said, do a better job in the 
identification and care of troubled house officers, but we 
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should not forget that the great majority of residents are 
healthy individuals and that their contract with us is an 
educational, not a therapeutic, one. 


PHILLIP R. SLAVNEY, M.D. 
Baltimore, Md. 


Anticipating Side Effects of Relaxation Treatment 


Sir: In “Side Effects of Relaxation Treatment" (July 1982 
issue), Rebecca Jacobsen, M.S., and Jack D. Edinger, Ph.D., 
described two male psychiatric inpatients (Mr. A and Mr. Bj 
whose underlying dynamic issues interfered with the effec- 
tiveness of relaxation treatment. I had a similar experience in 
which a female cardiac outpatient with no history of psychi- 
atric illness experienced psychotic symptoms, severe hyper- 
ventilation, and physical complaints during a relaxation 
session. 


Ms. C was participating in a study investigating anxiety in 
prolapse mitral valve syndrome (1); 30 patients with pro- 
lapse mitral valve syndrome or other cardiac diseases were 
requested to alternately describe pleasant and unpleasant 
experiences after relaxation. Ms. C was a 26-year-old Philip- 
pine woman with Takayasu’s disease who worked as a nurse 
in a large metropolitan hospital. After a 10-min relaxation 
period, Ms. C was asked to recall an unpleasant incident. She 
said that she was afraid of being alone in her house, 
especially at night. Immediately thereafter, Ms. C began 
hyperventilating and saying that she was “‘most afraid of 
looking at the worms and snakes moving in the ground.” She 
complained of numbness, chest pains, leg cramps, and 
inability to move, and she felt her body being “squeezed” 
and “getting smaller." Her skin temperature dropped 7.3°F 
in 10 min, indicating increased sympathetic nervous system 
activity. Ms. C's panic attack was reversed by instructing her 
in slow, controlled breathing, by instructing her to imagine 
that the squeezing and shrinking were letting go, and bv 
accentuating that she was “warm,” “relaxed,” "safe," and 
“secure.” The remaining four relaxation periods and three 
recollection periods continued without incident. 


Review of this case and the cases of Mr. A and Mr. B 
presented by Ms. Jacobsen and Dr. Edinger suggests that 
such side effects might be anticipated. First, the relaxation 
treatment procedure itself was related to Ms. C’s and Mr. A’s 
phobias. Ms. C was terrified of being alone, and her panic 
attack occurred while she was alone with the investigator in 
a windowless, sound-proofed examining room. Mr. A was 
afraid of his underlying homosexual conflicts, and he was 
afraid of being overpowered during relaxation treatment by 
the male therapist. Second, Ms. C, the only participant in my 
study to experience a severe side effect of relaxation treat- 
ment, had the highest score of the study participants on the 
Taylor Manifest Anxiety Scale, the Fear Survey Schedule, 
and the Mooney Problem Check List. Only 4 patients 
reported more anxiety than Ms. C on the state measure of 
the State-Trait Anxiety Inventory and only 2 reported more 
anxiety on the trait measure. Ms. C discussed her phobia 
without experiencing any anxiety symptoms while in her 
normal emotional state; she coped with her fear by avoiding 
being alone. Third, resistance to change must be considercd 
in relaxation treatment, as in the dynamically oriented 
therapies. Mr. B used his anxiety symptoms to cope with his 
everyday life and could be expected to sabotage any form of 
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therapy that might threaten his typical pattern of function- 
ing. Such side effects need not rule out relaxation treatment 
as long as the clinician is prepared to integrate them into 
treatment. 
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ELAINE A. FINNBERG, PH.D. 
Monterey, Calif. 


Dr. Edinger and Ms. Jacobsen Reply 


SIR: We appreciate the interest in our recent case reports 
shown by Dr. Finnberg, and we found her case description 
most interesting. However, a number of comments about Dr. 
Finnberg’s letter seem warranted. 

First, there appear to have been significant differences 
between Dr. Finnberg’s relaxation procedure and the proce- 
dures we employed. ‘We used the Goldfried and Davison 
“letting go” procedure (1) with Mr. A and the Bernstein and 
Borkovec progressive muscle relaxation procedure (2) with 
Mr. B. Both of these procedures, as is typical of conventional 
relaxation treatment, require the better part of the therapy 
hour to complete. Dr. Finnberg’s 10-min relaxation period 
seems unusually brief, particularly for an initial training 
session. Further, it appears that Ms. C did not experience her 
side effects until after the introduction of an unpleasant 
image by the therapist. This presentation of unpleasant 
imagery is also atypical of relaxation treatment and differen- 
tiates Dr. Finnberg’s procedure from ours. Consequently, it 
is difficult to determine if Ms. C’s side effects were associated 
with the relaxation procedure, the unpleasant imagery, or an 
interaction of relaxation with this imagery. Our patients 
displayed their side effects during the course of relaxation 
training without the introduction of any aversive images by 
the therapists. 

Second, we believe that Dr. Finnberg’s statement “side 
effects need not rule out relaxation treatment as long as the 
clinician is prepared to integrate them into treatment”’ is 
debatable. Recently we conducted a nationwide mail survey 
(3) of clinical psychologists who use relaxation treatment. 
The 116 respondents reported that side effects fostered either 
noncompliance or patient-initiated termination of treatment 
in an average of 3.47% of the cases they treated with 
relaxation procedures. Further, they reported discontinuing 
relaxation treatment in an average of 3.83% of their cases 
because side effects seriously confounded such treatment. 
These findings and our own experience suggest that relax- 
ation side effects may not be easily overcome with some 
patients and for these patients relaxation training may not be 
the treatment of choice. 

Finally, we believe it noteworthy that Dr. Finnberg’s 
patient suffered from Takayasu’s disease. We are not aware 
of any other case reports describing the use of relaxation 
treatment in patients with this disorder. Hence, whether such 
patients typically display reactions to relaxation training 
alone or coupled with imagery procedures is not known. 
Thus, Dr. Finnberg’s report suggests that systematic investi- 
gation of the effects of relaxation procedures in patients with 
Jakayasu's disease is warranted. 
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Interactions of Psychotherapy and Pharmacotherapy 


Sir: I congratulate Toksoz B. Karasu, M.D., for his 
extensive review “‘Psychotherapy and Pharmacotherapy: To- 
ward an Integrative Model” (September 1982 issue). This 
subject seems to be one of the few in psychiatry whose 
literature can still be reviewed in depth. I concur in his 
generalization that drugs affect time-limited and autono- 
mous “state” disorders, whereas psychotherapy relates to 
long-lasting "trait" disorders. | am writing to add a few 
comments that seem relevant to the optimal integration of 
the two therapies. 

To understand how drug therapy and psychotherapy can 
be coordinated, it is important to understand that the 
psychotherapy addresses itself to different goals as the com- 
bined treatment proceeds. At first, the principal interest of 
the psychotherapy is to facilitate the drug therapy by estab- 
lishing and exploiting a positive transference, encouraging 
the patient, helping him or her to overcome the resistances 
generated by distressing side effects, and teaching him or her 
both the benefits and limitations of the medications. As the 
patient recovers from the acute regressive breakdown and 
responds to the drug therapy, a more intensive psychothera- 
py can begin. This includes efforts to undermine neurotic 
symptoms and disabilities due to personality disorders by 
insight, uncovering conflicts and childhood trauma, and 
encouraging the assumption of an appropriate role in the 
community, including appropriate responsibilities and object 
relations. These efforts are obviously synchronized with the 
various shifts in the patient’s clinical picture, and the compo- 
nents of the psychotherapy are combined in whatever pro- 
portion is appropriate. After the psychotherapy has proceed- 
ed for some time, when the therapist has some indication 
that a point of stability might have been reached he or she 
makes some effort to ascertain whether medication can be 
reduced or eliminated. If there is a change in symptoms when 
medication is reduced, the therapist must help the patient to 
understand that the change was induced by the alteration in 
dose but that it often can be related directly to the dynamics 
of the illness. 

One way in which drug therapy and psychotherapy rein- 
force each other is that each modality facilitates the proper 
application of the other. Accurate titration of drug dose can 
be achieved only with the help of observations made in the 
course of psychotherapy: changes in overt symptoms, 
changes in the nature of object relations, dreams, alterations 
of the patient's view of himself and his future, and the 
presence or absence of such findings as guilt, low self-esteem, 
and self-criticism, as well as overt delusions and hallucina- 
tions. At the same time, psychotherapeutic evaluation of the 
patient requires a knowledge of changes in drug dose and the 
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likely effect of such changes to distinguish among drug 
effects, responses to external stress, and manifestations of 
inner conflict. For this reason, the true potential of drug 
therapy can be assessed only when dose is regulated with 
precision, which can best be done in the course of concurrent 
psychotherapy. For the same reason, the practice of some 
analysts and some nonmedical psychotherapists of having 
medication prescribed by a psychiatrist and administering 
the psychotherapy themselves is inelegant and far less than 
optimal, although I recognize that it is frequently the only 
practical arrangement because personnel and funds are 
unavailable. 

Conceptually one can distinguish between the acute re- 
gressive illness and the personality disorder on which it is 
grafted. The drug therapy addresses the former and the 
psychotherapy addresses the latter. In my practice I have 
found (1) that the outcome of psychoanalysis, in terms of 
frequency and quality of improvement, is the same among 
patients who have had concurrent drug therapy and those 
who have not. The advantage of drug therapy is that it has 
permitted psychoanalysis with patients who would otherwise 
have been too depressed, manic, or psychotic to accept 
psychotherapy. 

One exception to the generalization that drugs alleviate 
"state" disorders while psychotherapy alleviates “trait” dis- 
orders is attention deficit disorder, some of the symptoms of 
which respond to stimulant or antidepression medication 
even though it is clearly a “trait” rather than "state" 
disorder. On the other hand, neurotic symptoms, which are 
“state” disorders, such as anxiety, obsessions, and compul- 
sions, can often be alleviated by psychotherapy alone. 

Finally, to a much greater degree than in, for instance, the 
administration of an antibiotic for the treatment of pneumo- 
nia, success in the practice of both psychotherapy and drug 
therapy is determined by the skill of the practitioner. There- 
fore, no study of the efficacy of either of these two modalities 
can be considered valid unless it corrects for the skill of those 
administering them, and skill is only partially correlated with 
experience, 

At this point, I think we need no longer debate whether 
drug therapy and psychotherapy can usefully be combined. 
We should assume that in most cases they should be and 
direct our attention to exactly what happens when they are 
combined. 
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The Opioid System in Anorexia Nervosa 


SIR: "Cerebrospinal Fluid Opioid Activity in Anorexia 
Nervosa" by Walter H. Kaye, M.D., and associates (May 
1982 issue) showed a correlation between CSF levels of 
opioids and degree of severity and acuteness of anorexia 
nervosa, which seems to confirm our suggestion (1) that an 
excessive production of opioids may be associated with this 
condition. This idea seems to be supported by the postulate 
that certain types of anorexia nervosa may be responsive to 
opiate antagonists (2). 

We have further hypothesized that this excessive produc- 
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tion of opioids would result in inhibition of luteinizing 
hormone secretion, a sign found in anorexia nervosa, as well 
as inhibition of the noradrenergic feeding system. Dr. Kaye 
and associates referred to the fact that there may be a 
relationship between the activation of the opioid system and 
that of the hyothalamic-pituitary-adrenal (HIPA) axis in 
anorexia nervosa. However, they indicated that this activa- 
tion may be entirely secondary to the primary malnutrition. 
Notwithstanding this possibility, Walsh (3) considered the 
HPA axis to be activated out of proportion to the degree of 
malnutrition, since patients recovering from simple malnutri- 
tion showed increased cortisol production as they gained 
weight, while in anorexia nervosa the reverse was true. He 
therefore suggested that in anorexia nervosa there are affer- 
ent inputs (probably psychological) which affect the hypo- 
thalamus and hence the rest of the system. In a similar 
manner, it is possible that the opioid response in anorexia 
nervosa may be different from that seen in simple malnutri- 
tion. 

These findings of a possible concomitant activation of the 
opioid and HPA system would indicate the possibility that 
anorexia nervosa is a stress syndrome. 
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Dr. Kaye and Associates Reply 


Sir: Our findings of increased CSF opiate concentration: 
in underweight anorectic patients give rise to some interest 
ing speculations on the possible contributions of opiates to 
the symptoms of anorexia nervosa. Drs. Gillman and Lich 
tigfeld hypothesize that psychosocial stress can produce 
changes in the opiate and HPA system and perhaps generate 
changes in feeding behavior and other systems, such as 
luteinizing hormone. 

The increase in opiate activity could also be an activatior 
of protective homeostatic mechanisms to help the bodv 
decrease metabolic requirements when weight 1s lost. Opi 
ates may act in part to down-regulate metabolic activity b: 
lowering the set point for body temperature and decreasing. 
energy expenditure (1). Underweight anorectic patients have 
decreases in body temperature and decreases ‘n basal meta 
bolic rate. 

Mandenoff and colleagues (2) recently suggested that the 
endogenous opioids encourage obesity in laboratory animal. 
by stimulating appetite for palatable foods and by reducinj, 
energy expenditures. Underweight anorectic patients ofter 
have a dissociation of body image and eating behavior. Thev 
think of themselves as fat yet are obsessed with thoughts o 
food. Often anorectic patients report being afraid to star. 
eating because they fear being unable to stop. Perhaps thc 
increase in opiates in underweight anorectic patients is : 
consequence of compensatory mechanisms to decrease meta 
bolic rate, but this increase in opiates simultancously stimu 
lates appetite. 
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We have observed that during refeeding, anorectic patients 
often have an increase in dysphoria. Increased food intake 
and weight stimulates metabolic rate and is associated with a 
decrease in CSF opiate concentrations. Perhaps the dyspho- 
ria is related to a substantial change in endogenous opiates in 
a short time. We are currently engaged in further studies to 
determine if this hypothesis is correct. 
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Suggested Etiologies of Driving Phobia 


Str: “Driving Phobia in the City of Houston: A Pilot 
Study" by Roy J. Mathew, M.D., and associates (August 
1982 issue) is a welcome addition to the psychiatric litera- 
ture. Driving phobia appears to be an increasingly common 
psychiatric disorder in the urban setting. Whether it is due to 
high population density and crowding or to poor urban 
planning and development, or to both, congested traffic is 
likely to be a causal factor in at least some of these patients. 

We have seen a number of patients with no history of 
phobic responses or other significant psychopathology who 
have developed driving phobias after one or more episodes of 
traffic congestion. The episodes may have lasted from 20—30 
min to 3—4 hours, during which patients have experienced 
intense anxiety and anger, feelings of impotence, and fears of 
losing control. Symptoms of adrenergic hyperactivation 
(sweating, palpitations, etc.) also have been present. 

Driving phobia can be a highly incapacitating disorder of 
urbanism. One of our patients had to move to a smaller town 
because he could no longer function in the city. As with other 
phobias, it may occur with or without panic attacks, and the 
differential diagnosis is important for its therapeutic implica- 
tions. Although it shares some features with agoraphobia 
and social phobia, it appears best to classify it within the 
simple phobias in DSM-III. 

Since urbanization is increasing in the world, further 
studies like that of Mathew and associates are much needed 
to enhance the awareness and understanding of these phe- 
nomena and thus the quality of psychiatric practice in the 
urban setting. 


JUAN RAMÓN DE LA FUENTE, M.D. 
CARLOS BERLANGA CISNEROS, M.D. 
Mexico City, Mexico 


Sır: Dr. Mathew and associates proposed that “driving 
phobia” should be reserved for phobic responses specifically 
related to driving and should exclude phobic responses that 
occur during driving but are secondary to other phobias such 
as claustrophobia or acrophobia. A case recorded at our unit 
suggests that further exclusions might have to be made. 
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Ms. A, a 58-year-old woman, had been under treatment 
elsewhere for dysthymic disorder and generalized anxiety 
disorder for 12 years. At the time she was referred (by Dr. 
Nan P. Bell) to our unit for behavioral treatment of driving 
phobia, Ms. A had held her driver's license for less than 3 
years. Behavioral analysis revealed that she suffered dyspnea 
and leg tremor, apart from subjective anxiety, when driving 
on incorrectly cambered roads, on roads having steep down- 
hill gradients or sharp bends, and under conditions of poor 
visibility. Considering the relatively advanced age at which 
she had learned to drive and the relatively short period she 
had been driving, her anxiety responses in the specified 
situations were judged to be excessive but not irrational. 

Since, in driving, three systems interact dynamically—the 
driver, the car, and the extravehicular environment—Ms. À 
was asked about her car. Her answers and subsequent 
inspection revealed that her car was old, small, and margin- 
ally roadworthy at best. Moreover, the driver's seat and the 
driver's seatbelt had not been properly adjusted. On-the-spot 
adjustments were made, and Ms. A was advised to have her 
car thoroughly checked. Subsequently she reported that after 
wheel geometry adjustments to her car her “phobia” had 
abated to the extent that she no longer avoided trips she 
would normally have wished to make. She still avoided 
driving at night and in other conditions of poor visibility. 


Follow-up 7 years later disclosed that, although Ms. A felt 
she had “improved immensely,” she nevertheless was less 
comfortable with driving than she would wish to be. Thus, 
an ecological perspective substantially and enduringly re- 
duced a pseudo-driving-phobia associated with a preexisting 
psychiatric condition. 


TOM J.P. VERBERNE, B.A. 
Parkville, Victoria, Australia 


Dr. Mathew and Associates Reply 


Sig: Since we started our research project on driving 
phobia in Houston, we have received many letters from 
major cities in the United States and overseas. Apparently, 
this problem is prevalent in cities other than Houston. 
Urbanization would certainly seem to be one of the factors 
involved, but it is unclear at this point whether it causes the 
phobia or brings it out in a predisposed person. The findings 
from our limited pilot study do not provide any clear-cut 
answers. We agree with Drs. de la Fuente and Cisneros that 
more extensive studies in this area are indicated. 

We are not sure if the diganosis of phobia 1s appropriate 
for the patient Mr. Verberne describes. Anxiety while operat- 
ing a marginally roadworthy car seems to be a rational 
response. The reversal of the fear after repair of the car 
strengthens this possibility. 


ROY J. MATHEW, M.D. 

MAXINE L. WEINMAN, DR.P.H. 
KAREN M. SEMCHUK, B.S.N. 
BRUCE LUBOTSKY LEVINE, M.P.H. 
Nashville, Tenn. 


Epileptogenic Effect of Pimozide 


Str: Pimozide, a potent dopamine antagonist and long- 
acting oral neuroleptic, has attracted attention in the litera- 


Am J Psychiatry 140:3, March 1983 


ture because of its long duration of action, its low potential 
for causing sedation, its use in schizophrenic populations, 
and its apparent specific use in monosymptomatic hypo- 
chondriacal psychotic states. Early reports on pimozide (1) 
suggested that it did not cause epileptic seizures, even when 
prescribed in high doses. To my knowledge, the only pub- 
lished report of pimozide’s epileptogenic effect is by Burkitt 
and Faulkner (2), who reported on three patients who had 
epileptiform seizures after dose reduction or discontinuation 
of pimozide. The intervals between reduction in dose and the 
first seizure were 31 and 13 days. The following is an 
additional case report of a pimozide-induced seizure. 


Betty was a 16-year-old girl who was admitted to the 
hospital for treatment of anorexia nervosa. Treatment with 4 
mg/day of pimozide was begun, and the dose was increased 
to 6 mg/day on the second day of treatment. On the second 
day Betty complained of neck stiffness and experienced an 
oculogyric crisis, which responded to benztropine, 2 mg i.m. 
On the third day the dose of pimozide was reduced to 4 mg/ 
day, but later in the day Betty had a grand mal epileptic 
seizure with tonic and clonic phases, which was observed by 
nursing staff. The medication was discontinued immediately 
and there were no further seizures. 

Betty had no history of major or minor seizures, and her 
family history was negative. After the seizure she had a 
normal brain scan, skull X-ray, and blood glucose level. An 
EEG showed two episodes of spontaneous general spike and 
wave bursts lasting 2.5 sec, suggestive of a petit mal abnor- 
mality. A repeat EEG 3 weeks after she stopped the pimozide 
treatment was normal throughout. 
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It is not possible to draw firm conclusions from one case 
report, and the relation between the administration of a drug 
and unwanted side effects may on occasions be fortuitous. 
However, the negative history, absence of drug or alcohol 
abuse, and absence of any withdrawal from any kind of 
medication support the hypothesis. As far as I am aware, this 
is the first reported case of grand mal seizures during 
treatment with pimozide. Both this report and the report by 
Burkitt and Faulkner are compatible with the findings of 
Oliver and associates (3), who studied the convulsant poten- 
tial of a number of neuroleptics in an in vitro preparation. 
Their results suggested that chlorpromazine, thioridazine, 
and pimozide produced an inverted U-shaped curve, with 
increased neuronal excitability at low doses, returning to 
normal excitability at high doses. This would place patients 
at increased risk, not only when first given these drugs but 
also during withdrawal. The low potential of pimozide for 
producing seizures in the in vitro studies of Oliver and 
associates is also borne out by the infrequency of clinical 
reports in the literature. 
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APA Council Reports 


At the fall committee meetings of the American Psychiatric Association in Washington, D.C., on Sept. 23-25, 1982, the APA Councils heard 
reports from their components. Following are summaries of the activities of the Councils and their components. 


The Council on Aging 


Charles Gaitz, M.D., Chairperson 


THE Councit’s work continues to contribute greatly to the nascent 
field of geriatric psychiatry in multiple ways: 

1. In manpower development, through the report of the Task 
Force on Fellowships and Career Development in Geriatric Psychia- 
try and through the collaboration of task force members and APA's 
Office of Education on a proposal that recently culminated in the 
award to APA of an NIMH grant for curriculum development and 
training in geriatric psychiatry. 

2. In public policy and consumer-provider responsiveness, 
through the work of the Task Force on the White House Conference 
on Aging, which, through its publication and presence at the 
conference, helped bring mental health research and training issues 
to the attention of the national conference and the thousands of 
people who will read the conference report. Such efforts continue in 
the work of the Task Force on Psychotropic Drug Use in the Elderly 
to provide consumer as well as physician information. 

3. In liaison with other medical specialties as well as with 
nonmedical health and aging groups, through the work of the Task 
Force on Psychiatric Services for the Elderly, the recently created 
Task Force on the Interface of Psychiatry and Medicine in Geriatrics, 
and “networking” with organizations such as the National Council 
on Aging and the American Association of Retired Persons (AARP). 

As the result of the Council’s work with national organizations on 
aging and other interested parties (including staff of the Senate and 
House of Representatives Committees on Aging), these bodies and 
individuals have evidenced greater recognition of the mental health 
problems of the elderly. The AARP made psychiatric treatment for 
elderly persons in need of care an item on its health agenda for the 
97th Congress, including the recommendation that Medicare's 
restrictions on psychiatric care be removed. The National Council of 
Senior Citizens also made this issue an agenda item. The Congress 
again listened: Congressman Tom Downey introduced in the 97th 
Congress the Medicare Mental Illness Non-Discrimination Act, and 
the Senate Special Committee on Aging devoted sections in the 1981 
and 1982 editions of Developments in Aging to mental health issues. 
Moreover, the Older Americans Act Amendments of the 97th 
Congress now contain the APA-developed provisions of the now- 
defunct Mental Health Systems Act regarding the treatment of the 
mentally ill elderly. Training and demonstration grants under the 
Older Americans Act reflect growing concern about the problems of 
the mentally ill elderly. 

In a newly developed, close working relationship with the AARP, 
the Council has begun gathering information from AARP’s several 
million elderly members. A front-page story in the AARP News 
Bulletin cited statements by both Dr. Gaitz and Gene D. Cohen, 
vice-chairperson, on the need for closer psychiatric review of nursing 
home patients and called for information from AARP members 
regarding their own experiences or those of family members in 
seeking appropriate psychiatric care in nursing homes and else- 
where. The Council will be gathering and assessing the data resulting 
from this joint effort. 
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At the same time, the Council is attempting to enhance APA 
district branch activity and concern in the area of psychiatric care for 
the elderly and has just completed a mail questionnaire survey of 
district branches regarding current levels of activity in this area. The 
data are now being tabulateds and appropriate Council follow-up 
material is being prepared. 

As noted, the Council has worked closely with APA's Office of 
Education in the development of a now approved and funded grant 
for curriculum development. At the same time, the Council, again in 
conjunction with the Office of Education, has developed a major 
new proposal for submission to NIMH to establish a summer 
training institute for research efforts in geriatric psychiatry. Its focus 
is twofold: to further highlight APA's profile in and commitment to 
geriatric psychiatry and to be responsible for the development of a 
cadre of individuals highly trained in research in geriatric psychiatry. 
Moreover, the establishment of this APA summer institute in geriat- 
ric psychiatry may well help assure future institutional funding to 
departments of psychiatry and other entities involved in research in 
geriatric psychiatry, since more highly qualified individuals will be 
applying for such research grants. 

The Council also established a new Task Force on Forensic Issues 
in Geriatric Psychiatry, which was to begin its work in January 
1983. The charge to the task force is to develop a handbook for 
psychiatrists completing an evaluation of an older patient, including 
a discussion of relevant issues of competence, such as consent for 
therapy or hospitalization, conservatorships, consent to setve as a 
research subject, and testamentary capacity. Concepts of the “living 
will" will also be discussed. The handbook will also provide specific 
case examples for the practice of geriatric psychiatrists that will 
illustrate the specific complexities involved in neuropsychiatric 
evaluátion to determine competence. 

Last, the Council, working with the Grants and Awards Commit- 
tee, sought and secured approval of a Jack Weinberg Memorial 
Award in Geriatric Psychiatry in honor of the former APA president 
and first chairperson of the Council. The award, to be presented for 
the first time at the 1983 annual meeting, will recognize excellence in 
geriatric psychiatry—in research, training, or clinical practice. 

The Task Force on Psychiatric Services for tbe Elderly, Charles 
Wells, M.D., chairperson, presented to the Council a position paper 
articulating psychiatrists’ role in treating the mentally ill elderly. The 
position paper has been approved in principle by the Reference 
Committee and the Board of Trustees and will be reviewed by the 
Assembly of District Branches at its first meeting in 1983. The task 
force is developing a book-length report as a corollary to the 
position paper. 

The Task Force on Psychotropic Drug Use in the Elderly, William 
Fann, M.D., chairperson, established a protocol for carrying out its 
charge to provide up-to-date information about the proper use of 
psychotropic drugs with the elderly and problems that can occur in 
drug administration. The information is organized for two distinct 
target audiences: the public and physicians. The task force will 
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develop both a “Layman’s Guide to Psychotropic Drugs and the 
Elderly” and an annotated bibliography on psychotropic drugs and 
the elderly, targeted to professionals. 

The Task Force on the Interface of Psychiatry and Medicine in 
Geriatrics, Marshal Folstein, M.D., chairperson, is seeking to fur- 
ther identify and clarify the base of knowledge about clinical 
relationships and research questions involving the interface of 
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psychiatry and medicine in geriatrics. The task force will develop a 
perspective on this interface, a relevant curriculum guide, and «c 
relevant bibliography. To that end, the task force will contact key 
people in the various medical specialties to identify within each 
medical specialty area individuals who might be interested in 
psychiatric aspects relevant to their areas of study and practice 
within the geriatric age group. 


The Council on Children, Adolescents, and Their Families 


Frank T. Rafferty, M.D., Chairperson 


THE COUNCIL reviewed the proposed revised regulations for PL 94- 
142, the Education for All Handicapped Children Act, which the 
Department of Education sees as necessary to take regulatory 
burdens off state and local education officials and to give them 
added flexibility in dealing with the law. However, the Council 
believes the proposed revision of the regulations would erode the 
rights and protections for handicapped children and their parents 
and would not answer the important questions that have arisen in 
the implementation of this law. The Council supported the position 
of the National Consortium for Child Mental Health Services in 
opposing the proposed revised regulations. The Council recom- 
mended that the proposed regulations be withdrawn and that the 
Department of Education submit new proposed changes that safe- 
guard the rights of children and their parents. 

After accepting the report of Dr. Nancy Roeske and Dr. Jeanne 
Spurlock on the National Consortium for Child Mental Health 
Services, the Council noted that the Consortium provides the 
Association with an excellent information source and with avenues 
for participating with child advocacy organizations and for monitor- 
ing legislation affecting children. 

The Council reviewed the charge of the Committee on Chronically 
Ill and Emotionally Handicapped Children, Stephen Hersh, M.D., 
chairperson, and recommended a redefinition of the committee’s 
charge to 1) identify chronically handicapped children in terms of 
their diagnoses, location, and number; 2) review the services being 
provided these children and the diversity of services needed; 3) 
identify stresses in families with such children; and 4) study costs 
and funding for services. Papers presented by the committee at a 
symposium during the 1982 annual meeting were accepted by the 
Council as the committee's final report. 

The Council considered the draft document “Guidelines for 


Legislation on Psychiatric Hospitalization of Adults,” which was 
prepared by the Council on Governmental Policy and Law. Al- 
though the Council reached general agreement on the first eigh: 
sections of the draft, it was not able to reach consensus on a number 
of legal positions stated in the document. 

À new three-person task force to study psychiatry and child abuse 
was recommended by the Council. The task force would 1) reviev: 
the role of psychiatry in the assessment, intervention, and treatment 
of abused children; 2) recommend appropriate procedures for 
psychiatric expert testimony; and 3) recommend models of adminis- 
trative structures to facilitate the use of psychiatry in the manage- 
ment of child abuse. 

The revised draft of the report of the Task Force on Psychiatry and 
Family Therapy, Peter B. Henderson, M.D., chairperson, was re- 
viewed by the Council. Final editing of the document was assigned 
to Dr. Fred Gottlieb. The final report will be submitted to the 
Council at its spring meeting in 1983. 

The Council recognizes that a variety of problems exists in 
funding family therapy interventions. The boundaries of these 
problems remain unclear. Organized psychiatry sometimes seems 
uncertain about how it can properly assert itself as a unique medica! 
specialty and, at the same time, facilitate proper payment for neede:| 
patient services. The Council recommends establishing a corre- 
sponding task force to explore the funding issues in family therapy 
services. The task force would be charged to identify the problems 
and recommend procedures to facilitate payment for family treat- 
ment services. 

The Task Force on Changing Family Patterns, E. James Lieber- 
man, M.D., chairperson, reviewed the second draft of its report and 
plans to submit the third and final draft of the report to the Council 
in time for the Council’s spring 1983 meeting. 


The Council on Governmental Policy and Law 


Alan A. Stone, M.D., Chairperson 


IN 1982 THE CoUNCIL substantially completed two major undertak- 
ings—guidelines for the psychiatric hospitalization of adults and a 
report on the role of psychiatrists in the sentencing process—and 
began work on three others— guidelines on the right to refuse 
treatment, a survey of mandatory outpatient treatment, and an 
evaluative report of the expert psychiatric testimony in the Hinckley 
trial. 

Following a discussion by the Assembly in May 1982 of the draft 
“Guidelines for Legislation on Psychiatric Hospitalization of 
Adults,” the speaker appointed an ad hoc committee to consider 
further refinements to these guidelines. The Council eventually 
accepted all of the Assembly ad hoc committee's suggestions for 
change, adding an additional amendment to emphasize that the 
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guidelines are intended to govern commitment for mental illness 
rather than mental retardation. The guidelines now accepted by the 
Assembly will go through the Reference Committee to the Board of 
Trustees. This will bring to a conclusion the efforts of many APA 
members. The guidelines represent a remarkable accomplishment in 
drafting by Clifford Stromberg, of Arnold & Porter, the lawyer who 
worked with the Council and continues as a consultant. 

The Council also reviewed the report of the Task Force on thz 
Role of Psychiatry in the Sentencing Process, Seymour Halleck, 
M.D., chairperson. The report addresses the role of the psychiatrist 
in the sentencing process, with particular emphasis on the ethical 
problems posed by the often conflicting demands of treatment and 
the adversarial process. The Council’s review focused on three 
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particular areas of concern: 1) the problem of ex parte communica- 
tions between the psychiatrist and the court; 2) the special problems 
posed when a psychiatrist appears as a friend of the court, rather 
than on behalf of the party; and 3) the appropriate scope of 
conclusory testimony on ultimate legal issues in the sentencing 
process. The Council voted to accept the amended report and to 
submit it to the Reference Committee for its consideration. 

Using the President’s emergency authority, President Brodie ap- 
pointed a working group on the insanity defense, which functioned 
as an emergency task force reporting to the Council. Loren Roth, 
M.D., chairperson of the group, presented to the Council in 
September 1982 a draft position paper on a number of salient issues 
arising out of the Hinckley trial. The Council achieved broad 
consensus on a number of fundamental questions: 1) an insanity 
defense, based on cognition rather than volition, ought to be 
retained; 2) formulations such as guilty but insane or guilty but 
mentally ill do not merit support; 3) psychiatry should not abandon 
the field; and 4) release and monitoring after release should be 
controlled by the equivalent of a parole board rather than by 
psychiatrists and judges, as is the present practice in most jurisdic- 
tions. There was strong agreement 1) that the psychiatrist’s role with 
persons found not guilty by reason of insanity was principally that of 
treatment and 2) that the psychiatrist should neither be exclusively 
an agent for social control nor take principal responsibility for the 
social/political question of whether to accept the risk of returning 
such individuals to the community. 

The Assembly voted to accept the working group’s document and 
the Council plans to submit the report to the Reference Committee 
as an official APA position statement. Dr. Roth is not only the 
principal author of this report but is also responsible for steering it 
through APA and obtaining wide consultation in the process. 

The Task Force on Seclusion and Restraint, Kenneth Tardif, 
M.D., chairperson, completed work on a lengthy draft report that 
encompasses a review of published data and psychiatric literature, a 
survey of state mental health commissioners, and a discussion of 
optimum therapy procedures related to seclusion and restraint. Yet 
to be completed are model regulations for seclusion and restraint 
and guidelines for children, the elderly, and individuals in institu- 
tions for the mentally retarded. Much of the preliminary discussion 
of the Council concerned the role of nonmedical staff in ordering or 
maintaining seclusion. 

The Council also decided to initiate three new projects. Respond- 
ing to widespread concern and confusion over the role of psychiatric 
testimony in the Hinckley case, the Council agreed to establish a 


subcommittee to prepare a descriptive summary of the clinical 
aspects of the expert testimony designed to identify the areas of 
agreement and disagreement and to analyze the disagreements from 
a clinical perspective. The basic goal of the subcommittee will be to 
present to the psychiatric profession and the interested public an 
objective evaluation of the psychiatric testimony in the Hinckley 
trial. The subcommittee will not attempt to judge the performance of 
individual forensic psychiatrists involved in the case but will describe 
the nature of and reasons for disagreements against the background 
of scientific nosology and good clinical practice. 

In addition, the Council agreed to accept as its next major project 
the drafting of guidelines regarding patients’ right to refuse treat- 
ment. These guidelines will be drafted in response to pending 
constitutional litigation and will attempt to articulate a legislative 
position that meets patients’ needs and psychiatrists’ obligations. 

Finally, the Council plans to appoint a task force to review 
existing state laws that impose outpatient treatment. They will 
evaluate those laws and the available evidence on the value of such 
mandatory treatment. The task force will draft guidelines for future 
legislation or regulations in this area. 

The Committee on Confidentiality, Marcia K. Goin, M.D., chair- 
person, continues to carry out its charge to discover, disseminate, 
and coordinate efforts to deal with problems in confidentiality and 
has been involved this year with the areas of research, insurance, the 
law, and the future projections for health care delivery. Working 
with Dr. Darrel Regier at the National Institute of Mental Health 
(NIMH), the committee has helped to clarify the issues on certifi- 
cates of confidentiality, and the membership has been informed 
about the availability of this mechanism to protect patients involved 
in NIMH research projects. Legal concerns have included a model 
bill being promoted by the insurance industry, which, although 
presented as a privacy bill, actually has many discovery clauses. 
District branches have been informed and supplied a list of impor- 
tant amendments. The committee has facilitated the publication in 
Psychiatric News of articles explaining a psychiatrist's responsibil- 
ities when served with a subpoena or search warrant. The committee 
is also accumulating information and is in the process of writing a 
brochure for the membership on Issues in Confidentiality. An 
informal study is under way to collect data from 75 psychiatrists to 
learn about patients’ privacy concerns regarding insurance. Looking 
to the future, the committee has been meeting with representatives of 
several agencies to learn more about plans and anticipated changes 
in health care delivery with an eye to forecasting privacy issues and 
doing some "preventive medicine." 


The Council on Internal Organization 


Stanley E. Yolles, M.D., Chairperson 


Tue CouNciL monitors “‘all those matters involved in the organiza- 
tional structure of the association not covered by constitutional 
committees." With 18 components, the Council oversees a wide 
range of activities, such as the program content, exhibits, and 
arrangements for the annual meeting; the benefits offered to APA 
members, such as insurance and retirement programs; the mainte- 
nance and care of APA-owned office buildings; data processing and 
other information systems within the Association; the various prizes 
and awards presented by the Association for outstanding achieve- 
ment; and all staff benefit programs, such as compensation mecha- 
nisms, insurance coverage, and retirement and pension plans. 

The Committee on Professional Liability Insurance, Paul Slaw- 
son, M.D., chairperson, oversees the administration of the member 
professional liability insurance program, acting for the Association 
in negotiations with the insurance carrier. For the 1982—1983 
coverage year, the committee was able to keep the premium increase 
well below the recommendation of the insurance company, in 
addition to negotiating several new benefits into the contract. The 
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Task Force on Closed Claims Study and the Loss Control Commit- 
tee, which work in conjunction with the Committee on Professional 
Liability Insurance, are involved with advising the insurance compa- 
ny on the defensibility of claims and with studying types of 
malpractice claims made against psychiatrists. 

The Committee on Special Benefit Programs, Warren C. Johnson, 
M.D., chairperson, continues to investigate new benefit programs 
for members. In October 1982, the committee sponsored the first of 
a series of tax and financial planning seminars. In addition, the 
committee has worked with Merrill, Lynch in devising an investment 
program for members (Capital Accumulation Plan), which offers 
various investment opportunities for IRAs and Keogh plans and 
other retirement programs. The Committee is also investigating 
methods of incorporating the existing APA retirement program into 
the new Capital Accumulation Plan. 

The Advisory Committee to the APA Prepaid Legal Plan, Paul 
Slawson, M.D., chairperson, works closely with Onek, Klein & Farr 
on this new program, which was proposed by the Council and 
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started in January 1982. Under this plan, the law firm provides 
quarterly newsletters on legislative issues of interest to psychiatrists 
and psychiatry and telephone or written consultations on specific 
issues, such as third-party payers, confidentiality, taxes, partnerships 
between psychiatrists and nonphysician providers, office-sharing 
relationships, sale of established practices, lease considerations, 
malpractice, forensic psychiatry, hospital privileges, and antitrust 
suits. Members may join this plan for $100 per year. 

The Committee on Grants and Awards, George H. Pollock, M.D., 
chairperson, oversees the components that administer the awards 
given by the Association. This committee is currently studying these 
awards with a view toward establishing uniform procedures, meth- 
ods of selection, and timetables. It is also reviewing the funding of 
these awards to ensure their continuation and fiscal stability. 

The Committee on Biographical Directory and Data Collection, 
Robert O. Pasnau, M.D., chairperson, is overseeing the development 
and production of the APA Biographical Directory. This directory 
will be published every 2 years, replacing the membership directory. 

The Scientific Program Committee, Lester Grinspoon, M.D., 
chairperson, is responsible for the preparation of the scientific 
program at the annual meeting. Two programs initiated at the 1982 
annual meeting were extremely successful and will be repeated in 
1983: the annual review sessions, which resulted in the publication 
of Psychiatry 1982: An Annual Review for the APA, and the special 
session that was open to the public. The topic of the session open to 
the public in 1983 will be violence. 

In planning the 1983 annual meeting in New York City, the 
Scientific Program Committee established two special evening pre- 
sentations for that meeting: one will feature Gloria Steinem, the 
other, Isaac Asimov. 


OFFICIAL ACTIONS 


The Scientific Program Committee also strongly urged that the 
video program, reinstituted at the 1982 annual meeting, again be 
presented and underwritten by the APA in 1983. At the request of 
the committee, the Council also approved a mechanism to withdraw 
underenrolled courses at annual meetings as a cost-saving measure, 
since underenrolled courses are not cost-effective. 

The Committee on Pharmaceutical Company and Other Exhibi- 
tor Activities at Annual Meetings, Robert Hales, M.D., chairperson, 
was established in 1982 at the recommendation of the Scientific 
Program Committee. The committee addresses policy issues, negoti- 
ates with pharmaceutical companies and other exhibitors regarding 
establishment and implementation of policies, and ensures appropri- 
ate communication between APA and its exhibitors. During its first 
year, the committee made proposals regarding fees for symposia and 
recommended the adoption of a set of guidelines for the symposia. 

The Committee on Spouse Activities, Mary Ann Bartusis, M.D., 
chairperson, is working closely with district branches to establish 
new spouses’ organizations and, through close work with the Joint 
Commissions on Public Affairs and Government Relations, is aiding 
the district branch spouses’ organizations in carrying out activities 
helpful to public affairs and/or government relations efforts. The 
committee is studying ways to strengthen and coordinate such efforts. 

The Task Force on Information Systems, Leigh M. Roberts, M.D., 
chairperson, is studying and making recommendations regarding the 
present and future information systems within the APA central 
office. The task force is currently studying the hardware, software, 
and uses of the data processing and word processing applications 
within the Association. The task force will continue to investigate 
information systems applications that will aid in implementation of 
APA’s objectives and priorities. 


The Council on International Affairs 


Fritz Redlich, M.D., Chairperson 


AS THE COMPONENT responsible for overseeing APA’s international 
activities, the Council was particularly pleased that the Board of 
Trustees established a separate Office of International Affairs within 
the staff structure. This action was based on the recommendation of 
the Council in light of the increasing complexity of APA’s interna- 
tional activities. This office consists of a single individual who was 
already employed in the Medical Director’s Office and thus incurs 
no additional expense to APA. The Council believes that this 
separate organizational structure will allow for closer accountability 
and facilitate the search for outside funds for projects. The Council 
further believes that since world psychiatry looks to APA for 
leadership, the Association must be a responsible and responsive 
scientific body. In the past this has been achieved at little expense to 
APA, and it is anticipated that with the help of outside funding this 
standard can be even higher. 

One of the main functions of the Council and staff is to facilitate 
scientific and educational exchanges for APA members going abroad 
and for our international colleagues visiting the United States. The 
exchange of knowledge and practice procedures among internation- 
al colleagues greatly enhances the care and treatment of patients in 
all countries involved. In the past year, colleagues from a number of 
countries have received assistance in arranging for such exchanges 
through APA. These countries include Nigeria, England, Egypt, 
France, Australia, Hong Kong, Germany, the People’s Republic of 
China, Korea, India, Panama, Venezuela, Thailand, Ecuador, and 
Brazil. APA has established an ongoing consultative role with the 
Mental Health Department of Saudi Arabia; each year APA sends 
two members appointed by the President to Saudi Arabia to teach on 
a variety of aspects of psychiatry at the expense of the Saudi Arabian 
government. In addition, this year the Arab Gulf Psychiatric Associ- 
ation in Bahrain invited APA to send a representative to its first 
annual meeting to explore the possibility of future consultations and 
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exchanges. The Arab Gulf Psychiatric Association 1s paying all 
expenses for this representative to attend its conference and meet 
with its officials. APA has an ongoing liaison relationship with the 
World Psychiatric Association (WPA), and the Office of Internation- 
al Affairs serves as the secretariat for the WPA Committee on Ethics. 
The World Federation for Mental Health has often called on the 
Council and staff for assistance in a variety of matters, including 
asking staff to serve on the Local Arrangements Committee for the 
World Congress on Mental Health to be held in Washington, D.C., 
in July 1983. The Council encourages the donation of books to 
colleagues in other countries who cannot afford to purchase these 
books themselves. This is an excellent way to improve mental health 
care in developing countries. 

The Committee on International Abuse of Psychiatry and Psychi- 
atrists, chaired by Harold Visotsky, M.D., has had a particularly 
busy year preparing for the VII World Congress of Psychiatry 
sponsored by the WPA and to take place in Vienna, Austria, July 11— 
16, 1983. Due to the ongoing problems of the abuse of psychiatry 
for political purposes in the Soviet Union and the lack of adequate 
response on the part of the All Union Society of Psychiatrists and 
Neuropathologists in that country, APA has passed a resolution 
which states that if there is not adequate response from the All 
Union Society of Psychiatrists and Neuropathologists to requests by 
the WPA on cases referred for investigation by Aprl 1, 1983, the 
society will be suspended from membership in the WPA until these 
abuses cease. Át the suggestion of the committee and the Council, 
the Board of Trustees further suggested to the WPA that a mecha- 
nism be developed for investigation into cases of abuse of psychia- 
trists. The committee has initiated the referral of 20 cases to the 
WPA for further investigation by their Review Committee on 
Alleged Abuse of Psychiatry and has written hundreds of letters of 
inquiry on behalf of over 50 individuals. The committee is also 
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asking for approval to sponsor a forum to be held in Vienna just 
before the WPA General Assembly meeting to discuss these issues of 
psychiatric abuse around the world. The committee has been in 
contact with other organizations in its search for information on 
individual cases and the issue of psychiatric abuse as a whole. The 
U.S. State Department has been in touch with APA because the U.S. 
delegation to the United Nations Human Rights Commission plans 
to raise the issue of misuse of mental institutions to control dissent at 
its meeting in Geneva, Switzerland, in February-March 1983. At the 
suggestion of the committee and the Council, the Board of Trustees 
voted to write to psychiatric organizations in those countries having 
representation on the U.N. Human Rights Commission asking them 
to contact their foreign ministries to discuss these issues. APA has 
been in touch with all member societies of the WPA regarding these 
concerns and proposed APA actions. 

The Committee on Psychiatry and Foreign Affairs, William Da- 
vidson, M.D., chairperson, continues to work on the ongoing 
project studying the psychological aspects of the Middle East peace 
process. With the financial support of the Alcohol, Drug Abuse, and 
Mental Health Administration, the U.S. State Department, and the 
Agency for International Development, the committee organized a 
very successful meeting in Alexandria, Egypt, in May 1982. The 
committee has written a report of that meeting and is planning a 
series of educational projects for government officials in all coun- 
tries. A part of this effort is seeking the approval of a supplement to 
the American Journal of Psychiatry, which, it is hoped, will be 
published in 1983. The committee is in the process of seeking 
outside funds for this publication and is receiving papers from 
individuals from the United States, Israel, and Egypt who have been 
involved in this process. The committee and Council are very 
optimistic about the possibility of new funding for further meetings 
and educational objectives directed toward psychiatrists, policy 
makers, and the public. 

The Task Force to Plan the Joint Meeting with the Irish Division of 
the Royal College of Psychiatrists, chaired by Ralph O’Connell, 
M.D., was disbanded after this very successful meeting in Dublin 
during May 1982. There were 154 American participants at the 
meeting, 301 Irish and British participants, and 3 exhibitors. The 
program was considered to be a particularly good one and all 
presentations were well attended. The Irish colleagues also arranged 
for an enjoyable leisure-time program, which facilitated the estab- 
lishment of contacts. 

Based on recommendations by this task force and staff, the 
Council has prepared “Guidelines for Joint Meetings” for approval 
of the APA leadership. It is anticipated that these guidelines will help 
to ensure high scientific and educational standards for all joint 
meetings and will enable staff and the Council to more easily 
negotiate the logistics of these meetings to APA’s advantage. 

The Task Force to Monitor Nuclear Developments, Rita Rogers, 
M.D., chairperson, has been established to monitor the psychiatric 
consequences of nuclear developments and to make recommenda- 
tions for possible action by APA. The task force is just beginning its 
work and is establishing contacts with other scientific organizations. 
It will concentrate on psychiatric aspects of nuclear weapons and the 
danger of nuclear war, while at the same time considering such 
issues as the nuclear accident on Three Mile Island to be within its 
focus. A main focus will be the emotional aspects involved in 
blending and mixing nuclear issues. 

The Task Force on Transcultural Aspects of Ethnocentricity 
Among Psychiatrists, chaired by Ramon Parres, M.D., has not yet 
submitted its report. The research has been completed and a final 
rewrite is in process. The Council requested that this final report be 
submitted by Jan. 1, 1983, at which time the task force was to be 
disbanded. 

The Task Force on Human Rights, Willard Gaylin, M.D., chair- 
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person, has been established recently and will have its first meeting 
in early 1983. This task force will concern itself with the psychiatric 
impact on and consequences for individuals and their families of 
human rights violations, such as extreme, unusual, and cruel meth- 
ods of incarceration and punishment by terror and/or torture. It will 
collect and verify data of such incidents alone or in collaboration 
with other agencies and bring these data to the attention of the APA 
leadership with recommendations for appropriate action. 

The Task Force to Plan the Meeting with the Mexican Society of 
Neurology and Psychiatry has been appointed and is chaired by 
Eugene Brody, M.D. The task force will have its first meeting in 
early 1983 to plan the joint meeting, which will be held following 
the APA annual meeting in Dallas in 1985. 

The joint meeting with the African Psychiatric Association has 
been approved and the task force to plan it will be appointed in the 
coming year. This meeting may be held in Nigeria following the 
1986 APA annual meeting in Washington, D.C. The Council is 
recommending that approval be given for this meeting, to be 
cosponsored by the Black Psychiatrists of America. 

APA is represented on the InterAmerican Council of Psychiatric 
Associations by Raquel Cohen, M.D. APA has made a number of 
suggestions for better communication among psychiatrists in the 
United States, Latin America, the Caribbean, and Canada. There 
was a possibility of a newsletter to be distributed to all countries 
involved, but because of the difficulty of obtaining news items from 
Latin America this newsletter is still not a reality. The InterAmerican 
Council has recommended that simultaneous translations be provid- 
ed for a special track during the APA annual meeting in New York 
for our colleagues from Spanish-speaking countries. The Board of 
Trustees denied this request because of the expense involved, and the 
InterAmerican Council and the Committee on Spanish-Speaking 
Psychiatrists are working together to suggest an alternative method 
of attracting Spanish colleagues. Dr. Cohen will attend the Novem- 
ber 1983 meeting of the Latin American Psychiatric Association in 
Brazil, and the Council is charging her with the responsibility of 
returning with a list of contacts from all countries represented in the 
Latin American Psychiatric Association so that APA can establish 
“unofficial” contact with these individuals. Dr. Cohen has also been 
asked to recommend alternative methods of communication. 

On the Council’s recommendation, a Task Force on Problems of 
Americans Overseas was established at the December 1981 meeting 
of the Board of Trustees. The previous year’s annual report had 
presented information on a work group that explored a possible 
project on the problems of Americans overseas. Unfortunately, 
because of the illness and death of Dr. Jack Weinberg, this project 
was tabled until it could be reactivated under a new structure. On 
the basis of the facts that there are approximately 2 million 
Americans living and working overseas and there is very little 
psychiatric screening, counseling, etc., for these individuals, the 
Council believes that this is a unique opportunity to bring APA’s 
expertise to bear on a problem which is increasing in severity. 
Mental health services for Americans abroad have been addressed in 
a rather "patchwork" fashion and the Council believes that APA can 
be of great service in providing a scholarly research project and 
recommendations for action. It also believes that outside funding 
could be secured for this project, as it potentially can save corpora- 
tions a great deal of money and time in taking care of their 
employees. It is hoped that the task force can organize a conference 
of medical directors and decision makers of organizations having a 
large number of Americans overseas to evaluate the problem and 
make recommendations to APA for a feasible project. The new task 
force in time should expand its activities to provide APA with needed 
data about practice systems, insurance, and epidemiology, as well as 
data on psychiatric education in schools of medicine and graduate 
training. 
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The Council on Medical Education and Career Development 


Donald G. Langsley, M.D., Chairperson 


Tuer Councit is the major APA component involved in educational 
efforts at all levels—from preprofessional, medical student, and 
resident through lifelong learning for the psychiatrist. Relationships 
with primary care education and consultation/liaison psychiatry and 
related topics are also the concern of the Council. The Office of 
Education and APA components work closely with other organiza- 
tions involved in psychiatric education, including the American 
Association of Chairmen of Departments of Psychiatry (AACDP), 
the American Association of Directors of Psychiatric Residency 
Training (AADPRT), the Association of Directors of Medical Stu- 
dent Education in Psychiatry, the Association for Academic Psychia- 
try, the American Medical Student Association, the Student Nation- 
al Medical Association, and education components of the Associa- 
tion of American Medical Colleges and the American Medical 
Association. In addition, the Council and its components relate to 
the American Board of Psychiatry and Neurology (ABPN), and in 
1983 APA will become a parent of the Residency Review Committee 
in Psychiatry (other parents are ABPN and AMA). The Office of 
Education has a special link with the Council of Medical Specialty 
Societies, since its director, Carolyn B. Robinowitz, M.D., has been 
president of that organization. Other APA Council and component 
members have also been active in the Council of Medical Specialty 
Societies. 

An innovation in Council functioning during the past year was 
sponsorship of a “retreat” in July. To discuss thoroughly the topics 
and issues concerning medical education and to plan future activities 
of the Council, this meeting was scheduled to avoid the usual day-to- 
day business of responding to reports of components, action items, 
and other items of immediate import. The Council listed its highest 
priorities for action as follows: 

1. Encourage the Committee on Graduate Education and the 
AADPRT to address the problems of education in child psychiatry in 
concert with child psychiatrists. 

2. Develop a statement on current and future issues in child 
psychiatry education; focus on the academic base and research and 
child psychiatry's relation to general psychiatry. 

3. Encourage the Committee on Graduate Education to survey 
the content of geriatric education and psychiatric residencies (as 
differentiated from fellowships in geriatric psychiatry) in collabora- 
tion with the Council on Aging. 

4. Suggest to the APA President possible successors for Drs. Ro- 
binowitz and Lenkoski at the Council of Medical Specialty Societies. 

5. Explore means to provide a forum for thorough exploration of 
moonlighting issues and their relationships to funding of training 
and escalating costs of stipends. 

6. Mail copies of Psychiatric Residents’ Newsletter to AADPRT 
and AACDP members. 

7. Conduct a telephone survey of psychiatric residency programs 
to determine the patterns of their sources of funding for stipends and 
training costs. (Send a letter in advance so that the person discussing 
this on the telephone can be prepared with data, including informa- 
tion on the amount of service required.) 

8. Conduct a survey to determine the role of proprietary hospitals 
in funding psychiatric residencies. 

9. Recommend the development of an Office of Research that 
would give attention to a close relationship with the educational 
components of APA. 

10. Encourage the Committee on Medical Student Education to 
complete a set of basic guidelines for the psychiatric education of all 
physicians. 

11. Request AADPRT to develop a core curriculum for education 
of the psychiatric resident in the psychotherapies. 

12. Encourage psychoanalysts who are APA members to give 
attention to continuing education in psychotherapy for the practic- 
ing psychiatrist. 

13. Request the Committee on Medical Student Education to 
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work with the AACDP to define the content of education in the 
behavioral sciences for medical students. 

14. Encourage the Residency Review Committee for Emergency 
Medicine to include appropriate education in psychiatry as part of 
residents’ training programs in emergency medicine. 

15. Promote a requirement that the decision to admit a psychiat- 
ric patient to a psychiatric inpatient service be made by a psychia- 
trist. 

16. Deplore the development of free-standing crisis stabilization 
units when used for patients with a psychiatric disorder. Such 
patients generally require a higher level of professional care. 

17. Encourage medical school faculty to counsel students with 
military service obligations. 

Activities for the Council and its components with lower priority 
include the following: 

1. Enhance communication among psychiatric education organi- 
zations such as the Association of Directors of Medical Student 
Education in Psychiatry, the Association for Academic Psychiatry, 
AACDP, and AADPRT. 

2. Enhance the liaison between the Committee on Administrative 
Psychiatry and the Ad Hoc Committee on Psychiatrist Leadership in 
Public Mental Health Programs. 

3. Encourage collaboration between the Committee on Self-Study 
Materials and the Committee on Continuing Education to encour- 
age lifelong learning by developing clinically applicable educational 
update programs. 

4. Request the Committee of Residents to maintain a liaison 
relationship with AADPRT. 

5. Explore the topic of separate boards for psychiatry and 
neurology. 

6. Further the development of training in group and family 
psychotherapy and in behavioral psychotherapy. 

7. Define the basic necessity for teaching skills in and the 
understanding of psychotherapy as part of the training of the 
psychiatric resident and determine methods for continuing its devel- 
opment throughout the professional life of a psychiatrist. This 
should include a definition of the difference between patient man- 
agement and skill in psychotherapy. 

8. Develop an evaluation for the role of corresponding members 
of components to include cost, component satisfaction, participant 
satisfaction, and usefulness as perceived by APA officers and staff. 

The Council discussed a series of broad topics. Moonlighting 
during residency training has become an increasing problem because 
it may interfere with effective psychiatric education. It results in part 
from the need to obtain funds to pay for personal therapy or 
psychoanalysis. With increasing costs of stipends and decreasing 
support for education, hospital administrators may ask for more 
service on inpatient wards because such wards arc an important 
source of revenue for the hospital. There was some concern about 
the limits on third-party reimbursement for psychotherapy. The 
Council expressed concern about a movement away from universi- 
ties and toward private hospital inpatient services to fund residency 
programs. This included some expression of concern about the trend 
toward reducing or even eliminating psychiatric services by third- 
party payers. 

The Council also took note of the increasing numbers of hospitals 
that are operating within some type of multihospital system. Propri- 
etary systems frequently do not make significant contributions to 
education and research. 

The Council has also discussed child psychiatry training. Many 
programs lack "critical mass" or are carried on in free-standing 
community programs where there are no other training programs. 
“Project Future" of the American Academy of Child Psychiatrists 
noted a lack of academic base and research in the field. The recent 
statement by the Professors of Child Psychiatry suggests that it 
would be inappropriate to form separate departments of child 
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psychiatry and that this discipline should be part of the department 
of general psychiatry, while maintaining close working relationships 
with pediatricians and other disciplines. 

The Council also reviewed the Association of American Medical 
Colleges Study on General Professional Education of the Physician. 
There are three working groups: 1) central knowledge, 2) central 
skill, and 3) personal qualities. Psychiatrists in these groups include 
Dr. Paula Clayton and Dr. Peter Whybrow. 

The Council noted the need for separate components for telecom- 
munications and information processing. The council discussed the 
need to acquire psychotherapy skills in residency programs and to 
continue the development of such skills as practitioners. A major 
goal would be to develop methods for training psychiatrists to 
combine skills in pharmacotherapy and psychotherapy in practice, 
as well as to understand the distinction between case management 
and treatment. The primary goal is to teach residents phenomena of 
transference and countertransference as opposed to directive psy- 
chotherapy. It is important to continue development of psychothera- 
py skills throughout professional practice and it is equally important 
to enhance education in family, group, and behavioral psychothera- 


The Council noted some dissatisfaction with the lack of psychiat- 
ric representation on the Behavioral Sciences Test Committee of the 
National Board of Medical Examiners. The examination includes 
questions on public health, health care delivery, biostatistical analy- 
sis, interviewing skills, and psychiatry. Since almost all behavioral 
sciences in medical schools are taught by members of departments of 
psychiatry, the Council suggested that psychiatrists should be more 
involved in test committees. 

The Council made recommendations to the Residency Review 
Committee for Emergency Medicine and noted the importance of 
involving a psychiatrist in the decision to admit a patient to a 
psychiatric inpatient service from an emergency setting. 

Following is a brief overview of the primary activities of the 
various Council components. 

The Committee on Medical Student Education, Paul J. Fink, 
chairperson, is working to distribute guidelines for the psychiatric 
education of physicians; distribute “A Survival Manual for Medical 
Students" to all medical students in U.S. schools; maintain liaison 
with the American Medical Student Association; conduct a survey of 
mental health services for medical students; support the AACDP in a 
survey study of the National Board of Medical Examiners behavior- 
al sciences examination; and develop relations with the Association 
of Directors of Medical Student Education in Psychiatry, the Associ- 
ation for Academic Psychiatry, AACDP, and the American Board of 
Medical Specialties. The Council noted that there is overlap with the 
Association of Directors of Medical Student Education in Psychia- 
try; both engage in similar projects, but the Association for Academ- 
ic Psychiatry focuses more on faculty development. 

The Committee on Graduate Education, Joel Yager, M.D., chair- 
person, is assisting in developing the second edition of the Directory 
of Psychiatry Residency Training Programs; maintaining a collabo- 
rative relationship with the AADPRT (e.g., collaborating on the in- 
training residency examination); and developing studies of financing 
psychiatric education. The Council suggests collaboration in explor- 
ing problems in child psychiatry training and in developing a reading 
list for residents. The Council also suggests that the committee 
address areas of need and recommend action on programs not 
conducted by AADPRT. The committee is undertaking the ambitious 
project of developing approaches to evaluate the clinical competence 
of medical students on psychiatric services. 

The Committee on Administrative Psychiatry, Stuart Keill, M.D., 
chairperson, has been renamed to reflect an expanded charge to 
advocate the professional and educational development of the 
psychiatric administrator; conduct research activities; and define the 
role and function of the psychiatric administrator. The committee 
has improved the quality of the certification examination that is held 
annually and has worked to increase the importance of the psychia- 
trist administrator. The committee was instrumental in the develop- 
ment of the annual Administrative Psychiatry Award, which will be 
presented during the 1983 APA annual meeting to Walter Barton, 
M.D. The new Ad Hoc Committee on Psychiatrist Leadership in 
Public Mental Health Programs (of the Board of Trustees) was 
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established to explore factors leading to the reduction of psychiatrist 
leadership in public mental health settings and systems and to 
develop recommendations to alleviate this situation, and the Council 
recommends that this ad hoc committee be made a standing 
committee of the Council on Psychiatric Services. 

The Committee on Continuing Education, David Rice, M.D., 
chairperson, has a new charge to coordinate, direct, and evaluate all 
continuing education activities of the association. Future committee 
appointments will include one member each from the Committee on 
Self-Study Materials, the Scientific Program Committee, and the 
Steering Committee of the Psychiatric Knowledge and Skills Self- 
Assessment Program. The committee has undertaken the study of 
the feasibility of developing a continuing education assessment 
program similar to that of the New England Journal of Medicine and 
to develop a brochure containing information on approaches to and 
methodologies of continuing education. 

The Committee on Self-Study Materials, lan Alger, M.D., chair- 
person, selects the APA annual meeting sessions to be taped and is 
focusing on developing learning materials de novo. The Council felt 
that the committee should focus on lifelong learning for members 
and place special emphasis on clinical skills. 

The Steering Committee of the Psychiatric Knowledge and Skills 
Self-Assessment Program, Louis A. Faillace, M.D., chairperson, 
announced that PKSAP-V will be divided into three separate pro- 
grams (modules), each covering five topical areas. Module A became 
available in November 1982, and work has begun on module B. The 
National Board of Medical Examiners provides assistance in test 
development. 

The Committee on Consultation/Liaison Psychiatry and Primary 
Care Education, Don L. Lipsitt, M.D., chairperson, has a new name 
and expanded charge in order to include consultation/liaison psychi- 
atry. This committee discussed the decrease in NIMH funding for 
psychiatric teaching programs and emphasized the importance of 
knowing to what extent these programs are being maintained. The 
committee suggested undertaking a survey to obtain data on current 
teaching of psychiatry in primary care programs. It is continuing 
work on a publication that would define consultation/liaison psychi- 
atry and its functions and values. The liaison activities with the 
American College of Physicians, the American Academy of Pediat- 
rics, and the American Academy of Family Physicians are proceeding 
well. Joint program presentations with the American College of 
Physicians are scheduled to take place at its annual meeting and at 
the APA annual meeting. 

The Committee of Residents, Gordon Lavin, M.D., proposes to 
develop a psychiatry residents’ network as well as a resident 
clearinghouse for information on training programs. Through the 
semiannual Psychiatric Residents’ Newsletter, the committee com- 
municates with residents and others about a variety of issues, e.g., 
moonlighting, funding, liaison activities. In the absence of the 1981— 
1982 census data, the Newsletter is mailed to the program directors 
for distribution to all residents. 

The Committee on tbe Impaired Physician, Robert E. Jones, 
M.D., chairperson, is continuing work on the AMA/APA Physician 
Mortality Project; planning to explore developing an analogous 
project on psychiatrists’ mortality; and continuing active liaison 
with district branches. The committee participated in the AMA Fifth 
National Conference on the Impaired Physician, which was held in 
Portland, Ore., in September 1982. At this conference, AMA 
honored Rogers Smith, M.D., for his leadership and participation in 
work with impaired physicians. 

The Task Force on Recertification, Herbert Pardes, M.D., chair- 
person, is presently inactive. 

The Task Force on Communication Between the APA and the 
ABPN, James N. Sussex, M.D., chairperson, voiced concern about 
candidates who do not demonstrate adequate skills in the English 
language and culture and recommended that residency programs 
select applicants who have proficiency in the language and cultural 
skills necessary for psychiatric practice in the United States. It 
recommended that ABPN convene a meeting of organizations 
interested in the certification process to discuss common concerns, 
including the definition of competence, evaluation procedures, and 
linkages between training and certification. It also recommended 
that it reduce its membership from about 12 to 4, which would 
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include 2 representatives of APA (not ABPN directors) and 2 
directors of ABPN. 

The Task Force on Manpower Data, Jerry M. Wiener, M.D., 
chairperson, is presently concerned with the Biographical Directory 
data. 

The Task Force on the Quality of Psychiatric Residency Training, 
Robert Williams, M.D., chairperson, was established in June 1982. 
It includes one member from the Council, one from the Committee 
on Graduate Education, and three other APA members with consid- 
erable experience and expertise in psychiatric education. The charge 
to this task force is to 1) review the overall patterns of residency 
training in psychiatry, including location, types of programs and 
service characteristics, quality and number of residents, quality of 
learning experience, approaches to funding, and procedures for 
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recruitment of residents and evaluation of quality; 2) review the 
accreditation process of training programs; and 3) make specific 
recommendations related to standards of excellence and accredita- 
tion for residency programs. The Council suggested that the task 
force review the Special Requirements for Graduate Medical Educa- 
tion in Psychiatry, the role of specialist site visitors, staff relations to 
the Residency Review Committee, and the relation between the 
Residency Review Committee and the Accreditation Council for 
Graduate Medical Education. 

The Editorial Advisory Panel to Develop Future Editions of the 
Directory of Psychiatry Residency Training Programs was organized 
to assist in the development of future editions of the Directory. 
The second edition of the Directory will be published in 1983- 
1984. 


The Council on National Affairs 


Jean Shinoda Bolen, M.D., Chairperson 


THE CouNciIL has a broad range of concerns for matters of national 
interest, especially those that involve the relationship between 
psychiatry and social issues. As a result, this council often finds itself 
either at the cutting edge of emerging social consciousness or in the 
midst of current controversy. Through this council, APA is made 
aware of the relevance of national issues to psychiatrists and to 
patients. 

Thirteen committees and task forces are under the aegis of the 
Council. Seven committees are involved with minority or underrep- 
resented constituencies within psychiatry, based on race (American 
Indian and Alaskan Native, Asian-American, black, Hispanic), sex 
(women), sexual orientation (gay, lesbian, bisexual), or a foreign 
medical education, usually combined with racial minority status. 
Three committees have broad mandates: to investigate potential 
abuses of psychiatry and psychiatrists, to identify as early as possible 
issues that are likely to have a major impact on American psychiatry, 
and to bring concerns related to religion to the awareness of 
psychiatrists. The three task forces are concerned with the relation- 
ship between psychiatry and industry, terrorism and its victims (a 
corresponding task force), and victimization. 

In November 1981, the Reference Committee asked the Council 
to reexamine the role of the observer-consultant on APA councils. In 
April 1982, questionnaires were mailed to all observer-consultants, 
council chairpersons, and Presidents/Speakers-Elect since 1969, 
when the role of observer-consultant was established. Responses 
from 74% of the 98 persons polled showed agreement that the role 
had been effective in gaining visibility for and in increasing the 
number of minorities in the APA governance structure and indicated 
that the role should be continued, with modification. More than 
one-half of the respondents perceived the observer-consultant role as 
an important consciousness-raising function. After carefully review- 
ing a study document based on these respondent data, the Council 
makes the following recommendations: 

1. The observer-consultant program should be continued on a 
permanent basis, with the goal of representation for minorities and 
women. The program broadens the perspective of APA regarding 
minority issues and is a reminder that so-called minority concerns 
are not confined to minority groups; they are also national concerns. 

2. The observer-consultant should be a fully participating mem- 
ber of the council on which he or she serves. It is recommended that 
the position be named "'observer-consultant member" to reflect an 
active, voting status, 

3. Three (one-third of the present number) observer-consultants 
should be appointed each year for 3-year terms. At present, several 
of the nine observer-consultants are serving 1- or 2-year terms, 
which the Council considers too short a tenure for full orientation 
and participation. Although Council members serve a 5-year term, a 
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3-year term for an observer-consultant member will permit more 
minority participation. 

4. Appointments should be drawn from minority or women 
members who are alumni of APA/NIMH Fellowship Programs or 
otherwise experienced in the APA structure. 

The Council strongly supported the Gay, Lesbian, and Bisexua! 
Caucus in its application for minority representation in the Assem- 
bly. The caucus has met procedural requirements for status as a 
minority or underrepresented group, and the Council believes that 
representation of gay psychiarists in the Assembly wil] allow them to 
present pertinent clinical issues to their colleagues and will improve 
the quality of care for gay patients. 

The Council also recommended that the Procedural Code of the 
Assembly be changed to clearly differentiate between ethnic/racia! 
minorities and underrepresented groups. 

Minority representatives to the Assembly are regarded by the 
Council as valuable liaisons/consultants between their components 
and the Assembly. Funding support has been requested in the 
Council's 1983 budget for their attendance at the fall committec 
meetings. 

The Council asked its minority components to examine thc 
growing role of minority caucuses in the Ássociation. Caucuses for 
American Indian/Alaskan Native, Asian-American, black, Hispanic, 
and women psychiatrists were established in 1977 to provide a 
mechanism to elect minority representatives and deputy representa- 
tives to the Assembly every 2 years. Activities of the minority 
caucuses have expanded beyond the original function; most of the 
caucuses have been meeting every year. The Council recommended 
that each caucus submit a budget to the Assembly Budget Commit- 
tee and that the APA Central Office provide appropriate stafi 
support for caucus activities. 

The Medical Director's Office asked the Council to consider a 
request from the National Coalition Against the Death Penalty tha: 
the Association become an affiliate member. The Council recom- 
mended against joining the coalition, noting that APA has beer 
active in death penalty cases concerning the role of psychiatric 
testimony. The Council suggested that a description of the coalition 
and its goals could be published in Psychiatric News. 

A new task force was recommended by the Council to study the 
growing number of investor-owned psychiatric hospitals. Propri- 
etary psychiatric hospitals have become the dominant form oi 
nongovernmental, free-standing psychiatric hospitals in the Unitec 
States. The growth of multihospital chains has been one of thc 
reasons for this development. Another factor has been the economic 
advantage enjoyed by all investor-owned hospitals. The task force 
would be charged to 1) investigate the current status of corporate 
psychiatric facilities that provide patient care on a for-profit basis, 2, 
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clarify patient care issues and compare inpatient care with other 
modalities, and 3) study the potential changes in the practice of 
psychiatry that may occur because of the growing number of these 
facilities. 

The Council urged greater participation in local district branch 
activities for APA members who are fellows or alumni of the APA 
fellowship programs (APA/NIMH, Falk, and Mead Johnson). The 
fellows are interested and energetic young members who can be a 
valuable resource at the local level. The Council recommended that 
the district branches be informed of the fellows in their areas and 
develop mechanisms to increase fellow participation. 

The Council commended the Office of Minority/National Affairs 
for its new newsletter, OMNA Liaison, which is distributed to the 
Council on Children, Adolescents, and Their Families and to the 
Council on National Affairs. The Council believes the newsletter is 
an excellent vehicle for communication among the two councils and 
their components. 

The Council discussed the need for it to be seen as a council with 
national concerns rather than a council that is viewed primarily as a 
minority council. The Council discussed the wide spectrum of 
interests considered by its components over the years and the specific 
decision made 2 years ago not to request an additional Council on 
Minority Affairs but to continue as the Council on National Affairs. 
The Council will seek to continue to implement this broader identity 
by advocating increasing national concerns as components under the 
Council's auspices. 

The Committee on Abuse and Misuse of Psychiatry in tbe U.S., 
Israel Zwerling, M.D., chairperson, completed the difficult task of 
redefining its charge. The Council approved the committee's charge 
to receive, evaluate, and refer or answer complaints about abuse or 
misuse of psychiatry or psychiatrists in the United States. The 
committee anticipates receiving complaints from four sources: 1) 
other APA components, 2) letters from members or nonmembers 
directed to the committee, 3) discussions in committee about 
instances personally known to committee members, and 4) nonpsy- 
chiatric agencies concerned with psychiatric abuse and misuse. The 
committee will work closely with the Ethics Committee and the 
Committee on Abuse and Misuse of Psychiatry and Psychiatrists of 
the Council on International Affairs. 

In response to a letter from the Louisiana Coalition on Jails and 
Prisons regarding alleged psychiatric abuse of prisoners in the 
Louisiana State Penitentiary in Angola, the Council moved to refer 
this issue to the Louisiana District Branch and the Commission on 
Judicial Action, with the recommendation that an amicus curiae 
brief be filed with the class action suit of the Louisiana Coalition on 
Jails and Prisons against the Louisiana State Penitentiary. 

A member's letter requesting resolution of several issues regarding 
psychiatrists who are involved in legal proceedings leading to 
execution was referred to the committee, The committee believes 
that any direct psychiatric service, such as examining a patient for 
competency to stand trial or receive sentence, is an obligation 
(however distasteful) of the psychiatrist and is not to be considered 
an abuse of psychiatry. The committee referred the specific questions 
raised in the letter to the Ethics Committee for an opinion. 

The Committee of American Indian/Alaskan Native Psychiatrists, 
Roger Dale Walker, M.D., chairperson, met with Dr. Everett 
Rhoades, Director of the Indian Health Service. Over the next 2 
years, the committee will assess mental health services within the 
Indian Health Service and will increase its consulting and liaison 
relationships with the service. The committee also plans to develop a 
legislative network of American Indian professionals who are 
knowledgeable about mental health issues and who will be available 
for testimony for Congressional hearings. 

The Committee of Asian-American Psychiatrists, Normund 
Wong, M.D., chairperson (the fall meetings were chaired by Rena 
Nora, M.D., and Joseph Okimoto, M.D.), is working with the APA 
Member Services and Manpower Department to develop a directory 
to help locate Asian-American psychiatrists with particular language 
and dialect skills. The committee is also collaborating with Member 
Services in recruiting Asian-American members. 

The Council supported the Committee of Black Psychiatrists, 
Bruce Ballard, M.D., chairperson, in its concern for the psychiatric 
needs of detained Haitian refugees. Dr. William Prescott of the 
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NIMH Cuban/Haitian Mental Health Unit, who met with the 
committee, spoke of the critical need for adequate care for Haitian 
refugees who are being released from various detention centers. 
Many Haitians have developed psychiatric sequelae after prolonged 
detention, as well as stress reactions and depressions secondary to 
problems of assimilation into the American culture. Dr. Prescott had 
received help from the APA Office of Minority/National Affairs and 
from the Member Services and Manpower Department in develop- 
ing a source list of psychiatrists fluent in French Creole. The Council 
recommended the establishment of a liaison between the NIMH 
Cuban/Haitian Mental Health Unit and the APA Central Office for 
the purpose of identifying areas of cooperation between NIMH and 
APA in providing psychiatric care to Haitian refugees. The Council 
further recommends that district branches in areas where refugees 
are located be kept informed about treatment issues. 

The Committee on Emerging Issues, Perry Ottenberg, M.D., 
chairperson, recommended a new task force to study the problems 
of living in a hazardous environment. The committee believes such a 
task force could make a major contribution by explaining adaptive 
responses to ecological threats and outlining the pattern of mal- 
adaptive responses to such threats. The Council asked the committee 
to submit a defined charge for the task force, which the Council will 
discuss at its next meeting, in May 1983. 

The Committee on Foreign Medical Graduates, Rodrigo Munoz, 
M.D., chairperson, plans the first issue of a newsletter for psychia- 
trists who graduated from foreign medical schools, to appear in 
January 1983 and be edited by Chiang-Piao Chien, M.D. The 
committee is working with Member Services and Manpower in 
recruiting foreign medical graduate psychiatrists. The committee 
plans to begin its recruitment program in New York State, the area 
with the highest population of foreign medical graduates. 

Dr. Munoz met with the Committee on the Chronically Mentally 
Ill (in the Council on Psychiatric Services) to discuss the role of 
psychiatrists who are foreign medical graduates and work in institu- 
tions for the chronically ill. The committee will work with the 
Committee on the Chronically Mentally Ill in collecting information 
on the number and role of foreign medical graduates who treat these 
patients. 

The committee is planning a joint reception with the Committee 
of Asian-American Psychiatrists at the United Nations during the 
annual meeting in May 1983. The reception will honor Dr. George 
Tarjan, APA’s first foreign medical graduate President. 

The Committee on Gay, Lesbian, and Bisexual Issues, James 
Paulsen, M.D., chairperson, plans to collect data on current teaching 
on homosexuality in medical schools, particularly by openly gay 
faculty. The committee also plans to develop a syllabus/training 
manual for medical schools and psychiatric residencies. 

The Committee of Hispanic Psychiatrists, Evaristo Gomez, M.D., 
chairperson, joins the Committee of Black Psychiatrists in recom- 
mending a strong liaison between APA and the NIMH Cuban/ 
Haitian Mental Health Unit. Activities concerning Cuban refugees' 
mental health and legal problems will continue to be a major priority 
of the committee. 

The Council endorsed the recommendation of the Committee on 
Religion and Psychiatry, Edgar Draper, M.D., chairperson, that 
standards regarding pastoral care be reinstated in the new standards 
of the Joint Commission on Accreditation of Hospitals (JCAH). The 
Council recommended that APA send a statement to JCAH express- 
ing its dismay at the deletion of standards for pastoral care and 
requesting that they be restored in the proposed revision of the 
JCAH standards and subsequent revision manuals. The committee 
believes that the pastoral counselor is a vital part of the delivery of 
mental health services and has a substantial effect on the quality of 
patient care. The committee believes that professional standards are 
essential for all members of the mental health care team, including 
clergy. 

The Committee on Women, Nanette Gartrell, M.D., chairperson, 
is working with the minority components of the Council on the 
“Curriculum on Psychological Consequences of Discrimination,” 
which the committee plans to submit for publication. The committee 
recommends a conference on discrimination cosponsored by the 
Council on National Affairs and the Council on Medical Education 
and Career Development. 
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The committee is developing a national survey of APA members 
on sexual abuse of patients. The committee has collected informa- 
tion on the gender composition of the ethics committees of the 
district branches and the number of sexual abuse complaints re- 
ceived by each district branch. The committee plans to conduct a 
literature review of the subject and to develop a national survey 
instrument, which will be submitted for review to the Council on 
Research. APA officers and staff will be key persons in project 
planning, data analysis, and educational programs resulting from 
the study. 

The Council approved the request of the committee to seek 
outside funding for a hospitality suite and reception for women 
psychiatrists during the 1983 annual meeting and for a mailing to 
4,000 women members of APA for recruitment into the Women’s 
Caucus. 

The Task Force on Psychiatry and Industry, Alan McLean, M.D., 
chairperson, has completed a literature search of the field. The task 
force plans to identify current programs of psychiatric care in the 
industrial setting and to develop a roster of psychiatrists active in 
occupational psychiatry. 

The Task Force on Terrorism and Its Victims, David Soskis, M.D., 
chairperson, did not meet during the fall committee meetings, as it 
has completed its specific task of preparing an overview of the 
current knowledge about the victims of terrorism with the December 
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1982 publication of Terrorism: Interdisciplinary Perspectives by the 
American Psychiatric Press, Inc. The appendix to the anthology, 
titled “Ethical Dimensions of Psychiatric Intervention in Terrorist 
and Hostage Situations,” was published separately in the November 
1982 issue of the American Journal of Psychiatry. The task force will 
continue for the next 3 years as a corresponding task force to handle 
any queries that arise out of these two publications. 

The Task Force on Victimization, Frank Ochberg, M.D., chairper- 
son, reported on national and international interest in victimization 
issues: President Reagan’s task force defining short- and long-term 
effects of victimization and mental health service needs of victims; 
the American Psychological Association’s task force on similar 
issues; the World Federation for Mental Health’s scientific commit- 
tee that is assessing victimization needs and programs internation- 
ally; and the National Organization for Victims’ Assistance collabo- 
ration with self-help groups and psychiatric consultants. The task 
force will advertise in Psychiatric News for member interest in 
clinical services to victims and in providing consultation to these 
self-help groups. As a follow-up, additional information will be 
collected on how psychiatrists became interested in victimization, 
their level of expertise, and their availability for service. 

The Council approved the task force request to seek outside 
funding for an interdisciplinary national conference on clinical issues 
in victimization, to be held in 1983--1984. 


The Council on Psychiatric Services 


Boris M. Astrachan, M.D., Chairperson 


IsSUES OF REGULATION and external redefinition of professional 
activities have been of major concern to the Council and its 
components during the past year. Included among our concerns has 
been the continuing evolution of standards of the Joint Commission 
on Accreditation of Hospitals (JCAH). We have helped organize a 
consistent Association response challenging attempts within JCAH 
to make the medical staff body optional in hospital settings. We have 
insisted both to JCAH and to various professional groups that the 
organized medical staff is a crucially important body for ensuring 
excellent patient care and for monitoring medical practice. We have 
also gathered information about changing insurance benefit struc- 
tures in Medicare and Medicaid regulations and have shared our 
concerns with other APA components as part of coherent organiza- 
tional response to these potentially grave problems. In addition, the 
Council is developing a document on approaches to delineation of 
hospital privileges for psychiatry. 

The Council has addressed these issues while completing a 
complex internal reorganization designed to enhance its capacity to 
respond to the needs of the Association. In the 1981-1982 year, our 
Council incorporated three components from other councils (the 
Committee to Coordinate the Functions of the Hospital & Commu- 
nity Psychiatry Service, Journal, and Institute; the Institute’ on 
Hospital & Community Psychiatry Program Committee; and the 
Committee on Comprehensive Health Planning) and saw its recom- 
mendation for a new Council on Standards of Practice and Funding 
Mechanisms implemented. The Committees on Peer Review and 
Financing Mental Health Care were transferred to the new council, 
and the Ad Hoc Committee on JCAH Standards for Hospital-Based 
or Hospital-Related Psychiatric Services was established as a stand- 
ing committee of the new council. During the past year the Council 
on Psychiatric Services also disbanded one task force (the Task Force 
on Community Residential Services) upon completion of its work 
and publication of its report. The Council encouraged the develop- 
ment of a final report and the disbandment of two other task forces 
(the Task Force on Health Maintenance Organizations and the Task 
Force on Psychiatric Emergency Care Issues). The Council has also 
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incorporated the new Committee on Private Practice, and the Ad 
Hoc Committee on the Chronic Mental Patient was established as a 
standing committee and assigned to the Council. Finally, the Council 
recommended and the Board approved the establishment of a Task 
Force on Psychiatric Services in Correctional Facilities. 

The Institute on Hospital & Community Psychiatry Program 
Committee, Darold A. Treffert, M.D., chairperson, developed and 
implemented an excellent Institute, which was held in October 1982 
in Louisville, Ky. The committee and the Council will consider 
future directions of the Institute, particularly its target population 
and program content. The Council believes the Institute relates 
directly to the interest and concerns of the Council and its compo- 
nents and that the annual planning and implementation of the 
Institute would be strongly facilitated if the staff functions were 
placed within the Office of Psychiatric Services. 

The Committee on Alcoholism, Sheldon I. Miller, M.D., chairper- 
son, and the Committee on Drug Abuse, Joyce Lowinson, M.D., 
chairperson, have been meeting jointly to discuss issues of mutual 
concern, They have proposed using data available from APA’s 
Biographical Directory and manpower questionnaire survey to 
develop a roster of psychiatrists who would be interested in referrals 
of patients with alcohol and drug abuse problems. They propose 
subsequent development of a survey of a sample of those psychia- 
trists about attitudes and practices of alcohol and drug abuse 
treatment. The committees have urged the Association to develop 
greater communication and involvement with the National Institute 
on Alcohol Abuse and Alcoholism and the National Institute on 
Drug Abuse and have recommended, with Council concurrence, that 
APA urge the prompt appointment of a director of the National 
Institute on Alcohol Abuse and Alcoholism. 

The Committee on Rehabilitation, James Folsom, M.D., chairper- 
son, has been extremely active in the last year through participation 
in educational presentations, publication of books or articles by 
individual members of the committee, serving as consultants/advis- 
ers to other organizations or agencies, and participating in develop- 
ment of a chapter that focuses on mental and behavioral disorders in 
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the American Medical Association publication Guides to the Evalu- 
ation of Permanent Impairment. In collaboration with the Commit- 
tee on the Chronically Mentally Ill, the Committee on Rehabilitation 
has also worked to develop testimony, write letters, and form liaison 
with other interested professional groups concerning the adverse 
effect of recent changes in procedure and criteria used by the Social 
Security Administration for persons first applying for disability 
benefits or under investigation for continuing disability benefits and 
retention on the Social Security Disability Insurance rolls. The two 
committees have agreed to collaborate on an article for psychiatrists’ 
use in assessing psychiatric disability and preparing Social Security 
Disability Insurance report forms. The committee has stressed that 
the forms become legal documents, which are important to the 
welfare of the patient. 

In addition to activities related to Social Security Disability 
Insurance, the Committee on the Chronically Mentally Ill, John 
Talbott, M.D., chairperson, has been concerned about plans the 
states are developing for the care of the chronically mentally ill in 
this time of economic crisis and shift of funds from federal to state 
programs. The committee is surveying state departments of mental 
health to determine whether any trends are developing. Members of 
the committee have submitted proposals for four presentations at 
the 1983 APA annual meeting that will focus on progress for the 
chronic mental patient over the last 5 years, treatment resistance of 
the chronically mentally ill, psychoeducational programs, and the 
psychiatrist’s role in preserving disability benefits for the chronically 
mentally ill. In the coming year this committee will pursue issues 
related to the Federal Community Support Program and the role of 
the foreign medical graduate in the treatment of the chronically 
mentally ill. The committee continues its strong interaction with 
other APA components; it has promoted, and served as a resource 
for, district branch programs about the chronically mentally ill. 

With the assistance of members and consultants, the Committee 
on Federal Government Health Services, Stephen Sonnenberg, M.D., 
chairperson, expects to conclude work on its manuscript on the Viet 
Nam veteran in 1983. The committee continues to monitor issues 
concerning the Veterans Administration, including possible disabling 
cutbacks in psychiatric beds, Operation Outreach" activities, and 
the shortage of psychiatrists within the VA. The committee has 
provided individuals who will be meeting with representatives of the 
VA with lists of questions and issues to be raised. With regard to 
military issues, the committee reported that a range of alcohol and 
drug detection and treatment programs is being implemented in the 
various uniformed services; it supports preventive and screening 
efforts and will monitor these programs for potential abuses of 
patient rights. The committee is alert to psychiatric manpower and 
training issues within the military and has apprised the Council that 
medicine and subspecialties such as psychiatry are vulnerable to 
devaluation through changes in military procedures. Noting that 
CHAMPUS is in the process of revising benefit conditions, the 
committee has urged the Association to watch for potential cutbacks 
in alcoholism services, hospitalization and partial hospitalization 
coverage, and definitions of mental illness that would require 
disability as a condition of eligibility for insurance coverage. 

The Committee on State Hospitals, J. Frank James, M.D., chair- 
person, has provided the Council with a draft position statement 
intended to establish an overview, philosophy, and general direction 
on which to base a more comprehensive APA report that will outline 
the current status of state mental hospitals as they relate to the 
overall system of mental health care. Thereafter the committee plans 
to make specific recommendations for consideration by APA to 
effect the transition of state hospital care into a system of mental 
health services. Working with NIMH and state hospitals throughout 
the country, the committee plans to collect data on which to base 
recommendations for further standards of care and staffing patterns. 
The NIMH Division of Biometry and the National Association of 
State Mental Health Program Directors will be asked to participate 
in the development of these data. 

Since it became operational in May 1982, the Committee on 
Private Practice, Naomi Goldstein, M.D., chairperson, has met with 
representatives of several APA components, including the Commit- 
tee on Special Benefit Programs, the Psychiatric Insurance Project, 
and the Prepaid Legal Plan, to discuss possible collaboration on the 
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promotion of services and the development of issues of particular 
concern to the private practice segment of APA’s membership. The 
committee has proposed a component presentation for the 1983 
annual meeting that will focus on legal aspects of confidentiality in 
private practice. The faculty will consist of several APA members 
and representatives of the legal frm Onek, Klein & Farr. 

A portion of the committee’s fall discussion was devoted to 
reimbursement issues and the changing mental health benefit climate 
as it affects private practice. The committee is especially concerned 
about recent legislation in California that authorizes state officials to 
contract with providers to deliver services to Medi-Cal recipients in 
a manner which promotes case management, provides alternative 
methods of payment, supports organized systems of care, and 
encourages group practices to develop relationships with hospitals 
having low unit costs. The legislation also allows capitated methods 
of payment to correct or prevent irregular or abusive billing 
practices, The committee believes that the APA membership should 
be kept informed of these developments and that the effects of such 
legislation on the private practitioner should be carefully monitored. 

During the summer the committee conducted an informal survey 
of the district branches, collecting information on local private 
practice committees, issues of concern to the district branches, and 
information on the use of or problems with Current Procedural 
Terminology. The committee will continue to discuss problems of 
usage in Current Procedural Terminology and refer issues to appro- 
priate APA committees concerned with insurance. 

The Committee on Comprebensive Health Planning, Mark J. 
Mills, M.D., chairperson, was established in 1975 to ensure mental 
health involvement in the implementation of the National Health 
Planning and Resources Act. With the demise of federal health 
planning efforts, the committee has reevaluated its mission and will 
continue to monitor developments within the various states and 
serve as a clearinghouse for local information. The Council has 
assigned to the committee the task of studying and developing a 
response to an Assembly action paper on overregulation of psychiat- 
ric facilities; it calls for a study and identification of conflicting and 
injurious regulation of public and private agencies. 

The Committee to Coordinate the Functions of the Hospital c 
Community Psychiatry Service, Journal, and Institute, Jack Wolford, 
M.D., chairperson, continues to study and make recommendations 
regarding the nature of the H&CP Service and the extent to which it 
meets the informational needs of the membership. The committee is 
pursuing its interest in developing mechanisms to examine how 
information reaches members and is looking at the issues of overlap 
of the Service, Journal, and Institute. 

The Committee on Liaison with the American Hospital Associa- 
tion, Gerald Flamm, M.D., chairperson, continues to monitor 
mental health care financing issues as they affect hospital delivery of 
care, e.g., prospective reimbursement, diagnosis-related groupings as 
they relate to prospective reimbursement, conditions of participation 
in the Medicaid-Medicare programs, and preferred provider organi- 
zations. The committee has also been active in monitoring JCAH 
developments and advising various components with regard to the 
Association’s response to JCAH proposed standards. In the coming 
year this committee hopes to collaborate with the Committee on 
Consultation/Liaison Psychiatry and Primary Care Education (in the 
Council on Medical Education and Career Development) to draft a 
document with regard to the role of the consultation/liaison psychia- 
trist. 

The Task Force on Health Maintenance Organizations, Daniel 
Patterson, M.D., chairperson, hoped to complete its final report by 
the end of 1982. Within that report is a summary of statements and 
recommendations which, if adopted, would serve as the basis for the 
Association’s policies regarding health maintenance organizations 
(HMOs). Currently mandated levels of coverage for psychiatric 
services in HMOs as defined in the original legislation have never 
been implemented and regulations established. Thus, some HMOs 
provide little or no psychiatric care. The Council agreed with the 
task force’s belief that HMOs should provide adequate psychiatric 
coverage, and it will work with the task force to encourage 
Association activities that would result in strengthening national 
HMO policies. 

Upon completion of its final report, the task force will be 
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disbanded; however, it has recommended that HMO psychiatrists 
be appointed to substantive components of the Association to ensure 
that health maintenance organization concerns are considered in the 
development of policies concerning psychiatric residency training, 
peer review, health care organization and financing, the chronic 
patient, and research. 

The Task Force on Psychiatric Emergency Care Issues, Gail 
Barton, M.D., chairperson, hopes to conclude in 1983 work on its 
final report, which will be a discussion of the state of the art and a 
guide to those who administer psychiatric emergency programs. In 
recent months Dr. Barton has met with representatives of NIMH to 
provide strong arguments for the support of studies related to 
emergency mental health care, not only for disaster planning but 
also for those emergencies seen by the routine emergency care 
system. The task force continues to be active in training efforts 
within APA, including sponsorship of courses at the annual meeting 
and the H&CP Institute. Liaison with the Joint Review Committee 
to Áccredit Emergency Medical Technician-Paramedic Training Pro- 
grams, the American College of Emergency Physicians, and other 
groups has resulted in psychiatrically oriented segments of their 
educational meetings. Some members of the task force are working 
on the development of questions for the fifth edition of the Psychiat- 
ric Knowledge and Skills Self-Assessment Program. 


OFFICIAL ACTIONS 


For 4 years APA has served as one of several sponso's of the Joint 
Review Committee to Accredit Emergency Medical Technician- 
Paramedic Training Programs. This sponsorship has allowed APA to 
provide psychiatric input into the development of accreditation 
criteria and then to make recommendations for program content. 
The Council believes that APA should continue to provide psychiat- 
ric input as requested by the Joint Review Committee, but in 
September the Council concluded that the Joint Review Committee 
had had several years of experience and time to estzblish a full 
accreditation program and therefore recommended termination of 
APA’s sponsorship and corresponding financial support of the Joint 
Review Committee. 

Within the past few years the task force has developed a number 
of resource materials, has promoted liaison with many agencies and 
organizations, and has developed or participated in a number of 
educational presentations on emergency psychiatric care. While 
many of the specified tasks of the existing component have been 
completed, the Council recognized the need for continuing attention 
to emergency psychiatric care and consequently will recommend 
disbandment of the task force on the completion of its final report 
and establishment of a component within APA that will focus 
primarily on educational and liaison activities concerning emergency 
psychiatry. 


The Council on Research 


Marvin Stein, M.D., Chairperson 


THE COUNCIL ON RESEARCH at its last meeting again devoted its 
major efforts to a discussion of the establishment of an Office of 
Research. Dr. Melvin Sabshin, APA Medical Director, discussed 
several proposals regarding the structure and placement of the office 
within the APA structure as well as possible functions of this office. 
Functions of the office will include coordination of in-house research 
activities; proactive support of the Council on Research and its 
components, including the development of position statements on 
research; clearinghouse functions, including dissemination of infor- 
mation on research to the federal government, psychiatric education 
and research communities, and the general public; liaison with 
academic departments of psychiatry and other research-oriented 
organizations; and the planning and development of special pro- 
jects. 

The Council on Research recommended that the Office of Re- 
search be free-standing either initially or ultimately and that, if not 
immediately established as free-standing, it be housed in the office of 
the Medical Director. Further it recommended that the head of the 
Office of Research be a psychiatrist with a background in research 
and appreciation of the clinical application of research findings. 

Subsequently, the Board of Trustees, at its September 1982 
meeting, voted to establish an Office of Research within the Medical 
Director’s office. 

The Committee to Evaluate DSM-III, Gary Tischler, M.D., 
chairperson, will try to clarify opinions about DSM-III before 
making recommendations for changes in December 1983 to the 
Board of Trustees. The committee plans to hold a workshop to 
obtain relevant comments from invited experts for the purpose of 
evaluating the strengths and weaknesses of DSM-III as well as 
debating and clarifying the major issues. The workshop theme will 
be “DSM-HI: An Interim Appraisal.” The committee also plans to 
prepare an annotated bibliography in order to develop an organized 
data base summarizing the postimplementation literature on DSM- 
III. The committee hopes that the proceedings from the workshop 
and the bibliography might be published together under the title 
DSM-III: An Interim Appraisal. 

The Task Force to Develop a Safety and Performance Standard 
For Electroconvulsive Therapy Devices, Richard Weiner, M.D., 
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chairperson, continues to work on the reclassification of ECT 
devices from class III to class II. (Class Il devices require the 
provision of an appropriate safety and performance standard accept- 
able to the U.S. Food and Drug Administration [FDA]. Information 
regarding the safety and efficacy of class III devices is not considered 
sufficient to establish a safety and performance standard; premarket- 
ing approval is required before such devices, e.g., experimental 
devices, can be sold.) In August 1982. APA petitioned the FDA for 
such a reclassification. The petition attempted to demonstrate that 
enough evidence is currently available to establish a performance 
standard for ECT devices; this would provide reasonable assurance 
of the safety and efficacy of such devices. Subsequently, the Neuro- 
logical Section of the Respiratory and Nervous System Devices Panel 
of the Bureau of Medical Devices held an open public hearing on 
Nov. 4 and 5, 1982, to determine whether the petition should be 
granted or denied. In a unanimous decision, the advisory panel 
agreed to recommend to the FDA that ECT devices be reclassified to 
class H, to be effective when a national standard is adopted. Until 
that time premarketing approval will not be required for these 
devices. This was a major step in the battle to keep ECT as a viable 
psychiatric treatment. 

The Task Force on the Use of Laboratory Tests in Psychiatry, 
Alexander Glassman, M.D., chairperson, is currently working on 
two reports: one on the dexamethasone suppression test and one on 
urinary 3-methoxy-4-hydroxyphenylglycol (MHPG). The task force 
hopes to complete both reports in 1983, 

The Task Force on Treatments of Psychiatric Disorders, T. Byram 
Karasu, M.D., chairperson, did not receive a grant that it had 
applied for to develop a psychiatric treatments manual, but it will 
continue its efforts to develop this important manual. The manual, 
designed to provide useful treatment guidelines for clinicians based 
on both research findings and expert clinical judgment, will be 
limited to schizophrenia, depression, and anxiety disorders. 

The Task Force to Study the Long-Term Effects of Lithium on the 
Kidney, George Heninger, M.D., chairperson, is develcping a report 


that reviews data on the long-term effects of lithium on the kidney, 


considers the implication of how the long-term effects might affect 
the risk/benefit ratio, and addresses practical aspects of how psychi- 
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atrists might monitor kidney function in patients on long-term 
lithium treatment. 
The Task Force on Sudden Death, George Simpson, M.D., 


chairperson, is working to develop a report that will summarize the 
existing literature on sudden death in psychiatric patients, including 
the possible role of psychotropic drugs. 


The Council on Standards and Economics of Psychiatric Care 


Joseph T. English, M.D., Chairperson 


IN Marcu 1982 the Board of Trustees established this council and 
charged it to foster nondiscriminatory mental illness coverage; 
collaborate with other APA components involved in carrying out 
educational programs for purchasers of health insurance; articulate 
and promote fair and adequate standards of practice; oversee the 
development and refinement of models of quality assurance; and 
identify needs and resources for data related to these tasks. The 
work of several components, previously reporting to the Board of 
Trustees or other councils, was seen as central to the mission of the 
Council, and the following were assigned to the Council: the 
Committee on Peer Review, the Committee on Financing Psychiatric 
Services (formerly the Committee on Financing Mental Health 
Care), the Committee on Interprofessional Services, the Committee 
on JCAH Standards for Hospital-Based or Hospital-Related Psychi- 
atric Services, and the National Advisory Committee for the 
CHAMPUS/APA Peer Review Project. 

Because the Council’s mission subsumes many of the activities of 
the former Commission on Standards of Practice and Third-Party 
Payment, the Commission was terminated in May 1982. The 
Council agreed to maintain liaison with several components previ- 
ously associated with the Commission and, after reviewing its 
charge, agreed that strong collaborative relationships with many 
APA components would be required. For example, late in 1981, APA 
initiated its Psychiatric Insurance Project, which is overseen by the 
Competition/Legislation Work Group. Because of a variety of inter- 
twining interests, the Council has collaborated with the work group 
to identify priorities among and to discuss approaches to reimburse- 
ment issues with insurance carriers and purchasers and with col- 
leagues. In addition, because standards and economics have obvious 
as well as subtle effects on the delivery of care, the Council plans 
close interaction with the Council on Psychiatric Services and, 
to that end, met with that council during the fall component meet- 
ings. 

Although the Council is new, the problems and issues associated 
with standards and economics have a long history and are numerous 
and complex. During the fall component meetings, the Council 
discussed a variety of legislative or regulatory initiatives that affect 
psychiatric care and practice. Of particular interest were the drafted 
(but not formally issued) revisions of the Health Care Financing 
Administration’s Conditions of Participation for Psychiatric Hospi- 
tals in Medicaid or Medicare Programs. The Council expressed 
concern over a proposal to extend these conditions, which currently 
apply to psychiatric hospitals and to psychiatric services in general 
hospitals. Such an extension would needlessly complicate service 
delivery and, in fact, is contrary to the Administration’s emphasis on 
deregulation. In addition, the Council called attention to attempts 
within the draft to redefine the term “physician” to include some 
nonmedical personnel. 

The Couricil also reaffirmed APA’s concern about recent changes 
affecting eligibility of the mentally ill in the Social Security Adminis- 
tration’s disability program. The Council reaffirmed APA’s opposi- 
tion to a proposed decrease in the CHAMPUS benefit for partial 
hospitalization and inpatient treatment. The Council also heard 
reports on new legislation in California that would stimulate the 
identification of “preferred provider organizations," which would 
have far-reaching consequences for the organization, financing, and 
delivery of psychiatric care in both the public and private sectors of 
that state. The Council plans to continue to monitor these develop- 
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ments in collaboration with the Joint Commission on Government 
Relations. 

The Committee on Peer Review, John Hamilton, M.D., chairper- 
son, met in September with the medical directors of insurance 
companies that have contracted for APA peer review services. The 
medical directors were pleased with the peer review program and 
indicated that participation in the program had resulted in consider- 
able savings. The committee emphasized two issues, confidentiality 
and the collection of data that may give direction for refinement of 
the program in the future. The committee will continue its efforts to 
improve the quality of the peer review process and to attract the 
interest of additional insurance carriers in the program. During 1983 
the committee will begin a revision of APA’s Manual for Psychiatric 
Peer Review and will initiate efforts to provide more information to 
physicians and insurance carriers about the benefits of participation 
in peer review. 

The Committee on Financing Psychiatric Services, Donald Scherl, 
M.D., chairperson, brought to the attention of the Council the need 
for a mechanism to maintain liaison with government representa- 
tives and insurance carriers regarding reimbursement and standards 
problems. The committee also urged that the district branches be 
kept informed of pending state or federal legislation that would 
impose reimbursement restrictions. With regard to goals and future 
directions, the committee will concentrate on complementing the 
activities of the Psychiatric Insurance Project by developing a series 
of papers with emphasis on data about psychiatric insurance benefits 
and related advantages of peer review programs. It will also attempt 
to update APA's pamphlet “Mental Illness and Third Party Pay- 
ment" and APA Guidelines for Psychiatric Services Covered Under 
Healtb Insurance Plans. 

The National Advisory Committee for the CHAMPUSI/APA Peer 
Review Project, Henry G. Altman, M.D., chairperson, is charged to 
fulfill the terms of a contract between APA and the U.S. Department 
of Defense. The contract requires that the committee provide 
guidance, oversight, and ongoing review of the CHAMPUS peer 
review system. The committee maintains liaison with the Committee 
on Peer Review, the Council, the Board of Trustees, and the 
Assembly. 

The Committee on Interprofessional Services, William Stone, 
M.D., chairperson, works closely with the Joint Commission on 
Interprofessional Affairs, which is composed of representatives of 
the American Psychiatric Association, the American Psychological 
Association, the National Association of Social Workers, and the 
American Nurses’ Association. Recognizing the pressures and diffi- 
culties in recent years that have led to differences among the four 
organizations, the Joint Commission on Interprofessional Affairs 
held a conference in May 1982 to bring together leaders of the 
member organizations to discuss areas of mutual concern, conflicts, 
and plans for future actions. Recommendations evolving from the 
conference were subsequently reviewed by the parent bodies, and the 
APA Board of Trustees endorsed several: first, that the public affairs 
or information staffs of the four organizations develop some degree 
of liaison, with initial efforts to focus on creating a better public 
image for the professions and to address the stigmatization of the 
mentally ill; second, that the organizations increase cooperation in 
legislative/advocacy efforts at a national level, which at a minimum 
suggests that the legislative staffs of each organization meet annually 
to inform each other of plans and to develop common strategies for 
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mutual goals; third, that the parent organizations commit them- 
selves to a policy of increasing interaction and cooperation in a 
variety of ways and encourage state and local level organizations 
to work together, insofar as possible, on mutual goals. Finally, 
APA agreed to participate in a second leadership conference in 
1984. 

Over the past year, the Committee on JCAH Standards for 
Hospital-Based or Hospital-Related Psychiatric Services, Boris M. 
Astrachan, M.D., chairperson, has carefully monitored proposed 
revisions in the standards of the Joint Commission on Accreditation 
of Hospitals. JCAH has adopted the principle of a single set of 
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standards for all hospital-based psychiatric services, whether in free- 
standing hospitals or in psychiatric units of general hospitals. It is 
expected that in early 1984 all hospital-based psychiatric services 
will be eligible for survey under the JCAH's Hospital Accreditation 
Program. The committee has energetically responded to proposed 
psychiatric standards intended for inclusion under the Hospital 
Áccreditation Programs. In addition, the committee voiced to JCAH 
its grave concern over proposed revisions that would make the 
organization of a medical staff in a hospital optional and encouraged 
the district branches to consider the matter and express their views 
to JCAH. Careful monitoring continues. 
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Deceased Members of the American Psychiatric Association 


Hyman W. Abrahamer 
Jack Samuel Abrams 
Arthur M. Arkin 
Leo H. Bartemeier 
Phillip H. Bassett 
Ralph Warren Bohn 
William A. Boyle 
Roland J. Brett 

Ella P. Cahill 

Eric Denhoff 

Juliette L. Despert 
Norman B. Dobin 
Edgar S. Ezell 
Alfred L. Fein 
Peregrino Ferro-Dias 
Klaus Feuchtwanger 
Dora Fishback 
Joseph John Folk 
Kenneth V. Francis 
Abraham N. Franzblau 
Anna Freud 

Henry Freund 
Arthur J. Gavigan 
Francis F. Giannini 
Edward M. Gould 
Jerome Hartz 
Milton G. Hendlich 


Maria M. Herenda 
Theodore A. Hill 

L. Clovis Hirning 
John Joseph Houlihan 
William N. Hughes 
Avrohm Jacobson 
Albert J. Kaplan 

Erich Kaufmann 
Walter R. Kirschbaum 
Carl H. Kivler 

Barry Mark Klitzner 
Wsewolod S. Klufas 
Hong Kyun Koh 
Allen Joseph Kolin 
Theodore R. Lanning 
Norman D. Lazar 
Michalis J. Linardakis 
Winston Bryan Liston 
Azizolah Malakuti 
William Malamud 
Albert A. Maybeno 
Franklin Otto Meister 
Joseph H. Merin 
Harry M. Murdock 
Kenneth A. Naylor 
Carroll W. Osgood 
Patricia Sue Prehara 
Burman H. Preston 


Robert C. Rehner 
Abraham A. Richman 
Nathan King Rickles 
Hertha R. I. Riese 
Herbert S. Ripley 
Henry T. Rondeau 
Jack L. Rubins 

James L. Sagebiel 
Doreen E. Schecter 
Lawrence Schneider 
Max Selo 

Herman M. Serota 
Morris Louis Sharp 
Stephen H. Sherman 
Harvey Jack Shwed 
Samuel A. Silk 

Leo William Simmons 
Bertram Spira 
Richard Steinbach 
Marvin Saul Steiner 
Max M. Stern 
Amanda L. Stoughton 
Mottram P. Torre 
Alfred H. Vogt 
Graziella Weimerskirch 
Harry I. Weinstock 
Daniel Louis Wesche 
Leon Yochelson 
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WHAT MAKES IT DIFFERENT 


MOBAN is a dihydroindolone—first in its class. 


... CAN MAKE IT BETTER FOR ELDERLY PATIENTS: 


Significant hypotension has rarely been reported with MOBAN. Hypoten- 
sion is most likely to occur from the administration of the aliphatic 
phenothiazines. ' 


CAN MAKE IT BETTER FOR YOUNG ADULT PATIENTS: 


Dystonic movements, often seen in young people early in treatment with 
other antipsychotics? occur infrequently with MOBAN'" (molindone HCI). 


No incidence of impotence. 


... CAN MAKE IT BETTER FOR ALL PSYCHOTIC PATIENTS: 


A moderate incidence of extrapyramidal reactions. High-potency pipera- 
zines and Haldol” (haloperidol) are associated with a high incidence of 
EPS. 


Low incidence of sedation. 


Weight gain and loss have been in the direction of normal or ideal weight. 
Weight gain has been associated with all phenothiazines. ' 


No reports of persistent tardive dyskinesia.* 


i: Reports of the irreversible variety of tardive dyskinesia have not been received, but this cannot 
be used to predict that MOBAN cannot cause an irreversible dyskinetic syndrome. 


References: 
1. Goodman LS, Gilman A: The Pharmacological Basis of Therapeutics, ed 6. 
New York, MacMillan Pub Co, 1980, pp 395—414. 


2. Baldessarini RJ: Chemotherapy in Psychiatry. Cambridge, Harvard 
University Press, 1977, p 41. 
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MOBRN" (motindone hydrochloride) 


DESCRIPTION MOBAN (molindone hydrochloride) is 
a dihydroindolone compound which is not structurally 
related to the phenothiazines, the butyrophenones or 
the thioxanthenes. 

MOBAN is 3-ethyl-6, 7-dihydro-2-methyl-5-(morpholi- 
nomethyl) indoi-4 (5H)-one hydrochloride. It is a white 
crystalline powder, freely soluble in water and alcohol 
and has a molecular weight of 312.67. 


MOLINDONE HYOROCHLORIDE 


ACTIONS MOBAN (molindone hydrochloride) has a 
pharmacological profile in laboratory animals which 
predominantly resembles that of major tranquilizers 
causing reduction of spontaneous locomotion and 
aggressiveness, suppression of a conditioned 
response and antagonism of the bizarre stereotyped 
behavior and hyperactivity induced by ampheta- 
mines. in addition, MOBAN antagonizes the depres- 
sion caused by the tranquilizing agent tetrabenazine. 


In human clinical studies tranquilization is achieved 
inthe absence of muscle relaxing or incoordinating 

effects. Based on EEG studies, MOBAN exerts Its 
effect on the ascending reticular activating system. 


Human metabolic studies show MOBAN (molindone 
hydrochloride) to be rapidly absorbed and metabo- 
lized when given orally Urmetabolized drug reached 
a peak blood level at 1.5 hours. Pharmacological 
effect from a single oral dose persists for 24-36 
hours, There are 36 recognized metabolites with less 
than 2--396 unmetabolized MOBAN being excreted 
in urine and feces. 


INDICATIONS MOBAN (molindone hydrochioride) is 
indicated in the management of the manifestations 
ot schizophrenia. 


CONTRAINDICATIONS MOBAN (molindone hydro- 
chloride) is contraindicated in severe centra! nervous 
system depression (alcohol, barbiturates, narcotics, 
etc.)or comatose states, and in patients with known 
hypersensitivity to the drug. 


WARNINGS Usage in Pregnancy: Studies in preg- 
nant patients have not been carried out. Reproduc- 
tion studies have been performed in the following 
animals: 

Pregnant Rats oral dose— 
no adverse effect 

no adverse effect 

Pregnant Mice oral dose— 
slight increase resorptions 20 mg/kg/day—10 days 
slight increase resorptions 40 mg/kg/day—10 days 


20 mg/kg/day——10 days 
40 mg/kg/day—10 days 


Pregnant Rabbits oral dose— 

no adverse effect 5 mg/kg/day-—12 days 
no adverse effect 10 mg/kg/day—12 days 
no adverse effect 20 mg/kg/day— 12 days 


Animal reproductive studies have not demonstratec a 
teratogenic potential. The anticipated benefits must 
be weighed against the unknown risks to the fetus 

if used in pregnant patients 

Murang Mothers: Data are not available on the cor- 
tent of MOBAN (molindone hydrochloride) in the miik 

of nursing mothers. 


Usage in Children: Use of MOBAN (molindone 
hydrochioride) in children below the age of twelve 
years is not recommended because safe and effec- 
tive conditions for its usage have not been 
established. 


MOBAN has not been shown effective in the manage- 
ment of behavioral complications in patients with 
mental retardation. 


PRECAUTIONS Some patients receiving MOBAN 
(molindone hydrochioride) may note drowsiness ini- 
tially and they should be advised against activities 
requiring menta! alertness unti their response to the 
drug has been established. 


Increased activity has been noted in patients receiv- 
ing MOBAN. Caution should be exercised where 
increased activity may be harmful. 


MOBAN does not lower the seizure threshold in 
experimenta! animals to the degree noted with more 
sedating antipsychotic drugs. However in humans 
convulsive seizures have been reported in a few 
instances. 

The physician should be aware that this tablet prepa- 
ration contains calcium su fate as an excipient and 
that calcium ions may interfere with the absorption of 
preparations containing phenytoin sodium and 
tetracyclines. 

MOBAN has an antiemetic effect in animals. A similar 
effect may occur in humans and may obscure signs 
ot intestinal obstruction or brain tumor 
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Neuroleptic drugs elevate prolactin levels; the eleva- 
tion persists during chronic administration. Tissue 
culture experiments indicate that approximately one- 
third of human breast cancers are prolactin depend- 
ent in vitro, a factor of potentia! importance if the pre- 
scription of these drugs is contemplated in a patient 
with a previously detected breast cancer Although 
disturbances such as galactorrhea, amenorrhea, 

ynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin 
levels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither 
clinical studies nor epidemiologic studies conducted 
to date, however have shown an association between 
chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered 
too limited to be conclusive at this time. 


ADVERSE REACTIONS-—CNS EFFECTS The most 
frequently occurring effect is initial drowsiness that 
generally subsides with continued usage of the drug 
or lowering of the dose -Noted less frequently were 
depression, hyperactivity and euphoria. 


Neurological —Extrapyramidal Reactions Extrapyr- 
amidal reactions noted below may occur in suscepti- 
ble individuals and are usually reversible with 
appropriate management. 


Akathisia Motor restiessness may occur early 


Parkinson vd d aln Akinesia, characterizec by 
rigidity, immobility and reduction of voluntary move- 
ments and tremor, have been observed. Occurrence 
is less frequent than akathisia. 


Dystonic Syndrome Proionged abnormal contrac- 
tions of muscle groups occur infrequently These 
symptoms may be managed by the addition of a syn- 
thetic antiparkinson agent (other than L-dopa). smali 
doses of sedative drugs, and/or reduction in dosage. 


Tardive Dyskinesia Neuroleptic drugs are known to 
cause a syndrome of dyskinetic movements com- 
monly referred to as tardive dyskinesia. The move- 
ments may appear during treatment or upon 
withdrawal of treatment and may be either reversible 
or irreversible (i.e., persistent) upon cessation of 
further neuroleptic administration. Reports of reversi- 
ble tardive dyskinesia in association with MOBAN 
therapy have been received. Reports of the irreversi- 
ble variety have not been received, but this cannot 
be used to predict that MOBAN (molindane hydro- 
chloride) cannot cause an irreversible dyskinetic 
syndrome 


The syndrome is known to have a variable latency for 
development and the duration of the latency cannot 
be determined reliably It is thus wise to assume that 
any neuroleptic agent has the capacity to induce 

the syndrome and act accordingly until sufficient data 
has been collected to settle the issue definitively for 
aspecific drug product. Inthe case of neuroleptics 
known to produce the irreversible syndrome, the foi- 
lowing has been observed: 


Tardive dyskinesia associated with other agents has 
appeared in some patients on long-term therapy and 
has also appear after drug therapy has been dis- 
continued. The risk appears to be greater in elderly 
patients on high-dose therapy, especialiy females 
The symptoms are persistent and in some patients 
appear to be irreversible. The syndrome is character- 
ized by rhythmical involuntary movements of the 
tongue, face, mouth or jaw (e.g.. protrusion of tongue. 
puffing of cheeks, puckering of mouth, chewing 
movements). There may be involuntary movements of 
extremities. 

There is no known effective treatment of tardive dyski- 
nes:a; antiparkinsonism agents usually do not alle- 
viate the symptoms of this syndrome It is suggested 
that all antipsychotic agents be discontinued if these 
symptoms appear Should it be necessary to rensti- 
tute treatment, or increase the dosage of the agent, or 
Switch to a different antipsychotic agent, the syn- 
drome may be masked. It has been reported that fine 
vermicular movements of the tongue may be an early 
sign of the syndrome and if the medication is stopped 
at that time the syndrome may not develop. 


Autonomic Nervous System Occasionally blurring 
of vision, tachycardia, nausea, dry mouth and saliva- 
tion have been reported. Urinary retention and consti- 
pation may occur particularly i! anticholinergic drugs 
are used to treat extrapyramidal symptoms. 


Hematological There have been rare reports of leu- 
copenia and leucocytosis. If such reactions occur 
treatment with MOBAN may continue if clinical symp- 
toms are absent. Alterations of blood glucose, iver 
function tests, B.U.N., and red blood cells have not 
been considered clinically significant. 

Metabolic and Endocrine Effects A'teration of thy- 
roid function has not been significant. Amenorrhea 
has been reported infrequently. Resumption of men- 
ses in previously amenorrheic women has been 
reported. initially heavy menses may occur Galactor- 
rhea and gynecomastia have been reported infre- 
quently increase in libido has been noted in some 
patients. impotence has not been reported. Although 
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both weight gain and weight loss have been in the 
direction of normai or ideal veo. excessive weight 
gain has not occurred with MOBAN.- 


Cardiovascular Rare, transient, non-specific T wave 
changes have been reported on E.K.G. Association 
with a clinical syndrome has not been established. 
Rarely has significant hypotension been reported. 


Ophthalmological Lens opacities and pigmentary 
retinopathy have not been reported where patients 
have received MOBAN (mclindone hydrochloride). In 
some patients, phenothiazine induced lenticular 
opacities have resolved following discontinuation of 
MS AL PIRE while continuing therapy with 


Skin Early, non-specific skin rash, probably of allergic 
origin, has occasionally been reported. Skin pigmen- 
tation has not been seen with MOBAN usage alone. 


MOBAN (molindone hydrochloride) has certain phar- 
macological similarities to other antipsychotic agents. 
Because adverse reactions are often extensions of 
the pharmacologicai activity of a drug, ail of the 
xnown pharmacological effects associated with other 
antipsychotic drugs shouid be kept in mind when 
MOBAN is used. Upon abrupt withdrawal after pro- 
onged high dosage an abstinence syndrome has not 
deen noted. 


DOSAGE AND ADMINISTRATION Initial and mainte- 
nance doses of MOBAN (rmolindone hydrochioride) 
shouid be individualized. 

initial Dosage Schedule Tne usual starting dosage 

s 50-75 mg/day 

Increase to 100 mg/day in 3or 4 days. 

-Based on severity of symptomatology, dosage 
may be titrated up or cown depending on indi- 
vidual patient response 

An increase to 225 mgiday may be required in 
patients with severe symptomatology. 


=Iderly and debilitated patents should be started on 
Ower dosage. 


Maintenance Dosage Schadule 

1. Mild. —5 mg--15 mg three or four times a day 

2. Moderate — 10 mg-25 mg three or four times a day 
3. Severe —225 mg/day may be required. 


DRUG INTERACTIONS Po:entiation of drugs admin- 
istered concurrently with MCBAN (molindone hydro- 
chloride) has not been reported. Additionally animal 
studies have not shown increased toxicity when 
MOBAN is given concurrently with representative 
members of three classes of drugs (i e., barbiturates, 
chloral hydrate and antiparkinson drugs) 


MANAGEMENT OF OVERDOSAGE Symptomatic, 
supportive therapy should be the rule 

Gastric lavage is indicated ‘or the reduction of 
absorption of MOBAN (moindone hydrochloride) 
which is freely soluble in water. 


Since the adsorption of MOBAN (molindone hydro- 
chloride) by activated charcoal has not been deter- 
mined, the use of this antidcte must be considered 
of theoretical value. 


Emesis in.a comatose patient is contraindicated. 
Additionally while the emetic effect of apomorphine is 
blocked by MOBAN in animals, this blocking effect 
has not been determined inhumans. 


A significant increase in the rate of removal of unme- 
tabolized MOBAN fromthe body by forced diuresis, 
peritoneal or renal dialysis would not be expected. 
(Only 296 of a single ingesied dose of MOBAN is 
excreted unmetabolized in the urine.) However poor 
response of the patient may justify use of these 
procedures. 

While the use of laxatives or enemas might be based 
on genera! principles, the amount of unmetabolized 
MOBAN in feces is less than 1%. Extrapyramidal 
symptoms have responded to the use of diphenny- 
dramine (Benadryl") and the synthetic anticholinergic 
antiparkinson agents (i.e., &rtane? Cogentin? Akineton’). 


HOW SUPPLIED As tablets in bottles of 100 with 
potencies and colors as follows: 

5 mg orange 50 mg biue 

10 mg lavender 100 mg tan 

25 mg light green 
As aconcentrate containing 20 mg molindone hydro- 
chloride per mi in 4 oz. (120 m!) bottles. 
*Benadryl— Trademark, Parke Davis and Co. 
*Artane— Trademark. Ledere Laboratories 
"Cogentin— Trademark, Merck Sharp & Dohme 
*Akineton— Trademark. Knol Pharmaceutical Co. 


MOBAN is a registered U.S. trademark of 
Du Pont Pharmaceuticals. 6102-8/Rev. July 1981 


Du Pont Pharmaceuticais 
Biochemicals Department 

E.L du Pont de Nemours & Co. (Inc.) 
Wilmington, Delaware 19898 
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eS Brie! Summary of Prescribing Information. 


< 

RV indications and Usage: Management of anxiety 
disorders or short-term relief of symptoms o! anxiety 
P a^ or anxiety associated with depressive symptoms. Anxiety 
Oi or tension associated with stress of everyday life usually does 

not require treatment with an anxiolytic. 
A ch Effectiveness in long-term use, i.e., more than 4 months. has not 
A "S been assessed by systematic clinicat studies. Reassess periodically 
x usefulness of the drug for the individual patient. 


Contraindications: Known sensitivity to benzodiazepines or acute narrow-angle 
ace l glaucoma. 


Wamings: Not recommended in primary depressive disorders or psychoses. As with ali 
CNS-acting drugs, warn patients not to operate machinery or motor vehicles, and of dimin- 
ished tolerance for alcohol and other CNS depressants. 

Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbitu- 
rates and alcohol have occurred following abrupt discontinuance of benzodiazepines (including 
convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addiction-prone 
individuals, e.g. drug addicts and alcoholics, should be under careful surveillance when on ben- 
zodiazepines because of their predisposition to habituation and dependence. Withdrawal symp- 
toms have also been reported following abrupt discontinuance of benzodiazepines taken 
continuously at therapeutic levels for several months. 


Precautions: in depression accompanying anxiety, consider possibility for suicide, 

For elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid overse- 
dation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may result in 
symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and occasional 
convulsions. Observe usual precautions with impaired renal or hepatic function. Where gastroin- 
testinal or cardiovascular disorders coexist with anxiety, note that lorazepam has not been shown 
of significant benefit in treating gastrointestinal or cardiovascular component. Esophageal dila- 
tion occurred in rats treated with lorazepam for more than 1 year at 6mÍg/kg/day. No eftect dose 
was 1.25mg/kg/ day (about 6 times maximum human therapeutic dose of 10mg/day). Effect was 
reversible only when treatment was withdrawn within 2 months of first observation. Clinical sig- 
nificance is unknown; but use of lorazepam for prolonged periods and in geriatrics requires cau- 
tion and frequent monitoring for symptoms of upper G.I. disease. Safety and effectiveness in 
children under 12 years have not been established. 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
elevations of LOH. As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbiturates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in rats 
during an 18-month study. No studies regarding mutagenesis have been performed. 


PREGNANCY: Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotated limbs, gastroschisis, 
maltormed skull and microphthalmia) were seen in drug-treated rabbits without relationship fo 
dosage. Although all these anomalies were not present in the concurrent control group, they have 
been reported to occur randomly in historical controls. At 40mg/kg and higher, there was evi- 
dence of fetal resorption and increased fetal loss in rabbits which was not seen at lower doses. 
Clinical significance of these findings is not known. However, increased risk of congenital malfor- 
mations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
meprobamate) during first trimester of pregnancy has been suggested in several studies. 
Because use of these drugs is rarely a matter of urgency, use of lorazepam during this period 
should almost always be avoided. Possibility that a woman of child-bearing potential may be preg- 
nant at institution of therapy should be considered. Advise patients if they become pregnant to 
communicate with their physician about desirability of discontinuing the drug. In humans, blood 
levels from umbilical cord blood indicate placental transfer of lorazepam and its glucuronide. 


NURSING MOTHERS: it is not known if oral lorazepam is excreted in human milk like other ben- 
zodiazepines. As a general rule, nursing should not be undertaken while on a drug since many 
drugs are excreted in milk. 


Adverse Reactions, if they occur, are usually observed at beginning of therapy and generally dis- 
appear on continued medication or on decreasing dose. In a sample of about 3,500 anxious 
patients, most frequent adverse reaction is sedation (15.996), followed by dizziness (5.996), weak- 
ness (4.2%) and unsteadiness (3.4%). Less frequent are disorientation. depression. nausea, 
change in appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye tunc- 
tion disturbance, various gastrointestinal symptoms and autonomic manifestations. Incidence of 
sedation and unsteadiness increased with age. Small decreases in blood pressure have been 
noted but are not clinically significant, probably being related to relief of anxiety. 


Overdosage: in management of overdosage with any drug, bear in mind multiple agents may 
have been taken. Manifestations of overdosage include somnolence, confusion and coma. 
induce vomiting and/or undertake gastric lavage followed by general supportive care. monitoring 
vital signs and close observation. Hypotension, though unlikely, usually may be controlled with 
Levarterenol Bitartrate Injection U S.P Usefulness of dialysis has not been determined. 


Ativan’: 
for, lorazepam) 
ety 


DOSAGE: individualize for maximum beneficial effects. Increase dose gradually 
when needed, giving higher dose before increasing daytime doses. Anxi- 
ety, usually 2-3mg/day given b.i.d. or t..d.; dosage may vary from 1 to 10mg/day 
in divided doses. For eiderty or debilitated, initially 1-2mg/day; insomnia due to 
anxiety or transient situational stress, 2-4mg h.s. 


HOW SUPPLIED: 0.5, 1.0 and 2.0mg tablets. 


Wyeth Laboratories Ad 


Philadelphia, PA 19101 - 
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Libraries everywhere have found the 
easy way to fill photocopy requests 
legally and instantly, without the need to 
seek permissions, from this and over 
3000 other key publications in business, 
science, humanities, and social science. 


Participation in the Copyright Clear- 
ance Center (CCC) assures you of legal 
photocopyirg at the moment of need. 
You can: 

Fill requests for muitiple copies, 
interlibrary ioan {beyond the CONTU 
guidelines), and reserve desk without 
fear of copyright infringement. 

Supply copies simply and easily from 
registered publications. The CCC’s 
flexible reporting system accepts 
photocopying reports and returns an 
itemized invoice. You need not keep any 
records, our computer will do it for you. 


The Copyright Clearance Center is 
your one-stop place for on-the-spot 
clearance to photocopy for internal use. 
You will never have to decline a 
photocopy request or wonder about 
compliance with the law for any 
publication registered with the CCC. 


For more information, just contact: 


CJ 


Copyright 
Clearance 
Center 





21 Congress Street 
Salem, Massachusetts 01970 
(617) 744-3350 


a not-for-profit corporation 


ORGANIZATION 


ADDRESS 
CITY | STATE o | ZIP o v 
COUNTRY TELEPHONE - 
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A new high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 


For few problems. 


And greater compliance. 
Because your patients don’t need 


any more trouble. 





NEW 


Compliance comes of age. 


Now Surmontil? (trimipramine maleate) has a big brother 











HIGH STRENGTH 


trimipramine maleate 





compliance 
from convenience 





Before prescribing, please see complete product information, a 
summary of which follows: 


CONTRAINDICATIONS: Contraindicated in cases of known hyper- 
sensitivity to the drug, and during the acute recovery period after 


myocardial infarction. The possibility of cross-sensitivity to other apy to those patients for whom it is essential. When possible, dis- Hematologic—Bone-marrow depressit Img agranulocytosi 

dibenzazepine compounds should be kept in mind. Surmontil (trimi- continue the drug for several days prior to elective surgery. The use eosinophilia; purpura; thrombocytopenia. Leukocyte and differentia 

pramine maleate) should not be given in conjunction with drugs of of alcoholic drinks during therapy may provoke exaggerated counts should be performed in any patient who develops fever and 

the monoamine oxidase inhibitor (MAO!) class. At least two weeks response. Potentiation of effects has been reported when tricyclic sore throat during therapy; the drug should be discontinued if there 

should elapse between cessation of therapy with an MAOI and insti- antidepressants were administered with sympathomimetic amines. evidence of pathologic neutrophil depressie 

tution of therapy with Surmontil (trimipramine maleate) local Wubi wr leg rege te = ip obey atro- ee w dos à a, epigastric 
pine, or drugs with an anticholinergic effect. Drugs having a para- tress, diarrhea, peculiar taste, stomatitis. ; nal cramps, t 

WARNINGS: Children: This drug is not recommended for use in chil- modit cites including tone eae aita he eb tongue 

dren, since safety and effectiveness in the pediatric age group have ejaculatory response. Endocrine—Gynecomastia in the male. brea largement a 

not been established. Adults: Use extreme caution in giving the drug Usage in pregnancy: Pregnancy Category C. Surmontil has shown actorrhea in the female; increased or decreased ido poten 

to patients with evidence of cardiovascular disease. Caution is evidence of embryotoxicity and/or increased incidence of major testicular swelling; elevation or depression of bleod-sugar leve 

advised in patients with: increased intraocular pressure, history of anomalies in rats or rabbits at doses 20 times the human dose. There  Other—Jaundice (simulating obstructive): altered liver functio 

urinary retention, narrow-angle glaucoma, seizure disorder, hyper- are no adequate and well-controlled studies in pregnant women. Sur- weight gain or loss; perspiration: flushin aty frequency; drow 


thyroidism, a need for thyroid medication. In patients receiving 
guanethidine or similar agents, Surmontil may block the pharmaco- 
logic effects of these drugs. Warn patients that the drug may impair 
the mental or physical abilities required for driving or performing 
other potentially hazardous tasks 


PRECAUTIONS: Because of an inherently serious suicide potential, 
the nonhospitalized severly depressed patient should be given the 
smallest drug amount feasible. In schizophrenic patients, activation 
of the psychosis may occur and require reduction of dosage or the 
addition of a major tranquilizer to the medication schedule. Manic or 


© IVES LABORATORIES 1982 


25mg 


50mg 


hypomanic episodes may occur, especially in patients with cyclic- 
type disorders; Surmontil may have to be discontinued until the epi- 
sode is relieved and reinstituted, if required, at lower dosage. Limit 
concurrent administration of Surmontil and electroconvulsive ther- 


montil should be used during pregnancy only if the potential benefit 
justifies the potential risk to the fetus 
Cardiovascular—Hypotension, hypertension, tachycardia, palpita- 
tion, myocardial infarction, arrhythmias, heart block, stroke 
Psychiatric—Contusional states (especially in the elderly) with hallu- 
cinations, disorientation, delusions; anxiety, restlessness, agitation 
insomnia and nightmares; hypomania; exacerbation of psychosis 
Neurologic—Numbness, tingling, paresthesias of extremities: 
incoordination, ataxia, tremors; peripheral neuropathy; extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns; tinnitus. 
Anticholinergic—Dry mouth and, rarely, associated sublingual 
adenitis; blurred vision, disturbances of accommodation. mydriasis, 


Ld 


100mg 


constipation, paralytic ileus; urinary retenti 
dilation of the urinary tract 

Allergic—Skin rash, petechiae, urticaria 
tion, edema of face and tongue 


siness, dizziness, weakness, and fatique. | 
alopecia 

Withdrawal Symptoms—Though not in 
cessation of treatment after prolonged ther 
headache, and malaise 

SUPPLIED: 25 mg in bottles of 100 opaque 


sules, 50 mg in bottles of 100 opaque blue a 


mg in bottles of 100 opaque blue and white 


IVES LABORATORIES INC | 
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For our free capabilities brochure, 
or to send a sample, call us: 800952694494, 
extension 7090. Within New Jersey, 20192774040. 


Psychiatric Diagnostic Laboratories of America, Inc. 
Morris Avenue and Prospect Street, Summit, New Jersey 07901 


The full-service clinical laboratory for psychiatry. 


ANNOUNCING DSM-III 


DIAGNOSTIC AND STATISTICAL MANUAL 
OF MENTAL DISORDERS ( THIRD EDITION 








The third edition of the Diagnostic and Statistical Manual of Mental Robert L.Spitzer, MD 
Disorders (DSM-Ht, February 1980), is the first major revision of the Andrew E. Skodol, MD 
psychiatric nomenclature in 12 years. Now, its long-awaited companion Miriam Gibbon, MSW 
piece, the DSM-III Case Book, brings the diagnostic concepts of Janet B.W ule. MSW 


DSM-III to life, through 214 case vignettes of real patients, representing 
the wide range of psychopathology seen in clinical practice. The 


DSM-III Case Book can facilitate the learning of the new concepts TABLE OF CONTENTS includes: 

and terminology in DSM-III, be helpful in preparing for examinations, 

be used to test knowledge of diagnosis, illustrate cases rarely seen Chapter 1: Mental Disorders in Adults 

in most treatment settings, and stimulate discussions about treatment Chapter 2: Mental Disorders in Children and Adolescen 5 
recommendations. Chapter 3: Cases for Multiaxial Evaluation 


Chapter 4: Diagnostic Dilemmas 


Fach case history: » TP Chapter 5: Cases for Testing 
o Includes a comprehensive description of the clinical picture Chapter 6: Historical Cases 


o Presents the rationale for making each diagnosis Appendix: DSM-III Decision Trees 

o Notes other disorders that should be considered Index of Diagnoses and Technical Terms 
o Recognizes diagnostic uncertainty when it exists DSM-III Classification 

o Refers the reader to the appropriate diagnostic category in DSM-ill 


p -- —— ——-ORDER FORM— — — — — —--- 


copies of DSM-III Case Book (casebound), Publication #P050-5. $29.95 

copies of DSM-III Case Book (paperback), Publication #P051-3. $16.00 

copies DSM-III (casebound), Publication #P041-6. $29.95 

copies DSM-III (paperback), Publication #P042-4. $23.95 

copies Quick Reference to the Diagnostic Criteria, Publication #P043-2. $12.00 

DSM-III Sets (casebound and Quick Reference to the Diagnostic Criteria), Publication #P044-0. $36.9 


DSM-1III Classification Axes | and lI—Categories and Codes (Single sheet reference chart), Publication 
#P402-0. Single copies: $1.50; Units of 50 copies: $20.00. 


Please send me 























Bulk discounts: 10-24 copies, 1096 discount per publication number; 25-99 copies, 15% discount per publication number; 
100 or more copies, 20% discount per publication number, No bulk discount is available on the DSM-III Set. 


i ENCLOSED IS A TOTAL PAYMENT OF $ 


(All domestic orders amounting to $35.00 or less must be accompanied by payment. Non-prepaid orders (over $35.00) will be in- 
voiced with shipping/handling charges included.) 
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1 MAIL TO: American Psychiatric Press, Inc., Order Department, 1400 K Street, N.W., Washington, DC 20005 
Prices effective May 1, 1981 and subject to change without notice. EE 
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Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients expenencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety, 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale. a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely, self-blame, and difficulty making 
decisions* 


XANAX RELIEVES CLINICAL ANXIETY 
WITH DEPRESSIVE SYMPTOMS. 


XANAX, the first triazolobenzodiazepine., is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety 
XANAX Tablets have been found to be Spey 
more effective (0<0.001 ) than | 
placebo in decreasing de- 
pressed mood score | (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


il Intermediate half-life of 
12 to 15 hours 
Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies* 

lil No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremort 

lil No reports of symptomatic postural 
hypotension or cardiovascular toxicity: 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16t 

E Simple dosage—0.25 to 0.5 meg tid. 








*Cohn JB: J Clin Psychiatry 42(9):347-351, 1981 
tData on file The Upjohn Company 


Xanax 


US ma 
Tablets 


al- The Upjohn Compan! Please see next page for brief summar 
Kalamazoo Michigan 49001 pres ab ing information. ©1982 The Upijol 





XANAX* Tablets G 
(alprazolam) 
CONTRAINDICATIONS 


Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 


WARNINGS 

Not of value in psychotic patients. Caution patients against hazardous 

occupations requiring complete mental alertness and about the simul- 

taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 

patients of the potential hazard to the fetus. Avoid during the first 

trimester 


PRECAUTIONS 

General: i£ XANAX is combined with other psychotropics or anti- 
convulsant drugs. consider drug potentiation. Exercise the usual precau- 
tions regarding size of the prescription for depressed or suicidal patients 
In elderly and debilitated patients. use the lowest possible dosage. 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function 


Information for Patients: Alert patients about (a) consumption of alcohol 
and drugs.(b) possible fetal abnormalities. (c) operating machinery or 
driving (d) not increasing dose of the drug due to risk of dependence. 
(e) not stopping the drug abruptly. Laboratory Tests. Not ordinarily required 
in otherwise healthy patients. Drug Interactions: Additive CNS depressant 
effects with other psychotropics, anticonvulsants. antihistamines. ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratory Test Interactions: No 
consistent pattem for a specific drug or specific test. Carcinogenesis, 
Mutagenesis. impairment of Fertility: No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Warnings. Nonteratogenic Effects: The child 
born of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 
lished use. Nursing Mothers: Benzodiazepines are excreted in human milk. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 
ness in children below the age of 18 have not been established. 


ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient. the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX. e.g. drowsiness or lightheadedness. 

Central Nervous System: Drowsiness, lightheadedness. depression, 
headache, confusion, insomnia, nervousness. syncope. dizziness. 
akathisia, and tiredness/sleepiness. 

Gastrointestinal: Dry mouth. constipation, diarrhea. nausea/vomiting, and 
increased salivation. 

Cardiovascular. Tachycardia/palpitations, and hypotension 

Sensory: Blurred vision. 

Musculoskeletal: Rigidity and tremor. 

Cutaneous: Dermatitis/allergy. 

Other Side Effects: Nasal congestion, weight gain. and weight loss. 

in addition, the following adverse events have been reported with the 
use of anxiolytic benzodiazepines: dystonia, irritability concentration 
difficulties. anorexia. loss of coordination. fatigue. sedation. slurred 
speech. jaundice, musculoskeletal weakness, pruritus. diplopia. dysarthria, 
changes in libido, menstrual irregularities, incontinence and unnary 
retention. 

Paradoxical reactions such as stimulation. agitation, increased muscle 
spasticity, sleep disturbances. and hallucinations may Occur Should 
these occur discontinue the drug, 

During prolonged treatment, periodic blood counts, urinalysis. and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown 
significance. have been observed. 

DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence. Withdrawal symptoms have occurred 
following abrupt discontinuance of benzodiazepines. After prolonged 
therapy, dosage should be tapered. Controlled Substance Class: XANAX is 

a controlled substance and has been assigned to schedule IV. 


CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 


PRESCRIPTION. BS- | 
^ THE UPIOHN COMPANY 
Upjohn Kalamazoo, Michigan 49001 USA 
J-9946 September 1982 


Lo entally 
Disabled 


Statements 
EDS 
Standards 





An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA’s Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association’s patient’s bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JOAH standards 
on patients’ rights, and the section on patients’ rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders cf 5 or more. 


Order your copy new! 
Just complete and mail this form. 
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Please send me copy(ies) of Rights of the Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.90 per 
copy for orders of 5 or more). AH orders of $35 or less must be 


prepaid. 





O My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


1 Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 


Name 


Address 


RE SNE Mis ENS IR Er SEE 
City State Zip 
MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 


[his provocative 260-page report 
examines the issues. 


the American Psychiatric Association. this j 
grapple with the issues surrounding proof that Mieten T: - i 


Contents | | 14 Age-Related Studies wd 

l Problems ol Déliaition and Psychotherapy Outcome | 
Description | 15 Negative Effects o: 

2 Nature of Control Groups Psychotherapy ^ 

3 Issues in Selection and 16 Cost-Effectiveness and | 
Assignment of Patients to Cost-Benefit Studies ol 
Groups z Psychotherapy 

4 Research D signs for Psycho- 17 Problems and Alternatives | 
therapy Evaluation : 18 Summary and Conclusions : 

5 Design Strategies: Issues 
Related to Selection and 
Interaction of Variables 

6 Process Research 

7 Pragmatic and Ethical Issues 

9 Measuring Cost-Effectiveness 

10 Statistical Issues . 

H i lames set En chvensss 


Mail with payment los | 
merkan 
Pre ress, Inc Onder Deparem nt 
1400 K Street, N.N 
W'ashmgton, D.C 
___._ Copies Psychotherapy Research 
(Paperback) #42-101-3, $15.00. 


Add ress 
City/State/Zip 
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| A DIFFERENT ANTIPSYCHOTIC 


molncdoneg HQ 


|. WHAT MARES IT 

| DIFFERENT... CAN 
MAKE IT BETTER 
FOR YOUR 

Bes) .45 ©] PATIENTS. 








THE SHINING EXAMPLE 
OF ANTIDEPRESSANT EFFECTIVENESS AND COMFORT 


(8) 





(trazodone HCD 


TABLETS 50mg 100 mg 





DESYREL® 
(trazodone HCl) 


DESCRIPTION 

DESYREL® (trazodone hydrochloride) is an antidepressant chemically un- 
related to tricyclic, tetracyclic, or other known antidepressant agents. It is a 
triazolopyridine derivative designated as ve tet ors ad dd )-l- pe 
inyl|propyl]-1,2,4-triazolo|4,3-a |pyridin-3-(2H)-one hydrochloride. DESYREL 
is a white odorless at YD s powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is CisH22CINsO*HCl and 
the structural formula is represented as follows: 
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INDICATIONS AND USAGE 

DESYREL® (rarocone hydrochloride) is indicated for the treatment of 
depression. The efficacy of DESYREL has been demonstrated in both inpa- 
tient and outpatient settings and for depressed patients with and without 
prominent anxiety. The depressive illness of patients studied corresponds 
to the Major Depressive Episode criteria of the American Psychiatric Asso- 
ciation's Diagnostic and Statistical Manual, II. ° 

CONTRAINDICATIONS 

DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 

Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be arr VINE in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in 
two patients short episodes (3-4 beats) of ventricular tachycardia. There 
have also been several post-marketing reports of arrhythmias in 
DESYREL-treated patients who had preexisting cardiac disease. Until the 
results of prospective studies are available, patients with preexisting car- 
diac disease should be closely monitored particularly for cardiac arrhyth- 
mias. DESYREL is not recommended for use during the initial recovery 
phase of myocardial infarction. 

PRECAUTIONS 

General: The possibility of suicide in seriously depressed patients is inher- 
ent in the illness and may persist until significant remission occurs. There- 
fore, prescriptions should be written for the smallest number of tablets 
consistent with good patient management. 

Hypotension, including orthostatic hypotension and syncope, has been 
reported to occur in patients receiving DESYREL. Concomitant adminis- 
tration of antihypertensive therapy with DESYREL may require a reduction 
in the dose of the antihypertensive drug. 

Little is known about the interaction between DESYREL and general anes- 
thetics; therefore, prior to elective surgery, DESYREL should be discontin- 
ued for as long as clinically feasible. 
Information for Patients: Alert patients that (a) their mental or physical 
ability to perform potentially hazardous tasks, such as operating machinery 
or driving, may be impaired; (b) the response to CNS depressants such as 
alcohol or barbiturates may be enhanced; and (c) DESYREL should be 
taken shortly after a meal or light snack. Laboratory Tests: WBC and differ- 
ential counts are recommended for patients who develop fever, sore throat 
or other signs of infection. Discontinue DESYREL if WBC or absolute neu- 
trophil count falls below normal. Drug Interactions: Increased serum 
digoxin or pen levels have been priate to occur in patients receiv- 
ing DESYREL concurrently with either of those two drugs. Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated Saphir with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discon- 
tinued shortly before or is to be given concomitantly with DESYREL. 
Therapeutic Interactions: Concurrent administration with electroshock 
therapy should be avoided because of the absence of experience in this 
area. Carcinogenesis, Mutagenesis, Impairment of Fertility: No drug- or 
dose-related occurrence of carcinogenesis was evident in rats receiving 
DESYREL in daily oral doses up to 300 mg/kg for 18 months. Pregnancy: 
Since there are no adequate and well-controlled studies in pregnant _ 
women, DESYREL should be used during pregnancy only if the potential 
benefit justifies the potential risk to the fetus. Nursing Mothers: Since 





DESYREL and/or its metabolites have been found in the milk of lactat 
rats, caution shoulc be exercised when DESYREL is administered to a 
nursing woman. Pediatric Use: Safety and effectiveness in children bg 
the age of I8 have not been established. 
ADVERSE REACTIONS | 
Side-effects reported by more than 1% of the patients during clinical t 
are the following: Autonomic—blurred vision, constipation, dry mouth; 
ee Sar p n BU ru hypotension, shortness of breath, sync 
tachycardia/palpitations; CNS—anger/hostility, confusion, decreased « 
centration, disorientation, dizziness/light-headedness, drowsiness, exc 
ment, fatigue, headache, insomnia, impaired memory, nervousness; 
Gastrointestinal-aodominal/gastric distress, bad taste in mouth, diar 
He yt ours Musculoskeletal—musculoskeletal aches/pains; Neu 
logical-incoordination, paresthesia, tremors; Sexual Function-decrea 
libido; Skin—allergic condition/edema; and Other-decreased appetite 
red/tired/itching, head full-heavy, malaise, nasal/sinus congestion, nig 
mares/vivid dreams, sweating/clamminess, tinnitus, weight gain, weig 
loss. Side-effects reported by less than 1% of the study patients are th 
lowing: akathisia, allergic reaction, anemia, chest pain, delayed urine | 
early menses, flatulence, hallucinations/delusions, hematuria, hypersa 
tion, pana, impaired speech, impotence, increased appetite, in- 
creased libido, increased urinary frequency, missed periods, muscle 
twitches, numbness, and retrograde ejaculation. Voluntary reports: 
tion, edema, grand mal seizures, liver enzyme alterations, myoca rdiah 
farction, nausea/vomiting (most frequently), priapism, rash, ventricula 
ectopic activity (see WARNINGS) and weakness. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, 
ing the clinical response and any evidence of intolerance. Occurrence 
drowsiness may recuire the administration of a major portion of the c 
dose at bedtime or a reduction of dosage. DESYREL should be taken 
shortly after a meal or light snack. 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses i: 
suggested. The dose may be increased by 50 mg/day every three to fo 
days. The maximum dose for outpatients usually should not exceed 4( 
mg/day in divided doses. Inpatients may be given up to but not in exc 
of 600 mg/day in divided doses. | 
Maintenance: Dosage during prolonged maintenance therapy should 
kept at the lowest effective level. Once an adequate response has beer 
achieved, dosage may be gradually reduced, with subsequent adjustir 
depending on therapeutic response. 
HOW SUPPLIED 
DESYREL® (trazodone hydrochloride):50 mg and 100 mg scored tablet 
CAUTION: Federal law prohibits dispensing without a prescription. 
REFERENCES 
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III, American Psychiatric Association, May 1980. 
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rector, 1 East 57th $t, New York, NY 10022, 212-752- 


0450. 


April 27-May 1, annual meeting, Society of Biological 
Psychiatry, New York. Everett H. Ellinwood, M.D., Secre- 
taty- Treasurer, Department of Psychiatry, Duke University 
Medical Center, Durham, NC 27710, 919-684-3032. 


April 28—May 1, semiannual meeting, American Academy of 


Psychoanalysis, New York. Vivian Mendelsohn, Executive 
Director, 30 East 40th St., Suite 608, New York, NY 10016, 
212-679-4105. 


April 29—May 1, annual meeting, Academy of Orthomolecu- 
lar Psychiatry, New York. Mollie Starr Shriftman, Ph.D., 
Executive Director, P.O. Box 372, Manhasset, NY 11030, 
516-627-1718. 


April 29~May 1, annual meeting, American Society for 
Adolescent Psychiatry, New York. Mary D. Staples, Execu- 
tive Director, 24 Green Valley Rd., Wallingford, PA 19086, 
215-566-1054, 


April 30, annual meeting, American College of Psychoanal- 
ysis, New York. Robert $. Mumford, M.D., Executive Direc- 
tor, 137 East 66th Sr., New York, NY 10021, 212-734-0220. 


Apri 30—May 2, annual meeting, American Federation for 
Clinical Research, Washington, D.C. Robert K. Talley, Exec- 
utive Secretary, Charles B. Slack, Inc., 6900 Grove Rd., 
Thorofare, NJ 08086, 609-848-1000. 


April 30—May 6, annual meeting, American Psvchiatric 
Association, New York. Contact APA Meetings Manage- 
ment, 1400 K St., N.W., Washington, DC 20005, 202-682- 
6000. 


MAY 


May 1, annual meeting, Behavior Therapy and Research 
Society, New York. Pearl Epstein, Executive Director, c/o 
Journal of Behavior Therapy and Experimental Psychiatry, 
Temple University Medical School, Henry Ave., Philadel- 
phia, PA 19129, 215-849-0607. 

May 1, annual meeting, National Guild of Catholic Psychia- 
trists, New York. Marie Kraus, Executive Secretary, 120 Hill 
St., Whitinsville, MA 01588, 617-234-6266. 


May 3, annual meeting, American Association for Geriatric 
Psychiatry, New York. Alvin Levenson, M.D., President, 230 
N. Michigan Ave., Suite 2400, Chicago, IL 60601, 312-263- 
2225. 


May 3-6, annual meeting, American Pediatric Society, 


Washington, D.C. Henry Barnett, M.D., President, Albert 
Einstein College of Medicine, 1300 Morris Ave., Bronx, NY 





10461, 212-430-2467. 


May 4, annual meeting, International Center ior rhe DHe 
abled, New York. J.C. Folsom, Executive Director, 340 East 
24th St, New York, NY 10010, 212-679-0100. 


May 13-15, annual meeting, American Geriatrics Society, 
New York. Kathryn 5. Henderson, Executive Director, 10 
Columbus Circle, New York, NY 10019, 212-382-1333. 


Mav 20—22, annual conference, International Association of 
Psycho-Social Rehabilitation Services, Santa Monica. Cor 
tact George H. Wolkon, Ph.D., IAPSRS, c/o Portals House. 
Box 74395, Los Angeles, CA 90004. 


May 22-26, annual meeting, National Conference on Social 
Welfare, Houston. John E. Hansan, Ph.D., Executive Direc 
tor, 1730 M St, N.W., Suite 911, Washington, DO 20036, 
202-785-0817. 


May 25-28, annual meeting, American College Health Asso 
ciation, St. Louis, Mo. James W, Dilley, Executive Director, 
152 Rollins Ave., Suite 208, Rockville, MD 20852, 301-468. 
6868. 


May 25-28, annual conference, Association for the Care oi 
Children’s Health, Chicago. Contact ACCH, 3615 Wiscon- 
sin Ave., N.W., Washington, DC 20016, 202-244-1801. 


Association 


S407 Wis- 


May 30—June 3, annual convention, American 
on Mental Deficiency, Dallas. Contact AAMD, 
consin Aven N.W., Washington, DC 20016. 


UNE 


June 1—4, biennial meeting, National League for Nursing, 
Philadelphia. Margaret E. Walsh, CAE, Executive Director, 
10 Columbus Circle, New York, NY 10019, 212-582-1022. 
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June 9—12, annual meeting, American Association of Neuro- 
pathologists, St. Louis, Mo. Michael Noel Mart, MLD., 
secretary- Treasurer, a of ee i Jniversity of 


3429. 


June 12-15, annual meeting, National Congress of Parents 
and Teachers, Albuquerque, N.M. Dr. Ronald L. Smith, 
Executive Director, 700 North Rush St, Chicago, IL 60611, 
312-787-0977. 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 


long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 


The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 
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tablets/concentrate/injection 


* Marked sedation is rare; some instances of drowsiness have been reported. 


Please see following page for brief summary of prescribing informedon. 


The only neuroleptic many psychotic 
patients may ever need 
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HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
















e Rapid relief of core 
psychotic symptoms 


F e Effective for both initial 
| and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


*See Brief Summary of Prescribing 
Information below fcr 
contraindications, warnings, 
precautions and adverse reactions. 







acceptability. 2 mg per ml m ads 
haloperidol (as the lactate). HALDOL 
HALOPERIDOL 
CONCENTRATE 
HALDOILS? tablets 
(haloperidol) 


HALDOL® (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) 

in acutely agitated patients. 5 mg j 

haloperidol (as the lactate) with 1.8 mg 

methylparaben and 0.2 mg 
ropylparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


3rief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
nypersensitivity to the drug, Parkinson s disease. 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitcred 
slosely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 


Seneral: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
ncluding haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
:entration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
sholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
jrugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
asks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 


2recautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
o the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
s required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may Cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 






in 6 different strengths, for 
convenience in individualizing 
dosage. 
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therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia’’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7/21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. €MCN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3 Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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A unique instructional program for psychiat- 
ric educators. The vignettes are useful in 
residency training, grand rounds, and con- 
tinuing medical education. This learning pro- 
gram is designed to stimulate discussion by 
portraying stereotypic attitudes regarding 
treating the chronically mentally iil. The goal 
of the videotape is to foster attitude change 
and improved patient care for the chronically 
mentally disabled. 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL is a videotaped 
learning program consisting of 12 vignettes and 
a Discussion Leader's Guide. The learning pro- 
gram will helo viewers to: 


e Identify feelings and values 


« Stimulate discussion regarding the chronically 
mentally ill 


« Develop problem-solving solutions 


The Discussion Leaders Guide offers sugges- 
tions for using the vignettes in small group 
discussions, and in addition, includes a descrip- 
tion of the individual vignettes. 


Instructional Strategies Include: 

» Establishing learning objectives 
e Role-playing 

« Problem-solving approaches 

« Group exercises 


The Bibliography includes excellent background 
references. 
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Changing Attitudes 
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Participating Faculty 


Producer Consultan! 
Hugh James Lurie, M.D Carolyn B. Robinovels M D 
Clinical Professor of Taring Project Director 


Psychiatry and Behavioral EOPE Project 
Sciences Deputy ibid icai Directe 
University of Wastrngton, Director. Offic C 





Seattle American Des yc Bae 
ASSOCIANON 


Production & Editorial 

Consultants 

Barbara L. Lipkin, MA 

Jayne Kasarda, MAT 

EDPE Staff 

American Psychiatric 
Association 


CHANGING ATTITUDES TOWARD THE 
CHRONICALLY MENTALLY ILL: VIDEOTAPED 
VIGNETTES FOR DISCUSSION consiste of 
12 brief vignettes which succinctly focus on 
the feelings of frustration and pessimism often 
found in the care of the chronically mentally 
disabled. The purpose of this learning program is 
to provide structured opporunities for trainees 
and teachers of psychiatry to discuss attitudes, 
assumptions and frustrations experienced in 
treating the chronically mentally ill. The objective 
is to heip viewers identify their assumptions 
about this population, and surface negative atti- 
tudes that interfere with good patient care as 
the first step to developing more constructive 
approaches. 


Educators will find this program useful as a too! 
to help identify and modify attitudes toward the 
chronically mentally ill held by trainees and staff. 





ORDER FORM 


Please send me 1. copies of CHANGING ATTITUDES TOWARD THE CHRONICALLY MENTAL Lv ILL 2 at $1007 per 


packet. Publication #P102-V 
ENCLOSED IS THE TOTAL PAYMENT OF $ a 
(Non-prepaid orders will be invoiced with shipping/handling charges included.) 
Please be sure to indicate video-cassette format: 


m U-Matic Playback — — —.. Betamax Playback | 
.. VHS Playback 


If you do not know the type of playback equipment, please state name of manulacturer and model number. 


NAME. cease e E iiA 
AUDHESS oco ecu. 
ESITATE CIP C -—TTCEE—————————— 


MAIL TO: Publication Sales, American Psychiatric Association, 1400 K Street, N.W.. Washington, D.C. 20005. 
Prices effective May 1, 1981 and subject to change without notice. 


Betamax Playback Ii 
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Restore sleep. - 





Sleep disturbances are the most common 
somatic symptoms of depression.! A 
Adapin begins its antidepressant action, ií 
zc E E provides rapid, effective relief of slec: 
Tere 14 disturbances. 

EE Clinical data indicate that Adapin, given once 
daily at bedtime, significantly decreas 
latency to sleep onset, number of awakenings 
and amount of wake time during the night 
increasing total sleep time and improving 
overall quality of sleep.? 


A good night’s rest goes a long way 
brighten a depressed patient's outlook. But 
Adapin goes further. 


Rapid antianxiety/antidepressant 
action 

Anxiety and depressive symptoms ma; 
demonstrate significant improvement as early 
as the first week of therapy,? with optimal 
response within two to three weeks 


Convenient dosage 
Once-a-day h.s. dosage enhances patient 
compliance. 


Excellent safety profile 

Side effects are reported infrequently and are 
generally mild; incidence of cardiovasculai 
effects (hypotension, tachycardia) is 

very low. 

Economical doxepin therapy 

Adapin offers a substantial cost savings ove: 
the other brand of doxepin HCl. 
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Brief Summary of Prescribing Information 


pem 
Adapin 
(doxepin HCl) Capsules 
Indications Relief of symptoms of anxiety and 
depression. 
Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 


Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies. There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 
Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery, Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 
in mind. 

This product contains FD&C Yellow No, 5 
(tartrazine) which may cause allergic-type reac- 
tions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have aspi- 
rin hypersensitivity. 

Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur, 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness. Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 
How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25. 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 

For complete prescribing information, please 
see package insert or PDR. 
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Controlling 
high blood 
pressure on 


the job is good 


E 
business. 
Ilinesses from uncontrolled 
high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. 

About 20% of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day, can prevent heart failure, 
stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
be easily detected and controlled 
so a person can lead a normal, 
healthy and active life. On the 
job, and off. To learn how your 
company can start a high blood 
pressure control program, write: 


Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 


National High Blood Pressure Education Program. 


National Heart. Lung. and Blood Institute. 


U.S. Department of +Health and Hurnan Services 





Two Important H&CP Service Publications * 
to Help You in Your Work 


The Young Adult Chronic Patient: Collected Ar- 
ticles From H&CP. Hospital & Community Psychiatry 
has contributed to a better understanding of the 
characteristics and needs of the rapidly expanding 
population of young adult chronic patients through 
a number of articles published in its pages. Now the 
H&CP Service has compiled these important articles 
into a 37-page booklet that serves as a useful resource 
document for professionals who plan and provide ser- 
vices for this challenging group. Contributors include 
Leona Bachrach, Ph.D., Richard Lamb, M.D., and 
Bert Pepper, M.D. With commentaries by John Tal- 
bott, M.D., and James Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. 


Rights of the Mentally Disabled: Statements and 
Standards. Major statements and standards on pa- 
tents’ rights issued by courts, legislatures, and na- 
tional organizations are brought together for the first 
ume in this 40-page booklet published by APA Hos- 
pital & Community Psychiatry Service. Included are 
the American Hospital Association's patient's hill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copv for orders of 5 or more. 





Please send me the following: 
mu wn. Copv(1es) of The Young Adult Chronic "EE 
Patient: Collected Articles From HéieCP Name 
. copy(ies) of. Rights af the Mentality Das. 
abled: Statements and Standards 
Each booklet is $5 per copy, $3.50 for orders Addres 
of 5 or more. Discount applies to all orders 
ol 3 or more copies, including a combina- 
non of titles. 
enclosed, (Payable to the American 
Pevchiatric Association) MAIL TO: 
LJ Please bill me (For orders over $35 only, 
AH orders af B33 or ies must he prepaid. ) Service 
LJ Please send me information on how FE can 
gon the Hospital & Community Psy- 


p" 


chiatry Service, 


a My check or money order for ds Cis Nate 


Hospital & Community Psychiatry 


American. Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 


"These publications have 
been sent free of charge 
to institutions, agencies, 
and individuals with 
membership in the Hos- 
pital & Community Psv- 
chiatry Service. For infor 
mation about how vou 
can join the H&CP Ser- 
vice, check the box in rhe 
coupon at left. 
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Recent APA Task Force Reports 


Task Force Report 14, ELECTROCONVULSIVE THERAPY, provides a 
rational perspective on a subject surrounded by controversy. It opens 
with the results of a survey of APA members regarding the use of ECT. 
The efficacy of ECT for affective disorders, schizophrenia, and for 
other mental illnesses is discussed, as are the adverse effects of ECT. 
Chapters on methods of administration and the physiological action 
of ECT follow. The report then examines the social, ethical, and 
legal aspects of ECT as well as the training and education which 
it requires. Possible future research in this area is also dis- 
cussed. A vital concluding section presents the Task Force's 
recommendations regarding the use of ECT. This report is 
essential reading for all psychiatrists concerned about 
electroconvulsive therapy. (1978) 
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Task Force Report 18, 
TARDIVE DYSKINESIA, a study 
done by an APA Task Force of well- 
known psycho-pharmacologists, is a well 
documented and in-depth review of 
what is presently known about the 
most pervasive side effect of cur- 
rently available antipsychotic 
drugs—tardive dyskinesia. The 
Task Force, after comprehen- 
sively reviewing available 
data, concluded that “the 
currently available anti- 
psychotic agents virtually 
all carry some risk of 
inducing early or late neuro- 


Task Force Report 19, 

BIOFEEDBACK. reports the 
current status of research in 
biofeedback in depth. Included 
are an assessment of biofeedback 
therapy, a description of the appli- 
cation of biofeedback techniques 
in psychiatry, and a chapter on the 


nature of alpha feedback training. This logical toxic effects,” although most 
report should be read by everyone who is FE "can be managed with antiparkinsonian 
interested in biofeedback therapy. (1981) agents or by thoughtful and conservative use 
of the available neuroleptics. . .” (1980) 


ORDER FORM een reinen pini pteis a iK itii, 


| please send me ______ copies TFR 14, ELECTROCONVULSIVE 
THERAPY, Publication 2214-1, $10.00 


eae eee copies TFR 18, TARDIVE DYSKINESIA, 
Publication 2218-4, $11.00 


RUNE ... copies TFR 19, BIOFEEDBACK, 
Publication 219-2, $11.00 


| Enclosed is a total payment oí $ PONES RERO 

| (All domestic orders amounting to $35.00 or less must be accompanied 
| by payment. Non-prepaid orders (over $35.00) will be invoiced with 
| shipping/handling charges included.) 
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| Mail order to: American Psychiatric Press, Inc. 
Order Department, 1400 K Street, N.W. 
Washington, D.C. 20005 


Addo TRE AMORE aE 


Prices effective July 1, 1981, and subject to change without notice. Er 
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The Quick Reference to the 
Diagnostic Criteria from DS? 


is now easier to use with a 
SPIRALBOUND format! 








DE: 









The NEW Desk Reference to DSM-IH contains 
all of the same information as the Quick Reference—the diagnostic criteria, a listing of the most : 
important conditions to be considered in the differential diagnosis, and the decision trees—but i5 1 
response to popular demand, new features have been designed into it: 


* it is SPIRALBOUND to lie open and flat |o o H 

* The full classification is displayed on a single 
fold-out sheet 

* A new alphabetical listing helps you pinpoint 
the code number promptly 

* A larger page size permits more convenient 
groupings of the diagnostic criteria. 


ORDER FORM E 

— o" COPIES Desk Reference to DSMI *42-G46.9 : 
(»piralbound) $15.00. 

(All orders must be prepaid 

Amount of order $ e (Please add shipping handling 

charge of $1.50) = Total amount of order S$ 

My check (payable to American Psychiatric Press, Ine dis « 


——— 


Mail Order Form Lo: | ship my bookis} to: 


America n Ctr d er De part ment i Umm merenti menn niit tm mentitum i it tt ttc 
sychi atric — 1400 K Street, NW. |o Name 
fe Washington, D.C. 20005 | 
Press, Inc 


Address 
iy. for Master Card or VISA orders over $35, call 
1-800-268-5777 (in Washington. D.C. call 797-4996) 


City/state/Zip E 





Before. 


© 1982 Warner-Lambert Company 





During. 


Feeling nothing... 
but better. 


With CENTRAX * (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are rare.* Anxiety relief occurs smoothly, so that 
patients generally don't feel anything —except less anxious. 


Centrax° 


(prazepam) ; -mg and 10-mg capsules 


10-mg scored tablet 


The way anxiety relief 
should feel. 


*As with all CNS-acting agents, patients should be cautioned against driving, drinking, 
or engaging in hazardous activities requiring mental alertness. All benzodiazepines should bi 
prescribed carefully and patients assessed periodically to discourage improper usage 


PARKE-DAVIS 


Please see following page for brief summary of prescribing information. 





Centrax* G (prazepam) 
Before prescnbing. please see full prescribing intormabion 
A Bnef Šu immaty folows 
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narrow: angle G e coma 








wig vs t H D 
maicategs ui pa- 










awh ac 


















[ atienis pande Sen rax cenou be cau one 





A e Cer ird has a centr "al nervou $ 
tients shoud be advised against the simu t 
j ant drugs. inctuding phaenothiazi S bartulura 
tors. ena other antidepressants The etects of aicahbol may aiso be 












tz EA 
«5. Tui, n 







a “nology: cai Dependence W { 
in char ac '10 “the OS He e noted with barbiturales and alcohol have oc: 
todiowing at ibrupt c discontinuance of benzodiazer pine drugs The 
tomsoinchude ¢ arivuls six &. tremor abdom: à 
and Vesp Addeen prone mati vi uats. Such as ju 


























ome: 5 b ecause c j the edi 
dependence 

Withdrawal symptoms ! 
unuance ol benzads 
several months 
PRECAUTIONS: Ls 

congenital malforma: S18 
(ch orca azepoxcd e. cd arep am and s meprobamat iei Gui na 
of prac nancy has pes igaesti po in several sti 
ris nel been studqued adequate 
whether it, t00, may be associated with an increased ns 
ity Because use of these d drugs is rarely a matter E urgency l ; 
ing thes period should aimosi always De avoded The poss oity that : 
woman af chitdbean ng pot ental may be prenanant i hme ol 
of therapy shoutd be considered. Patients shoul! De 
become pregnant during therapy or intend to become pregnant. they 
should communicate with the physicians about the desiratiity of d 
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enang the drug in view ¢ ot ther molecular size prazepam anc dms me 
kies are probably exc reted m : human mix Therefore thus drug snoutd 
be qiven to nursing mothers 

in those pati ants m whom a degree of depression accompanias Ife anxi 
ety Suicidal tendencies May be present and protective Measures may De 
required The least amount af drug hatis leasibie shouid De avadat 3e to 
the patient at any one time 

Patents taking Centrax (prazeparm) for prolong ged penods $ 
blood COunds Anc Hiver function Testis Denc WOAH Hy Thai usua pre i 
treating paternis with impaireci rena alor hepatic funcnong shou d also i De 
observed. Hepatomegaly and cholestasis were ob Serva in cnromco Toxic 
ity Stuches ir rats and dogs 

in etderiy of dermitarecg patents, the rual d 
crements should be made gradually in accord ance with the response of 
the patient, to preclude ataxu t y excess 2 sedation 

Pechatric Use Safety and eens in patients below moe age of 18 
have not been estabished 
ADVERSE REACTIONS: The side effects most requent y reported during 
double-blind. placebo-controiled tnals employ: ng atypwal 30-rng divided 
total daly dosage and me perc gnt incidence in the oraz Oup were 
fatigue (11695), dizziness (8 7%), weakness (7. 7* e wsi ess (6 8951 
ightheadedness (6 8961. and ataxia (5 Oia) TN diy reported were 
headache, confusion, tremor, vivid dreams. slurre paipitation 
simulation, dry mouth. dagr bibi and varius gast d 
plaints Other side effects included pruntus transient sun rashes 
















should be small. and in 










i 
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sight decreases in Hop d pressure and mcreases in Dady weight 





These findings are charac terisic of benzodiazepine drugs 
OVERDOSAGE: As in The management of overdosage 
shoulct be borne in mind that multiple agentis may have Deen taken 

Vomiting should be induced if it has not occurred spontaneous sty inme- 
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wW jr the res jeponse c ot the p salen in el elderly: or debit ated patents t ü 
atip tainibate treatment ata guidede jady dose of 10 mig to 15 mg ice 
Precautions). 

Centrax may also be administered as a single. daily dose at bedtime 
Ma recommenced starting nightly dase is 20 mq The response afin 
peni lo several days treatment wi i oermi the physician to adjust the 
upwar ds or occasionally downwards to maximize antaanioety efec wi 
mimimum of daytime drowsiness. The optimum dosage will usually 
fram 20 mg to 40 mg 
DRUG INTERACTIONS: i! Centrax (prazepam) is to be combined wit 
other drugs acting on the central nervous system, ca tetul consideration 
should be given to the pharmacology of the agents to be emproyed The 
achons of the henzadiazenmes may be potenhated by barbiturates nar 
cobes, phenothiazines, monoamme oxidase inhibitors, oF ener a 

ants 

i Centrax (prazepam) s used to treat anxiety associated wiih somale 
disease states, careful attention must be paid toT iie drug inter on 
with concomiant medication. 

HOW SUPPLIED: Centrax 5 mge Each capsule C n ms 5 mag praze 
Available in bottes of 100 (N 0071-0552-24), and 500 (N 0071-0552- 30) 
Centrax 10 mg — Each capsule contains 10 mg prazepam valat lean 
ties of 300 (N 0071-0553-24), and 500 (N 0071-0553-30) Centrax ¢ 
Each capsule contains 20 mg prazepam Available im bolties ot 100 
(iN 0071-0554-241. 

ALSO SUPPLIED AS: Centrax Tablets (prazeparm t 3 
ight blue. scored tablets m bottles of 10D UN 007 1-0276-241 Nand unit dose 
N 0071-02 76-40). 0552G012 
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Division of Warner-Lambert Company 
Morris Plains, New Jersey 07950 PD-14-JA-078B4-P-1 (4-82) 
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Essential 
reading 

for 

every 
professional 
in the 
mental 
health 

field. 





Enclosed is my check payable to the Ameri- 
can Psychiatric Association." 


Please bill me. 
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One year VTL Rd: issues 
| $24.00 (U.S.) (3 $31.00 (Foreign) 


Mail fo: Circulation Department 
Hospital & Community Psychiatry 
1400 K Street, N.W. 

Washington, D.C. 20005 
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subscription records. 




















Discipline bigis Setting 
a. Psychiatrist a 2 Public Psychiatric Hospital 
b ££ Psychiatric Resident b |: Private Psychiatric Hospital 
c [2 Other M D. c © General Hospital 
d © Psychologist d = Medical School 
e 12 Social Worker e © Mental Retardation Facility 
f 75 Nurse f “> Correctional Facility 
g O Pharmacist g © Geriatric Facility 
h & Activity Therapist hi Community Menta Health Center 
i £2 Other Clinical Staff i 1. Orug/Alcohol Treatment Center 
l Nonmedical Administrator j Qutpatient Clinic 
Librarian k —. Day Treatment Center 
| Chaplain f Administrative Agency 
mi Medical Student m i. Office Practice 
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Information for Contributors 





GENERAL POLICIES 


Manuscripts are accepted for consideration by the Ameri- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals.” 


Copyright 


The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual’s duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in [include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The fournal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require careful 
attention to the protection of a patient’s anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient’s characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers’ comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies should be subr iit- 
ted to John C. Nemiah, M.D., Editor, American Journa of 
Psychiatry, 1400 K St., N.W., Washington, DC 20005. All 
correspondence will be sent to the first-narred author un ess 
otherwise specified. Papers that are not accompanied b, a 
cover letter indicating that the paper is intended for publ.ca- 
tion will not be reviewed until such a statement is received. 
On a separate sheet include the names and mailing addresses 
of any authors who, are not members of APA; they will be 
sent a complimentary copy of the issue in which their art cle 
appears. 

Authors will be notified of the receipt o! their paper ind 
the number assigned to it. This number must be included in 
all further correspondence. lt is imperative that the co re- 
sponding author of submitted papers notity the Journa ot 
changes of address. 


Prompt Publication Policy 


Papers submitted with the request for prompt publication 
must meet stringent criteria of originality and be of ma;or, 
immediate importance. Authors must state their reasons ‘or 
wanting prompt publication in a cover letter to the Edror. 
These papers are given priority in scheduling; howe.er. 
authors should be aware that the minimum publication time 
is 4 months. (This policy is automatic for all Clinical 2nd 
Research Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal rights to anr aa! 
meeting papers. Authors may submit their papers before the 
annual meeting, but such papers cannot be published until 
after the meeting. All papers must be accompanied bv a 
statement thar they are in final form. These papers are 
subject to the same peer review as other papers and must 
conform to the requirements for one of the types of articles 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles 


These are usually overview articles that bring together 
important information on a topic of general interes: to 
psychiatry. Authors who have ideas for such articles are 
advised to check with the Editor to ensure that a sinular 
work is not in preparation. Special Articles may not exceed 
7,500 words (no more than 25 double-spaced pages— 
including a précis of no more than 100 words, tables, figi res, 
and 100 references). All Special Articles, including those 
written by invitation, are given the same peer review as otier 
articles. 


Regular Articles and Brief Communications 


The only difference between these two ty pes of pape. is 
length. Regular Articles contain no more than 3,800 words, 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
UBI E to the authors. 


ty 


Ree a 
Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain no more 
than 1,000 words, a précis of 40 words, 1 table, and 10 
references; figures cannot be published in this section. These 
articles present 1) new research findings, 2) data from pilot 
studies, 3) worthwhile replication studies, and 4) case reports 
describing new syndromes or therapeutic interventions. Es- 
says, program descriptions, and literature reviews do not 
meet the criteria for this section, Submissions that exceed 1,000 
words or contain figures will be returned to the author. Papers 
will be published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of $00 words 
and 3 references} will be considered if they include the 
notation “for publication.” The number of words should 
appear in the upper right corner. Letters critical of an article 
published in the Journal will automatically be sent to the 
authors for reply. Because of space limitations not all letters 
can be printed. The Journal will notify authors about the 
disposition of their letters but does not return those that are 
not published. All letters will be edited. Letters must be typed 
double-spaced throughout on 8'^x11 inch paper: two 
copies are required. Letters that do not meet these specifica- 
tions will be returned to the author for revision. 

Book Forum. Books for review may be sent to the Book 
Forum Editor, Nanev C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, $00 Newton Rd., lowa City, IA 
$2242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced through- 
out. Manuscripts must be tvped in upper- and lowercase on 
one side only of 8^ x11 inch nonerasable bond paper. All 
four margins must be 1!) inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) précis, 3) text, 4) references, and 
5) tables and/or figures. All pages must be numbered. 


STYLE SPECIFICATIONS 
Title Page 
The number of words, tables, and figures in the paper and 


the telephone number of the corresponding author should he 
typed in the upper right corner. 


Title. The title should be informative and as brief às 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators mav be 
acknowledged in a footnote. Authors’ first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city, and state where the work was 
done. Include a full address *or the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agencv and grant number. Acknowl- 
edgment of individuals may be no longer than four tvped 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country, 


Precis 


The précis, or short abstract, is a single paragraph no 
longer than 100 words for Spectal Articles, Regular Articles, 
and Brief Communications and no longer than 40 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text 


Authors should use the active voice and first. person; 
headings and subheadings should be inserted at reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significant and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, "The analysis of 
variance indicated that those who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, dt=3, 17, p<.05)." Reviewers will evalu- 
ate the appropriateness of the analvsis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure: the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers’ names are used only it the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


Tables and Figures 


The Journal does not dpi tables or figures that have 
appeared in other English-language publications. Tani and 
figures that duplicate 1} material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and figure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and un:ts of measurement should be 


specified. Consult recent issues of the Journal for format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-readv prints, and the author's name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 3s inches. 
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appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent matert- 
al. Accuracy of citation ts the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may. be noted in text. It ts the author's 
responsibility to obtain permission to refer to another indi- 
vidual’s unpublished observations. Manuscripts that are 
actually “in press" may be cited as such in the reference list; 
the name of the journal or publisher must be included. 
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names should conform to the style used in Index Medicus; 
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OXITANE siccinatenvorociorive 
PROVED EFFECTIVE IN 
PREVIOUSLY REFRACTORY PATIENTS 





WHY NC ADT WIH IO)XIIZ 


ALLYOUR PATIENTS? 


Proof: 67%“very good" Only 7% side effects 

to “fairly good” response dropoutin two-year study* 

in treatment-resistant Of 34 chronic schizophrenic 

patients patients studied, only two were 
taken off LOXITANE® Loxapine 


Ina study group of 27 severely ill Succinate due to drug-related 
Chronic schizophrenic patients side effects.” 
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" u apid symptom response 
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to “fairly good” response to 
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of efficacy: asymptomatic 
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Capsules: 5 mg, 10 mg, 
25 mg, 50mg 





Brief Summary 

LOXITANE* Loxapine Succinate Capsules 

LOXITANE* C Loxapine Hydrochloride Oral Concentrate 
LOXITANE* IM Loxapine Hydrochloride 

INDICATIONS: Manifestations of schizophrenia. 
CONTRAINDICATIONS: Comatose or severe drug-induced depressed 
states (alcohol, barbiturates, narcotics, etc.); hypersensitivity to the 
drug. 

WARNINGS: Safe use during pregnancy, lactation or in women of child- 
bearing potential has not been established; weigh potential Denefits 
against possible hazards. Not recommended for use in children under 
16. May impair mental and/or physical abilities especially during early 
therapy; warn ambulatory patients about activities requiring alertness, 
about concomitant use of alcohol and other CNS depressants. Not rec- 
ommended for management of behavioral complications in mentally 
retarded patients. 

PRECAUTIONS: Use with extreme caution in patients with a history of 
convulsive disorders; seizures have been reported in epileptic patients 
receiving antipsychotic dose levels or even maintenance therapy. Use 
with caution in patients with cardiovascular disease or in those with 
glaucoma or a tendency to urinary retention particularly when on con- 
comitant anticholinergic medication. Loxapine has an antiemetic effect 
in animals which might occur in man masking signs of overdosage of 
toxic drugs and obscuring intestinal obstruction or brain tumor. Since 
possible ocular toxicity cannot be excluded, observe carefully for 
pigmentary retinopathy and lenticular pigmentation. Slightly higher 
incidence of extrapyramidai effects possible following IM administration. 


Neuroleptic drugs elevate prolactin levels; elevation persists during 
chronic administration. Tissue culture experiments indicate that approxi- 
mately one-third of human breast cancers are prolactin dependent in 
vitro, a factor of potentia! importance if prescription of these drugs is 
contempiated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinica! significance 

of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date have shown an association 
between chronic administration of these drugs and mammary tumori- 
genesis; the available evidence is considered too limited to be 
conclusive at this time. 
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ADVERSE REACTIONS: CNS effects, other than extrapyramidal, infre- 
quent. Mild drowsiness may occur at beginning of therapy or upon 
dosage increase, usually subsides with continued therapy. Sedation, 
dizziness, faintness, staggering gait, muscie twitching. weakness and 
confusional states have been reported. Extrapyramida reactions often 
occur early in treatment, manifested by Parkinson-like symptoms 
(tremor, rigidity, excessive salivation, masked facies, akathisia); control- 
lable by dosage reduction or by antiparkinson drugs a: usual dosages. 
Dystonic and dyskinetic reactions, while less frequently occurring, may 
be more severe, requiring dosage reduction or temporary withdrawal! 
plus appropriate counteractive drugs. Persistent Tardive Dyskinesia may 
appear during prolonged therapy or following discontinuance, the risk 
greater in the elderly, especial y females, on high dosage. Symptoms, 
persistent and in some patients apparently irreversible. are charac- 
terized by rhythmical involuntary movement of the tongue, face, mouth 
and jaw sometimes accompanied by involuntary movement of extremi- 
ties. Since there is no known effective treatment, discontinue all 
antipsychotic drugs if symptoms appear. Reinstitution of treatment, 
increased dosage or switching to another agent may mask syndrome. 
The syndrome may not develop if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular Effects: 
Tachycardia, hypotension, hypertension, lightheadedness and syncope. 
ECG changes, not known to be related to loxapine use. have been 
reported. Skin: Dermatitis, edema of face, pruritus, seborrhea. Possible 
photosensitivity and/or phototoxicity; skin rashes of unknown etiology 
seen in a few patients during hot summer months. Anticholinergic: Dry 
mouth, nasal congestion, constipation, blurred vision (more likely to 
occur with concomitant use of antiparkinson agents). Gastrointestinal: 
Nausea and vomiting have been reported in some patients. Hepato- 
cellular injury (i.e. SGOT/SGPT elevation) has been reported in associ- 
ation with loxapine administration. Other: Weight gain or loss, dyspnea, 
ptosis, hyperpyrexia, flushed facies, headache. paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity of unknown etiology. 


References: 1. Deniker P, Loo H, Cottereau MJ: Parenteral loxapine in 
severely disturbed schizophrenic patients. J Clin Psych 41:23-26, 1980, 

2. Simpson GM, Branchey MH, Lee JH, et al: A two year trial of loxapine suc- 
cinate in chronic psychotic patients. Dis Nervous System 37:305-307, 1976. 
3. DePaulo JR, Jr, Ayd FJ, Jr: Loxapine: Fifteen years of ciinical experience. 
Psychosomatics, in press. 4, Sharma T: Rapid response to loxapine in 

acute schizophrenia. Curr Ther Res 25:366-370. 1979. 


LEDERLE LABORATORIES 
e» A Division of American Cyanamid Company 
Wayne, New Jersey 07470 006-2 





OVING? 


PLEASE NOTIFY US 
| 6 WEEKS IN ADVANCE 


MEMBERS: This notification will change 
| 





your address (and/or name) for the 
| AMERICAN JOURNAL OF PSYCHIATRY, 
| PSYCHIATRIC NEWS, and all member- 


wide APA mailings. 


| SUBSCRIBERS: Please notify each 
publication separately. 


FORMER ADDRESS: 






PASTE LABEL HERE 


ame Chee PM rA aM tar RN et 


WAS 


NEW ADDRESS and/or NAME: 





NAME — 


or 


i 
m 


a IS 
RUE 
Qu o 
We 5 
duces ee espn a siete e ieu uiae PRESS ip 


DEPARTMENT 


————— — HOÁ ARO RINT RANE TET NPT d 


ORGANIZATION 








STREET 


ninm TA Aa TA rond rl Pen DAAA ANA ANASA 


CITY |». STATE ZIP 


APA MEMBERS MAIL TO: 


APA Division of Membership Services 

and Studies 

AMERICAN PSYCHIATRIC ASSOCIATION 
1400 K Street, N.W. 

Washington, D.C. 20005 


SUBSCRIBERS MAIL TO: 


APA Circulation Department 

AMERICAN PSYCHIATRIC ASSOCIATION 
1400 K Street, N.W. 

Washington, D.C. 20005 








This spe 





or neuropsycniatniC pe 


i 





Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients.'? Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 


alcohol during therapy. 
Copyright © 1983 by Roche Products Inc. All rights reserved. 


Studied in 737 neuropsychiatric 
patients 

» Clinical data on Dalmane (flurazepam HCI/Roche) extend 
to (51 insomniac patients with concomitant neurologic or psy- 
chiatric disorders who had difficulties in initiating and maintain- 
ing sleep.^ Thus, when specific hypnotic therapy is indicated 
after a careful medical and psychiatric work-up, Dalmane is a 
well-documented choice. More than 200 studies involving 
nearly 10,000 patients attest to the efficacy and relative safety 
of Dalmane in insomnia.° No other hypnotic has this kind of 
thorough documentation. And none has been shown to be more 
effective. Dalmane is contraindicated in pregnancy and in pa- 
tients with known hypersensitivity to the drug. 
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DALMANE Temazepam Triazolam Secobarbital Methaqualone — Chloral Hydrate 
(flurazepam HCl/Roche) experimental hypnotic) 400 mg 
1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 L3 12-14 
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Contemporary Hypnotic Ther 


Dalmane (flurazepam HCl/Roche) seldom Causes 
morning hangover and avoids rebound 
insomnia 

Of all available hypnotics, only Dalmane has objectiv 
sleep laboratory evidence proving that insomniacs fall asleep 
significantly sooner (p<0.05), stay asleep significantly longer 
(p<0.01) and awaken less often (p<0.05) on the first 
three nights of therapy and after two consecutive weeks of treat 
ment.’ Dalmane maintained its ability to reduce sleep latency 
and decrease total wake time for 28 consecutive nights.° Since 
insomnia is usually transient, prolonged use oí hypnotics is usu 
ally not indicated. 

A retrospective analysis of Dalmane use in 2542 hospita! 
patients showed that the incidence of morning hangover was low 
(5.196) and clearly dose- and age-related.? And there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued.’ 

Continued nightlong efficacy 
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almane ‘« 


flurazepam HCI/Roche 


15-mg/30-mg capsules 


stands apart 


Please see next page for references and summary of product information 


References: 1. Jacobson A et al: Psychophysiology 
7:345, Sep 1970. 2. Lynch T, Greene VT: J Ir Coll 
Phys Surg 4:87-90, Jan 1975. 3. James NM, Montague 
AF: NZ Med ] 81:246-248, Mar 12, 1975. 4. Taws 
ER, Brunning |, Arenillas L: / Int Med Res 3:417-422, 
Jun 1975. 5. Broadhurst AD, Arenillas L: Curr Med Res 
Opin 3:413-416, Jul 1975. 6. Data on file, Hoffmann- 
La Roche Ine., Nutley, NJ. 7. Kales A et al: / Clin Phar- 
macol 17:207-213, Apr 1977. 8. Greenblatt DJ, Alien 
MD, Shader RI: Clin Pharmacol Ther 21:555-361, Mar 
1977. 9. Monti IM: Methods Find Exp Clin Pharmacol 
3:303-326, May 1981. 


Dalmane (uaepam HC/Roche) Q 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in falling asleep, frequent nocturnal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restlul sleep. Obiec- 
tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent. prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priale patient evaluation. 

Contraindications: Known hypersensitivity to flurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the letus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug pnor to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients abou! possible combined 
effects with alcohol and other CNS depressants. An acdi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g.. operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Nol recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
for a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: In elderly and debilitated patients, it is rec- 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation. dizziness, confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness, lightheaded- 
ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation, 
lethargy, disorientation and coma, probably indicative of 
drug intolerance or overdosage. have been reported. Also 
reported: headache, heartburn, upset stomach, nausea, 
vomiting, diarrhea, constipation, GI pain. nervousness, 
talkativeness, apprehension, imtability, weakness, palpita- 
tions, chest pains, body and joint pains and G~ com- 
plaints. There have also been rare occurrences of leuko- 
penia, granulocytopenia, sweating, flushes, difficulty in 
focusing, blurred vision. burning eyes, faintness, hypoten- 
sion, shoriness of breath. pruritus. skin rash, dry mouth, 
bitter taste. excessive salivation, anorexia, euphoria, 
depression. slurred speech, confusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase; and paradoxical reactions, 
e.g.. excitement, stimulation and hyperactivity. 

Dosage: Individualize lor maximum beneficial effect. 
Adults: 30 mg usual dosage; 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 50 mg 
flurazepam HCI. 


Roche Products Inc. 
^ Manat. Puerto Rico 00701 
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During anxiety therapy... 


lranxene calms with 
a low incidence of problem 
sedation and no published 
reports of amnesia 


In direct comparison studies, 
lranxene has been shown 
equal to or lower than 


diazepam"? and lorazepam!” in 


incidence of problem sedation.* 
And in 10 years of broad 


experience with Tranxene there 
have been no published reports 
of anterograde amnesia. 











"Problem sedation is defined as moderate to severe degrees of 


sedaton, sieepiness, drowsiness iassitude 
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INDICATIONS — For management of anxiety disorders or 
short-term relief of symptoms of ameety for symptomatic 
teliet of acute alcohol withdrawal: for adjunctive therapy in 
partial seizures. 

Anxiety or tension associated with stress of everyday life 
usually does not require treatment with an amaolytic 
EMectiveness in long-term management of anxiety (over 4 
months) not assessed by systematic clinical studies The 
physician should periodically reassess usefulness for each 
patient. 


CONTRAINDICATIONS -— Known hypersensitivity to the 
drug. Acute narrow angle glaucoma 


WARNINGS — Not recommended for use in depressive 
neuroses of psychotic reactions. Caution patient against 
hazardous occupations requiring mental alertness. such as 
operating dangerous machinery including motor vehicles. 
Advise against simultaneous use of other CNS depressants. 
and caution patients that effects of alcohol may be increased. 
Not recommended for patients under 9. Nervousness. 
insomnia, irritability, diarrhea. muscle aches. and memory 
impairment have followed abrupt withdrawai fram long-term 


Tranxene’ 


clorazepate dipotassiur 


Helps keep 








in control 


high dosage. Withdrawal symptoms were reported after 
abrupt discontinuance of benzodiazepines taken continuously 
at therapeutic levels for several months. Use caution in 
patients having psychological potential for drug dependence 
(dependence has been observed in dogs and rabbits) 


Pregnancy and Lactation: Minor tranquilizers should 
aimost always be avoided first trimester. Consider 
possibility of pregnancy before initiating therapy. 
Patient should consuit physician about discontinua- 
tion if she becomes pregnant or plans pregnancy. Do 
not give to nursing mothers. 


PRECAUTIONS -— Observe usua! precautions in depression 
accompanying anxiety, or in patients with suicidal tendency. 
or those with impaired renal or hepatic function. Do periodic 
blood counts and liver function tests during prolonged 
therapy. Use small doses and gradual increments in the 
elderly or debilitated 


ADVERSE REACTIONS — Drowsiness. dizziness. various 
ga complaints. nervousness. blurred vision. dry mouth. 
headache, mental confusion. insomnia. transient skin 









rashes, fatigue. ataxia. geniourinary c 
diplopia. depression, slurred speech. af 
ney function tests. decreased hematocre 
blood pressure 


INTERACTIONS — “otentiation may occ: 
hol, hypnotics, barbiturates. narcotics 
inhibitors. other antidepressants. in bioavalabdit Gig 
with normal subjects. concurrent adminis f ids 
at therapeutic levels did not significantiy niiuence > 
ability of TRANXENE 


OVERDOSAGE — Take general measures psio 
depressant 

SUPPLIED — TRANXENE 3.75 7 5$ ane 
scored tablets. TRANXENE-SD Half Str 
TRANXENE-SD 22 5 mg single dose tabietz 









Abbott Pharmaceuticals, inc. 
North Chicago, iL 60064 











During anxiety therapy... 


Tranxene’ 


clorazepate dipotassium € | 
calms with a low incidence 


of problem sedation and 
no published reports 
of amnesia 


"Problem sedation is defined as moderate to severe degrees of 
sedation, sleepiness, drowsiness, lassitude 


Tranxene is available as 3.75, 7.5, 15 mg capsules, scored 
tablets; 11.25, 22.5 mg single-dose tablets. For a brief summary, 
please see adjacent page. 


ci 3023516/3-R 


THE AMERICAN JOURNAL 
OF PSYCHIATRY 


Volume 140, Number 4 April 1983 


In this issue: 


Opportunities for Prevention in the 
= Practice of Psychiatry 


By Irving Philips 


Teaching Residents the Administrative Aspects 
of Psychiatric Practice—A Commentary 


By Jonathan F. Borus 


Official Journal of the American Psychiatric Association 





Some Things Are Hard 
to Improve Upon. 








and ‘Stelazine’. 


ome things are hard to improve upon. 
Like a fine oriental rug... 


In the 25 years since ‘Stelazine’ was introduced, 
other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
‘Stelazine’ in reducing target psychotic symptoms. 


Dependable, effective Stelazine' — a classic antipsychotic. 
From SK&E, pioneers in psychopharmacology. 









Before prescribing, see complete pre- 
scribing information in SK&F CO. litera- 
ture or PDR. The following is a brief 


summary. 


Indications 
Based on a review of this drug by the 
National Academy of Sciences — National 
Research Council and/or other informa- 
tion, FDA has classified the indications as 
follows: 


Effective: For the management of the mani- 
festations of psychotic disorders. 


Possibly effective: To control excessive 
anxiety, tension and agitation as scen in 
neuroses or associated with somatic 
conditions. 


‘Stelazine’ has not been shown effective in 
the management of behavioral complica- 
tions in patients with mental retardation. 


Final classification of the less-than-effective 
indications requires further investigation. 


Contraindications: Comatose or greatly 
depressed states due to C.N.S. depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 

Warnings: Generally avoid using in patients 
hypersensitive (e.g., blood dyscrasias, jaundice) 
to any phenothiazine. Caution patients about 
activities requiring alertness (e.g., operating 
vehicles or machinery), especially during the 
first few days' therapy. 


Additive effect is possible with other C.N.S. 
depressanis, including alcohol. 

Use in pregnancy only when necessary for 
patient's welfare. There is evidence that pheno- 
thiazines are excreted in the breast milk of 
nursing mothers. 


Precautions: Use cautiously in angina. Avoid 
high doses and parenteral administration when 
cardiovascular system is impaired. Antiemetic 
effect may mask the signs of overdosage of 
other drugs or obscure diagnosis and treatment 
of certain physical disorders. Prolonged adminis- 


















brand of 


tration of high doses may result in cumula- 
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Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may 
appear in some patients on long term therapy or may occur after drug therapy has been 
discontinued. The risk seems to be greater in elderly patients on high-dose therapy, especially 
females. The symptoms are persistent and in some patients appear to be irreversible, THe 
syndrome is characterized by rhythmical involuntary movements of the tongue, face, mouth or 
jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompanied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia; antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
to a different antipsychotic agent, the syndrome may be masked. 

it has been reported that fine vermicular movements of the tongue may be an early sign of the 
syndrome and if the medication is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other arti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anem:a, 
thrombocytopenia and pancytopenia, 

Allergic reactions: Rash, pruritus, urticaria, photesensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative cermatitis and contact dermatitis (in nursing personne!) 
have been reported with certain phencthiazines. 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate a 
reduction in dosage or the discontinuation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
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Autonomic effects. Dry mouth, blurred vision, nasal congestion. constipation, increased 
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Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives. In scme cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. in others, the cause could not be 
determined nor could it be established that death was due to phenothiazine administration. 
Dosage and Administration: Dosage ot Navane should be individually adjusted depending on 
the chronicity and severity of the condition. In generat, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been established. 

Navane intramuscular Solution: Navane For Injection ~ Where more rapid control and treat- 
ment of acute behavior is desirable, the intramuscular form of Navane may be indicated. It is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatoiogy or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane intramuscular administered 2 to 4 times daily 
Dosage may be increased or decreasec depending on response. Most patients are controlled 
on a total daily dosage of 16 to 20 mg. Tre maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Ca»sules and Concentrate appear in the following para- 
graphs 

Navane Capsules. Navane Concentrate — in milder conditions. an initial dose of 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is often effective 

In more severe conditions, an initial dase of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response. 

: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor. 
Salivation, dysphagia, hypotension, disturbances of gait, or coma. 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage 
is helpful. For Navane oral and intramuscular, keep patient under carefui observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
ohagia and respiratory difficulty in severe overdosage. If hypotension occurs, the standard 
measures for managing Circulatory shock should be used (tV. fluids and/or vasoconstrictors ) 

if a vasoconstrictor is needed, levarterenol and phenylephrine are the most suitable drugs. 
Other pressor agents, including epinephrine, are not recommended. since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

if CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin o* pentylenetetrazol) should be avoided. Extrapyrami- 
dai symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of ittie 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixene) is available as capsules containing 1 mg. 2 mg, 5 mg, and 
10 mg of thiothixene in bottles of 100, 1.00€. and unit-dose pack of 100 (10 x 10's). Navane is also 
avaitable as capsules containing 20 mg ofthiothixene in bottles of 100, 500, and unit-dose pack 
of 100 (10 x 108). 

Navane (thiothixene hydrochloride) Concentrate is available in 120 mi (4 02.) battles with an 
accompanying dropper calibrated at 2 mc, 3mg, 4 mg, 5 mg, 6mg, 8mg. and 10 mg. and in 30 
mi (1 oz.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg, 4 mg. and 5 mg. 
Each ml contains thiothixene hydrochloride equivalent to 5 mg of thiothixene. Contains alcohol, 
USP 7.0% viv (smail loss unavoidabie). 

Navane (thiothixene hydrochloride) Intramuscular solution is available in à 2 ml amber glass 
vial in packages of 10 vials. Each m! contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% wiv, benzyl alcohol 0.9% wiv and propyl gallate 0.02% w.v. 

Navane (thiothixene hydrochloride) Intramuscular For Injection ts available in amber glass 
vials in packages of 10 vials. When reconsiituted with 2.2 mi of Sterile Water for injection, each 
ml contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For injection may be stored for 48 
hours at room temperature before discarding. 


For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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THE SHINING EXAMPLE 
OF ANTIDEPRESSANT EFFECTIVENESS AND COMFORT 





(trazodone HC) 


TABLETS 50mg 100 mg 





DESYREL® 
(trazodone HCl) 


DESCRIPTION 

DESYREL® (trazodone hydrochloride) is an antidepressant chemically un- 
related to tricyclic, tetracyclic, or other known vie acts lp agents. It is a 
triazolopyridine derivative designated as 2-|3-[4-(3-chloropheny )- pt eraz- 
inyl|propyl]-1,2.4-triazolo[4,3-a|pyridin-3-(2H)-one hydrochloride. DESYREL 
is a white odorless crystalline powder which is freely soluble in water. Its 
molecular weight is 408.3. The empirical formula is CisH22C]INsO*HCl and 
the structural formula is represented as follows: 
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INDICATIONS AND USAGE 

DESYREL® E ipe de hydrochloride) is indicated for the treatment of 
depression. The efficacy of DESYREL has been demonstrated in both inpa- 
tient and outpatient settings and for depressed patients with and without 
prominent anxiety. The depressive illness of patients studied corresponds 
to the Major Depressive Episode criteria of the American Psychiatric Asso- 
ciation's Diagnostic and Statistical Manual, III.? 

CONTRAINDICATIONS 

DESYREL is contraindicated in patients hypersensitive to DESYREL. 
WARNINGS 

Recent clinical studies in patients with preexisting cardiac disease indicate 
that DESYREL may be arrhythmogenic in some patients in that population. 
Arrhythmias identified include isolated PVCs, ventricular couplets, and in 
two patients short episodes (3-4 beats) of ventricular tachycardia. There 
have also been several post-marketing reports of arrhythmias in 
DESYREL-treated patients who had preexisting cardiac disease. Until the 
results of prospective studies are available, patients with preexisting car- 
diac disease should be closely monitored particularly for cardiac arrhyth- 
mias. DESYREL is not recommended for use during the initial recovery 
phase of myocardial infarction. 

PRECAUTIONS . | 

General: The possibility of suicide in seriously depressed patients is inher- 
ent in the illness and may persist until significant remission occurs. There- 
fore, prescriptions should be written for the smallest number of tablets 
consistent with good patient management. | 

Hypotension, including orthostatic hypotension and syncope, has been 
reported to occur in patients receiving DESYREL. Concomitant adminis- 
tration of antihypertensive therapy with DESYREL may require a reduction 
in the dose of the antihypertensive drug. 

Little is known about the interaction between DESYREL and general anes- 
thetics; therefore, prior to elective surgery, DESYREL should be discontin- 
ued for as long as clinically feasible. | 
Information for Patients: Alert patients that (a) their mental or physical 
ability to perform potentially hazardous tasks, such as operating machinery 
or driving, may be impaired; (b) the response to CNS depressants such as 
alcohol or barbiturates may be enhanced; and (c) DESYREL should be 
taken shortly after a meal or light snack. Laboratory Tests: WBC and differ- 
ential counts are recommended for patients who develop fever, sore throat 
or other signs of infection. Discontinue DESYREL if WBC or absolute neu- 
trophil count falls below normal. Drug Interactions: Increased serum - 
digoxin or pii levels have been cad to occur in patients receiv- 
ing DESYREL concurrently with either of those two drugs. Since it is not 
known whether an interaction will occur between DESYREL and MAO in- 
hibitors, therapy should be initiated aouar with a gradual increase in 
dosage until optimum response is achieved, if a MAO inhibitor is discon- 
tinued shortly before or is to be given concomitantly with DESYREL. 
Therapeutic Interactions: Concurrent administration with electroshock 
nep should be avoided because of the absence of eenen in this 
area. Carcinogenesis, Mutagenesis, Impairment of Fertility: No drug- or 
dose-related occurrence of carcinogenesis was evident in rats receiving 
DESYREL in daily oral doses up to 300 mg/kg for 18 months. Pregnancy: 
Since there are no adequate and well-controlled studies in pregnant _ 
women, DESYREL should be used during pregnancy only if the potential 
benefit justifies the potential risk to the fetus. Nursing Mothers: Since 





crease 


DESYREL and/or its metabolites have been found in the milk of lactat 
rats, caution should be exercised when DESYREL is administered to a 
nursing woman. Pediatric Use: Safety and effectiveness in children be 
the age of 18 have not been established. J 
ADVERSE REACTIONS  ' 
Side-effects reported by more than 1% of the patients during clinical t 
are the following: Autonomic-blurred vision, constipation, dry mouth 
Cardiovascular—hypertension, hypotension, shortness of breath, sync 
tee eae pale ions; CNS—anger/hostility, confusion, decreased c 
centration, disoriertation, dizziness/light-headedness, drowsiness. exc 
ment, fatigue, headache, insomnia, impaired memory, nervousness; 
Gastrointestinal -abdominal/gastric distress, bad taste in mouth, dial 
Verb Musculoskeletal—musculoskeletal aches/pains: Neu 
logical-incoordinazion, paresthesia, tremors; Sexual Function—decre< 
libido; Skin-allergic condition/edema; and Other-decreased appetite 
red/tired/itching, head full-heavy, malaise, nasal/sinus congestion, nig 
mares/vivid dreams, sweating/clamminess. tinnitus, weight gain, weig 
loss. Side-effects reported by less than 1% of the study patients are th 
lowing: akathisia, allergic reaction, anemia. chest pain, delayed urine | 
early menses, flatulence, hallucinations/delusions, hematuria, hypersa 
tion, apamama, impaired speech, impotence, increased appetite, in- 
à libido, increased urinary frequency, missed periods, muscle 
twitches, numbness, and retrograde ejaculation. Voluntary reports: ac 
tion, edema, grand mal seizures, liver enzyme alterations, myocardial 
farction, nanea Pane mosi resident. priapism, rash, ventriculé 
ectopic activity (see WARNINGS) and weakness. 
DOSAGE AND ADMINISTRATION 
The dosage should be initiated at a low level and increased gradually, 
ing the clinical response and any evidence of intolerance. Occurrence 
drowsiness may require the administration of a major portion of the c 
dose at bedtime or a reduction of dosage. DESYREL should be taken 
shortly after a meal or light snack. 
Usual Adult Dosage: An initial dose of 150 mg/day in divided doses i: 
suggested. The dose may be increased by 50 mg/day every three to fo 
days. The maximum dose for outpatients usually should not exceed 4( 
mg/day in divided doses. Inpatients may be given up to but not in exc 
of 600 mg/day in divided doses. 
Maintenance: Dosane during prolonged maintenance therapy should 
wn at the lowest effective level. Once an adequate response has beer 
achieved, dosage may be gradually reduced, with subsequent adjust 
depending on therapeutic response. 
HOW SUPPLIED 
DESYREL® (trazodone hydrochloride) 50 mg and 100 mg scored table! 
CAUTION: Federal law prohibits dispensing without a prescription. 
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Vhen patients are in crisis 








PSYCHIATRIC 
EMERGENCIES: 
Intervention and 
Resolution 

By J. fngram Walker, M.D. « 4 Contributors. 


When psychiatric emergency patients present difficult 
diagnostic and therapeutic problems, this practical 
"how-to" book provides the answers you need for immedi- 
ate, effective intervention. Out of their extensive clinical ex- 
perience, the authors designed this text to broaden your 
knowiedge of emergency mental health care and to in- 
crease your skills in crisis management situations. 


Helps you acquire 12 specific skills 


The ability to distinguish physical illness from emotional 
disorders e Management of drug and alcohol abuse emer- 
gencies * Diagnosis and management of functional psy- 
chotic disorders « Emergency management of the suicidal 
patient + Management of grief reactions « Management of 
the anxious patient * QCrisis intervention for victims of 
violence e Management of psychosocial and family crises » 
Management of children and students in crisis e A basic 
understanding of psychopharmacology e An understanding 
of legal and ethical issues in the emergency room 


With abundant case material and specific clinical advice, 
this Dook covers virtually every psychiatric emergency situ- 
ation that can arise in everyday practice or the emergency 
room. 


815" x 944” © 252 Pages » 6 illustrations « 50 Tables 
* Flexible Binding + 1983 e 65-06372 » $19.50 
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etre einen n i n sene applicable. Please include 
City/State/Zip 0 0. 
Also available at your medical bookstore. 
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You'll want to examine these other 
significant new titles from Li ippincott: - 


Critical Problems 
in Psychiatry 


By Jesse O. Cavenar, Jr, M.D., and 
H. Keith H. Brodie, M.D., Editors » 35 Contributors. 


Authors of distinguished stature contribute informed and 
thoughtful critiques of 21 areas of psychiatric cor acer. ‘No 
other current work provides such diversity of authoritative 
discussion on issues of critical importance and C jontinuir 19 
controversy. 498 Pages * 14 illustrations + 198 
65-06323 © $31.25 


Critical Issues in 
Behavioral Medicine 


By Louis Jolyon West, M.D., and 

Marvin Stein, M.D. « 23 Contributors 

Authorities from the U.S. and abroad provide an interdisci- 
plinary view of psychosomatic medicine in addressing dues 
questions: (1) What is the relationship between stress and 
disease? (2) How should the interactions between the brain 
and behavior be viewed? (3) In what ways do biopsycho- 
social approaches to medical practice cont: ribute io  behav- 
ioral medicine as science, and vice versa? 260 Pages «e 58 
illustrations » 1982 o 65-06737 « $26.50 


Signs and Symptor 
in Psychiatry 


By Jesse O. Cavenar, Jr, M.D., and 

H. Keith H. Brodie, M.D. « 13 Contributors 

Designed around signs and symptoms that the patient 
reports or demonstrates behavicrally, chapters a s organ- 
ized to assist the therapist to reach an accurate diagnosis 
and initiate treatment. About 640 Pages » 35 Tablas » 
1983 © 65-06315 » $31.25 
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J. B. Lippincott Company 

The Health Professions Publisher of Harper and Row, Inc. 
East Washington Square, P.O. Box 1430, Philadelphia, PA 19105 
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Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because, in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety is 
extremely high. 

In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety, 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy, feeling 
blue and lonely, self-blame, and difficulty making 
decisions* 


XA AXRELIEVESCLI ICAL ANXIETY 
WITH DEPRESSIVE SYMPTOMS. 


XANAX, the first triazolobenzodiazepine., is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety, 
XANAX Tablets have been found to be — 
more effective (p-O0.00I ) than - 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


Bi Intermediate half-life of 
12 to 15 hours 

Bi Significantly lower incidence of üendbilidé 
when compared directly with diazepam in clinical 
studies" 

E No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth, 
constipation, tremort 

lll No reports of symptomatic postural 
hypotension or cardiovascular toxicity? 

E Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week l6t 

E Simple dosage—0.25 to 0.5 mg tid. 











*Cohn JB: | Clin Psychiatry 42(9):347-351, 1981 
tData on file. The Upjohn Company 


Xanax 


U5 ma 
Tablets 


Upjohn The » Upjo ble yMpany Please see next page for brief summary of 
Kalamazoo. Michigan 49001 prescribing information. 6198 2 TH e Upjot 








XANAX” Tablets € 

(alprazolam) 

CONTRAINDICATIONS 

Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 


WARNINGS 

Not of value in psychotic patients. Caution patients against hazardous 

occupations requiring complete mental alertness and about the simul- 

taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 

patients of the potential hazard to the fetus. Avoid during the first 

trimester 


PRECAUTIONS ; 
General: if XANAX is combined with other psychotropics or anti- Essential 
convulsant drugs. consider drug potentiation. Exercise the usual precau- reading 
tions regarding size of the prescription for depressed or suicidal patients. f 

In elderly and debilitated patients. use the lowest possible dosage. Or 

Observe the usual precautions in treating patients with impaired renal every 


or hepatic function | | p rofessional 
Information for Patients: Alert patients about (a) consumption of alcohol in th 

and drugs.(b) possible fetal abnormalities. {c} operating machinery or in the 

driving (d) not increasing dose of the drug due to risk of dependence, mental 

(e) not stopping the drug abruptly. Laboratory Tests: Not ordinarily required hea Ith 

in otherwise healthy patients. Drug Interactions: Additive CNS depressant : 

effects with other psychotropics, anticonvulsants, antihistamines, ethanol field. CE | " 
and other CNS depressants. Pharmacokinetic interactions with benzo- ^ 
diazepines have been reported. Drug/Laboratony Test Interactions: No 

consistent pattem for a specific drug or specific test. Carcinogenesis, 

Mutagenesis. impairment of Fertility No carcinogenic potential or impairment : ; 

of fertility in rats. Pregnancy: See Warnings. Nonteratogenic Effects: The child 1) Enclosed is my check payable to the Ameri 

bom ofa mother on benzodiazepines may be at some risk for with- can Psychiatric Association. 

drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 

lished use. Nursing Mothers: Benzodiazepines are excreted in human milk. (| Please bill me. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- signature 
ness in children below the age of 18 have not been established. 


ADNERSE REA DONS — es i ; One year subscription— 12 issues 
Side effects are generally o at the beginning of therapy an i 
usually disappear with continued medication. In the usual patient the CJ $24.00 (U.S.) L $31.00 (Foreign) 
most frequent side effects are likely to be an extension of the pharma- : 
cological activity of XANAX. e.g. drowsiness or lightheadedness. Mail to: Circulation Department 
Central Nervous System: Drowsiness. lightheadedness, depression, Hospital & Community Psychiatry | 
headache. confusion, insomnia. nervousness. syncope. dizziness, 140€ K Street, N.W. - 
akathisia. and tiredness/sleepiness. Washington, D.C. 20005 
Gastrointestinal: Dry mouth, constipation, diarrhea. nausea/vomiting, and 


increased salivation. IMPORTANT: Please provide the following information for our 














Cardiovascular. Tachycardia/palpitations. and hypotension. subscription records. 
SA ici Discipline Work Setti 
Sensory: Blurred VE at "ssychiatrist a L Public S Peychiatric Hospital 
Musculoskeletal: Rigidity and tremor b a Ps chiatric Resident bí -] Private Psychiatric Hospital 
ewes ee er nera ita 
Cutaneous: Dermatitis/allergy — d O Psychologist d (| Medical School 
Other Side Effects: Nasal congestion, weight gain. and weight loss. e CI Social Worker e Lj Mental Retardation Facility 
is : : f (2 Nurse f ( Correctional Facility 
in addition, the following adverse events have been reported with the g (2 Pharmacist g (i Geriatric Facility 
use of anxiolytic benzodiazepines: dystonia. irritability, concentration euer Misa coit P Ej Drug/Alco Pty eb opel re a 
difficulties, anorexia. loss of coordination. fatigue. sedation. slurred L Nonmedical Administrator j © Outpatient Clinic 
e : a l : - i , i . : G eraran k (J Day Treatment Center 
speech, jaundice, musculoskeletal weakness. pruritus. diplopia, dysarthria, (i Chaplain | (^ Administrative Agency 
changes in libido, menstrual irregularities. incontinence and urinary m QUA Suet DUE ieee 
retention. o D) Not “Applicable = ot NotApplicable — u 
Paradoxical reactions such as stimulation agitation. increased muscle | | — ^ 
spasticity sleep disturbances. and hallucinations may occur Should 
these occur discontinue the drug, 
During prolonged treatment. periodic blood counts. urinalysis. and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown RENE RE ERREUR RERO AERE E ELE 
significance. have been observed. Name 
DRUG ABUSE AND DEPENDENCE 
Physical and Psychological Dependence: Withdrawal symptoms have occurred = 
following abrupt discontinuance of benzodiazepines. After prolonged Facility (it part of mailing address) 
therapy dosage should be tapered. Controlled Substance Class: XANAX is 
a controlled substance and has been assigned to schedule IV. 
CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT Address 
PRESCRIPTION. BS- | 
[UN PEE THE UPIOHN COMPANY City State Zip 
Kalamazoo, Michigan 49001 USA 


*Subscriptions to H&CP are tax-deductible for 
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January 1983/376 pages/ All of the sections have been COMPLETELY UPDATED and at 
least 75% of the material is new! Including a NEW SEC TION o an 

11 illustrations/ * 4591 -0/ ethics and legal issues, a SPECIAL SECTION on research by Celson 

$35. 00/ $42. 00 outside and Wentz, NEW INFORMATION on non-verbal behavior... asd 
more! These are all original articles you won't find publishec any 

the U S where else. And all terms conform with DSM-H. 





A current guide to inpatient care. 


INPATIENT 
PSYCHIATRY 
Diagnosis and Treatment 


Edited by Lloyd I. Sederer, MD, with 20 contributors 


Inpatient Psychiatry is the first and only text to 
define and organize inpatient psychiatry as it is currently 





Musts for your working library. | 


Comprehensive Textbook of 
Psychiatry/ill 


Edited by Harold I. Kaplan, MD; Alfred M. Freedman, MD; and 
Benjamin J. Sadock, MD; with 234 eminent contributors 


1980/3,666 pages/621 illustrations/*4590-2/$179.00/ 
$195.00 outside the U.S. 


Modern Synopsis of CTP/ill 
By Harold Í. Kaplan, MD and Benjamin d. Sadock, MD 


1981/1,034 pages/44 illustrations/ * 4519-1/$34.00/$35.75 
outside the U.S. 


=) Williams & Wilkins 
Dept. M6 

PO. Box 1496 

Balto., Md., 21203 





A comprehensive survey 
of contemporary 
therapeutic techniques. 


See our full selection of books at 
Booth #Q-16 during the APA convention, 





PSYCHOTH ERAPY.. Second Edition 


-"— m a mad Edited by Harold I. Kaplan, MD and Benjamin J. Sadoch, 
penal MD, with 69 contributors 


Group therapy has come to be regarded as the treatment of chocs 
for a widening range of patients with diverse problems. T oe clinical 
guide has the up-to-date information you need on all aspects of 
group therapy, including how to select patients, how to organize and 
direct a group, and how to de:ermine the most effective group fer 
individual patients. 


















and commonly practiced. You get in-depth information 
on how to evaluate and treat the inpatient, relying en the 
resources of the hospital. 

This clinical guide is divided into two sections. Tee 
first details diagnosis and treatment of common dis 
orders. The second part addresses specific aspects of 
inpatient psychiatry. 


November 1982/338 pages/ 12 illustrations/ 
*7697-9/$35.00/$42.00 outside the U.S, 


new 

Study Guide and Self-Examinatio: 
Review for Modern Synopsis of í 

By Harold Í. Kaplan, MD and Beniamin d. Sadock, MD 


June 1983/about 260 pages/#4309-1/about $94, 00/sbout 
$25.25 outside the U.S. 


EASY ORDERING 


Call 1-800-638-0672 oka aad te et anywis ere 















COLLECT between 9:00 and 4:00 EST: (30 da, ca 
528-4223. 20-day FREE TRIAL in U.S.A 


Printed in U.S.A. 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 
These patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.' Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 


HALDOL haloperidol may contribute to a more hopeful 


long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 


The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy. * 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, HALDOL is 

much less likely to cause impotence or ejaculatory difficulties than drugs with high 

anticholinergic effects. This can be a major factor in maintaining compliance among 
young male psychotic patients. 









tablets/concentrate/injection 


"Marked sedation is rare; some instances of drowsiness have been reported: 


Please see following page for brief summary of prescribing information. 
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The only neuroleptic many psychotic 
patients may ever need 


E EE 





HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 



















e Rapid relief of core 
psychotic symptoms 


| e Effective for both initial 
| and maintenance therapy 


e Safe and effective at the i 
widest possible dosage range" 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions. 


acceptability. 2 mg per ml ee ee 
haloperidol (as the lactate)... HALDOL 
er HALOPERIDOL 
CONCENTRATE 
— HALDOIS? tablets 
"m (haloperidol) 
—  in6different strengths, for 
HALDOIS (haloperidol) convenience in individualizing 
sterile injection 4- Pre-filled Syringe dosage. 


for rapid control (often within hours) E 
in acutely agitated patients. 5 mg : 
haloperidol (as the lactate) with 1.8 mg ! 


methylparaben and 0.2 m 
araben per ml, and lactic acid 


opyl 
for pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease. 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become preg- 
nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 

General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs, although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur); (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshoid; (3) with known allergies or a 
history of allergic reactions to drugs; (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far less fre- 
quently, but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
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4 mg 1 mg 2 mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia’ except for duration. It is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug, increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and/cr treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: Impaired liver function and/or jaundice reported. Dermatologic Reactions: 
Maculopapular and acneiform reactions, isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastalgia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm and increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL. The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome of the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 
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HALDOL tablets and concentrate (120 ml) are manufactured by McNeil Pharmaceutical Co., 
Dorado, PR 00646. ©McN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7):463-469, 1981. 2. Darling HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3. Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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| THE IMPAIRED PHYSICIAN 


i edited by Stephen C. Scheiber, University of Arizona, 
$ and Brian B. Doyle, George Washington University 


d The first book to deal with “the impaired physician," a topic of 

# increasing concern to the entire medical community. Authoritative 
$ and comprehensive information is presented here on a broad spec- 
$ trum of problems facing these physicians: drug and alcohol abuse; 

d marital difficulties; potential suicide; mental illness. Chapters are 

$ also included on efforts and programs to identify, prevent, and/or 

d treat these problems in medical schools, residency programs, and in 
3 practice. An essential volume for all physicians. 
A 230 pp., illus., 1983 


| Just published! A Second Edition of 


ITHE PRACTITIONER’S GUIDE 
ITO PSYCHOACTIVE DRUGS 


i edited by Ellen L. Bassuk, Stephen C. Schoonover, 
$ and Alan J. Gelenberg, Harvard Medical School 


yz’... the second edition of The Practitioner's Guide . . . provides the 
3 ] clinician of the 1980's with an indispensable manual of patient 

; à care.’ —John C. Nemiah 
E. Í The second edition of this outstanding book presents a wealth of 

@ clinical information in a format designed to be accessible to the 

J harried physician, and many useful tables and charts have been 

3 added for quick reference. New sections have been added on the 

4 management of elderly patients, pregnant patients, and those with 

P | temporal lobe epilepsy. The discussion of individual drugs has been 
3 carefully updated to include those newer pharmacological agents 

3 that have appeared on the clinical scene since the publication of the 
E first edition, and the addition of Dr. Alan Gelenberg to the 

: editorship has significantly aided this task. A volume in Topics in 

«| General Psychiatry. 

j approx. 425 pp., illus., 1983 


| LIFELINES 


4 Clinical Perspectiveson Suicide 

i| edited by Ellen L. Bassuk, Stephen C. Schoonover, 

4 and Andrew D. Gill, Harvard Medical School and Beth 

4 Israel Hospital, Boston 

=| “Lifelines is advertently a ‘how-to’ book or, more accurately, a 

3$, ‘how-to-prevent’ book. It touches on the treatment of suicidal per- 
&| sons in a variety of medical settings: outpatient care, emergency- 

2| room and inpatient care, residential placement, and psychother- 

Şi apy.... A phrase in the foreword (by John C. Nemiah) describes 

$ the book succinctly: ‘To all those who care for suicidal patients this 
% book will come as a welcome guide.’ ” 

$^ —Edwin S. Shneidman, The New England Journal of Medicine 
¥| 256 pp., illus., 1982 $25.00 


i MEN IN TRANSITION 


7 Theory and Therapy 

| edited by Kenneth Solomon, University of Maryland 
z| School of Medicine, and Norman B. Levy, New York 
; Medical College 


A Written by leading psychiatrists, psychologists, and sociologists, this 
*' volume presents a broad overview of contemporary male roles, 

# relating these new norms to the practice of psychotherapy. Explored 
A are such specific topics as androgyny, male inexpressiveness, the 

E. effect of changing sex roles on male homosexuals, sexual function- 
j| ing in relation to the changing roles of men, dual careers and chang- 
j E ing male roles, the “abandoned husband,” and the older man. 
X| 518 pp., illus., 1982 


$24.50 








(spiral-bound) $27.50 





$39.50 





233 pris Street, New York, N. Y. 10013 
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| Women in Context: Development and Stresses 


ITHE WOMAN PATIENT 

| Volume 2 

| Concepts of Femininity and the Life C yc 
| edited by Carol C. Nadelson and Malkah T. Notman 

| Tufts — New England Medical Center 


| “This book is extraordinarily valuable . 
| well written and does what it promises to do . 
| endorse this book for all physicians regardless of specialiy.' 


.. each of the chaptzrs i 
. I can heart ‘y 


—Journal of the American Medical As.ocit 


; foie pp., illus., 1982 $: 
4 text adoption price on orders of six or more copies: $. 
i Volume 3 


| Aggression, Adaptations and Psychothcraj 
| edited by Malkah T. Notman and Carol C. Naceisaa, 


| Tufis—New England Medical Center 


i Continuing the provocative discussion of women's heal h issaes 
iraised in previous volumes, Volume 3 focuses on aggre: s.on and 
{ramifications for women and on therapeutic interventio 1. Tk2 co 
itributors examine various aspects of women's socializat icn — 
fexchanging views of aggression by and against women--:4 c-der 
Idevelop an understanding of a self-concept that incorporates the 
B constructive aspects of ‘aggression’ as well as an under: tend.ng « 


jviolence. 

1326 pp., illus., 1982 S2 
text adoption price on orders of six or more copies: si 
[special set price for Vols. 2 & 3 3: $3 
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| New in Critical Issues i in Psychiatry 


iSeries Editor: Sherwyn M. Woods 


TREATMENT INTERVENTICN 
IN HUMAN SEXUALITY 


ledited by Carol Nadelson, Tufts—New Englana "elici 
ji Center, and David B. Marcotte, Mandala Center, 
Winston-Salem, N.C. 


ICONTENTS: Sexual history taking, D. B. Marcotte. Probl ms 
d sexual functioning, C. C. Nadelson. Sexual concerns o° chil .hox 
J. W. Maddock. Gencer identity and sex-role stereotypirg: :lini 


fissues in human sexua_ity, R. Klein. Adolescent sexual ty ard p: 
inancy, C. C. Nadelsor. Sexual counseling in student hea:th. O. 
t Bjorksten. Gender-identity problems, 4, Yates. Incest and c_het 
sexual contacts between adults and children, N. R. Larion cad 
jJ. W. Maddock. Premarital counseling, J. W. Grover. Ccrir.z fo 
victims of rape, D. C. Silverman and R. Apfel. Fertility, infcrtili 
tand sexuality, M. T. Notman, Sexual dysfunctions in the phr'sic 
fill and disabled, E. R. Griffith and R. B. Treischmann. kuran : 
juality and the American minority experience, A. G. Wi'kosc t et 
[Separation and divorce: crisis and development, T: E. S. Crectre 
jAlcohol, medications, and other drugs, J. Westermeyer. ^gi.ga 
sexuality, E. M. Dagon, The marital relationship: adap.irg zn o 
imodel to contemporary needs, E. L. Gullick. Gay patients i thi 
medical setting, N. Gartrell. Appendices. Index. 

1462 pp. + index, illus., 1983 S4 
kext adoption price on orders of six or more copies: S; 


IMARITAL THERAPY 


A Combined Psychodynamic- 


[Behavioral Approach 
aby R. Taylor Segraves, University of Chicago 
With an extensive clinical background and a broad understar din 


amany different modalities, the author presents in this vclume an 
itherapeutic model for marital therapy that integrates the psy- 
ichodynamic and behavioral approaches, as well as a descrip ion 
athe clinical ramifications of this model and an extensive case stu 
sillustrating its use. Also included is an in-depth discussior of ma 
Kliscord and its relationship to psychiatric disability. 

1314 pp., illus., 1982 $2 
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Feeling nothing... 
but better. 


With CENTRAX® (prazepam), 
undesirable initial “peak” CNS sensations and changes 
in mentation are rare* Anxiety relief occurs smoothly, so that 
patients generally don't feel anything —except less anxious. 
It’s the way anxiety relief should feel. 


Centrax 


raze al | | 5-mg, 10-mg, and 20-mg capsules 
10-mg seored tablet 


*As with all CNS-acting agents, patients should be cautioned against driving, drinking, 
or engaging in hazardous activities requiring mental alertness. All benzodiazepines should be 
prescribed carefully and patients assessed periodicallv to discourage improper usage. 


PARKE-DAVIS 
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National High Blood Pressure Education Program. 
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Morris Plains, New Jersey 07950 PD-14.45-0784-P.-2 (3-83) 
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s — From a wide list of texts and professional publications -— 


Treatment of Mental Disorders 


Edited by JOHN H. GREIST and JAMES W. 
JEFFERSON, both of the University of Wisconsin, and 
ROBERT L. SPITZER, Columbia University College of 
Physicians and Surgeons, “Presents the state of the sci- 
ence and also the art of psychiatric treatments. It is a 
comprehensive treatise that documents the extensive 
progress of recent years in the field of psychiatric treat- 
ment. ... Provides mental health practitioners with a wide 
range of treatments for any given condition, and it does 
not adhere to an exclusive school of therapy. ... | recom- 
mend the publication highly to specialists, to generalists, 
and, in fact, to anyone who treats psychiatric patients." 
— The Journal of the American Medical Association. 


1982 584 pp. cloth $35.00 paper $21.95 


Philosophy in Medicine 
Conceptual and Ethical Issues in 
Medicine and Psychiatry 


CHARLES M. CULVER, Dartmouth Medical School, and 
BERNARD GERT, Dartmouth College. “A gem. ... An ex- 
tremely important treatise to all medical practitioners 

for understanding of the relationship with their patients 
and help in providing the highest quality of care in the 
most moral and humane fashion." — The Journal of the 
American Medical Association. "Physicians and students 
will surely benefit from this book, because it is a sophis- 
ticated introduction to philosophy against the human 
background of clinical decision making and patient care." 
— Annals of Internal Medicine 


1982 201 pp. cloth $18.95 paper $9.95 


Psychiatric Ethics 


Edited by SIDNEY BLOCH, University of Oxford, and 
PAUL CHODOFE George Washington University. "Writ- 
ten by an impressive group of international scholars and 
practitioners of psychiatry. ... A landmark in publishing 
in psychiatry. Nowhere has the richness of ethical issues 
been presented in such a comprehensive and mean- 
ingful way. ... Should be read by every serious student 
of the field." — The Journal of the American Medical 
Association 


1981 365 pp. $32.50 


Schizophrenia as a Brain Disease 


Edited by FRITZ A. HENN, State University of New 
York School of Medicine at Stony Brook, and HENRY A. 
NASRALLAH, University of lowa College of Medicine. 
This volume brings together the various lines of evidence 
indicating that schizophrenia is a brain disease: clinical 
observations, anatomical and biochemical studies, the 
emerging physiological investigations, and some new 
ways of studying the relationship of structure and func- 
tion in the central nervous system. 


1982 320 pp.; 44 illus. $29.50 


The Child at Psychiatric Risk 


Edited by RALPH E. TARTER, University of Pittsburgh 
School of Medicine. This benchmark volume sum- 
marizes current methods and findings on the factors 
which predispose children to the major psychiatric and 
neurobehavioral disorders of adulthood. Its perspective is 
primarily psychobiological. While focusing on research, 
the volume offers information useful for implementing 
prevention and early intervention programs. 


May 1983 325 pp.; 43 illus. $37.50 


Prices and publication dates are subject to change. 


EJ mE AES DERE SUNSET RLLÉÓÉ PAN FEE "Bo 


OXFORD UNIVERSITY PRESS 
200 Madison Avenue, New York, N.Y. 10016 +» 


The Biochemical Basis of 
Neuropharmacology 


Fourth Edition 


JACK R. COOPER, Yale University School of M » «vx, 
FLOYD E. BLOOM, The Salk Institute, and RC KORT H 
ROTH, Yale University School of Medicine. Wit y ie- 
garded as the best on its subject. this text has hx ^ thor- 
oughly updated and includes a new chapter or «t 19- 
phins as well as much new material on such tori zs 
cholinergic tracts in the CNS, catecholamine ati revet- 
tors, drug effects on the electrophysiological aci « .y of 
noradrenergic neurons, GABA systems, and how ww 
peptides are found. 


1982 350 pp.; 63 illus. cloth $21.95 paper 5 63 


Psychopharmacology of Old Age 


Edited by DAVID WHEATLEY, Psychopharmac ». ;gu 
Research Group, Twickenham. This book define; `e nn- 
portant role that psychopharmacology plays in c v irc lling 
the psychiatric problems of the elderly, who con; s. 
growing proportion of the population. It covers ^ ~c 
concepts, cognitive disorders, and psychiatric d.» s4 rs 
and integrates understanding of mental change: ^ te 
elderly, effects of the mind on bodily functions. . 1 .' crug 
effects. (British Association for Psychopharma.« 'ngy 
Monograph, No. 3) 


1982 200 pp.; 26 illus. $29.50 


Aging: A Challenge to Science and Sccisty 
Volume 3: Behavioral Sciences and Concitc srs 


Edited by J. E. BIRREN, University of Californ a Los 
Angeles. An outstanding collection of original w3 k, :his 
volume deals broadly with aging and functional à 2 trom 
the perspective of behavioral science. It complets. « nul- 
tidisciplinary study of aging by a host of interna i ^z:ly 
recognized authorities. 

April 1983 350 pp.; 52 diags. $65.00 


Attempted Suicide 


A Practical Guide to Its Nature and Manas rent 


KEITH HAWTON and JOSÉ CATALAN, both of *. » 
University of Oxford. With the high incidence e^ .icice 
attempts and their wide implications — for hosr t © siaff, 
family practitioners, social workers, and family ir : 
friends —this concise handbook emphasizes hov: “ecs: 

to help people after attempts, and should have al “gv 
audience. 


1982 150 pp. paper $14.95 


Phobias: The Facts 


DONALD W. GOODWIN, University of Kansas. 1 :5 
brief, nontechnical account explains the various k +d; of 
phobia, their causes, likely courses, possible con^ ct on 
with mental illnesses, and treatment. It is ampt a:i- 
trated with psychiatrists’ case histories and with | tu nts 
own versions of how they have dealt with their 11 ^is. 
Special attention :s given to phobias in childhoo 1 1 lud- 
ing fear of school. 


July 1983 160 p». tent. $12.95 


Premier issue now available 
Psychiatric Developments: Advances 27 


Prospects in Research and Clinical Practice 


Edited by SIR MARTIN ROTH and SAMUEL GL? : 
Four issues yearly. Subscription: $80.00 
Single issues: $25.00 
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Heart attackor stroke could 
knock you down on your way up. 








You're working for the challenge, 
the satisfaction, the success. The last 
thing you want is a heart attack or 
stroke. Yet, nearly one million 
Americans die of heart disease and 
Stroke every year. And 200,000 of 
them die before retirement age. 
The American Heart Association 
is fighting to reduce early death 
and disability from heart disease 
and stroke with research, profes- 
sional and public education, and 
community service programs. 


American Heart 
But more needs to be done. Association 
You can help us find the answers 


by sending your dollars today to WERE FIGHTING FOR YOUR LIFE 


your local Heart Association, listed 
in your telephone directory. 












he Brown Schools offers a continuum of psychi- 

atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 
rate facilities provide programs designed for peu] 
with varying degrees of mental illness, emotional j 
disturbance, behavior disorders, and developmental ji 
disabilities. Special services are available for the - 
deaf, for autistic children and adolescents, for post. 
head trauma patients, and for those with multiple 
handicaps. 
For information contact the Director of Admissions. 
Call Toll Free 800/531-5305, 
except in Texas call 800/252-5404. 


The Brown Schools * PO Box 4008, W € $ 
Austin, Texas 78765 * 512/478-6662. 


F 
THE *% 
Accredited by the Joint BRO Y | | J 
Commission on Accreditation SCHOO] S 
of Hospitals. 


Psychiatric Hospitals Frank T. Rafferty, M.D., Medical Director 


Announcing a Symposium: 
Advances in Psychiatri 
and Treatment (3 credit ho 


Brain imaging and metabolism...receptor acti 
rhythms of the central nervous system... 
Exciting new developments in the diagno 
mental disorders will be presented at a sympos 
May 1, 1983 in conjunction with The America: 
Convention in New York City. This CME accrec 
supported by an educational grant from Roerig 


Date: Sunday, May 1, 1983 
Time: 11:00 a.m. to 2:00 p.m. 
Place: APA Convention, Sheraton Centr 


Speakers and Topics 


Chairman: Robert O. Friedel, M.D....Introduc 


Professor and Chairman, 
Department of Psychiatry, 

Medical College of Virginia, 
Virginia Commonwealth University, 
Richmond, Virginia 








Louis 
Sokoloff, M.D. 


Chief, Laboratory of 
Cerebral Metabolism, 
National Institute of 
Mental Health, Bethesda, 
Maryland 


Metabolic 
Mapping of 
Brain Function 
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Solomon H. 
Snyder, M.D. 


Director, Department of 
Neuroscience, Johns 
Hopkins University School 
of Medicine, Baltimore, 
Maryland 


Molecular 
Mechanisms of 
Psychotropic 
Drug Action 
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^ division of Pfizer Pharmaceuticals 
New York. New York 10017 


at the forefront of psychopharmacology 








Sleep disturbances are the most con 


somatic symptoms of depression. 
Adapin begins its antidepressant ac 


provides rapid, effective relief of sle 


disturbances. 
Clinical data indicate that Adapin, g 


daily at bedtime, significantly decre: 


latency to sleep onset, number of aw: 


and amount of wake time during th: 


increasing total sleep time and impro\ 


overall quality of sleep.” 


A good night’s rest goes a long way 
brighten a depressed patient's outlo: 
Adapin goes further. 


Rapid antianxiety/antidepress 
action 

Anxiety and depressive symptoms : 
demonstrate significant improveme: 


mon 
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ant 


IS eariy 


as the first week of therapy,’ with optima! 


response within two to three weeks 
Convenient dosage 


Once-a-day h.s. dosage enhances pa 


compliance. 
Excellent safety profile 


Side effects are reported infrequently 
generally mild; incidence of cardiovas 


effects (hypotension, tachycardia) is 
very low. 
Economical doxepin therapy 


Adapin offers a substantial cost savii 
the other brand of doxepin HCI. 


Please see nex 
summary of prescribi 
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Brief Summary of Prescribing Information 


Adapin® 

(doxepin HCI) Capsules 

Indications Relief of symptoms of anxiety and 
depression. 


Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 
Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies. There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 


Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery. Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 
in mind, 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type reac- 
tions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have aspi- 
rin hypersensitivity. 

Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness. Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25, 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 
For complete prescribing information, please 

see package insert or PDR. 

References 

1. Ayd FJ Jr: Recognizing and treating 
depressed patients. Mod Med 39:80-86, 1971. 

2. Dataon file, Medical Department, Pennwalt 
Pharmaceutical Division. 

3. Barranco SF, Thrash ML, Hackett E, et al: 

Early onset of response to doxepin treatment. 
J Clin Psychiatry 40:265-269, 1979.* 
*Sinequan® brand of doxepin HCI was the drug 
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Young Adult 
Chronic Patient 


Collected Articles 
From H&CP 





An important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
group. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orcers of 5 or more. Prices include 
postage and handling. 


Order your copy now! 
Just complete and mail this form. 


I ME GUE CEGCD CaM) NE EES ES Coe oe Ct) oe oe oe ee es coe ss c—vu3 c 


Please send me __ copv(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@CP at $5 per copy ($3.50 per copy for 
orders of 5 or more). All orders of 835 or less must be prepaid. 


L My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 


C Please bill me. (For orders over $35 only. All orders of 835 or 
less must be prepaid.) 


Name 
Address 


City State Zip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 


Calendar 


For free listing of your organization’s official annual or regional meeting, please send us the following inforn 
location, inclusive dates, type and number of continuing education credits (if available), and the name, addres: 
number of the person or group to contact for more information. All notices and changes must be received no la 
before the month of desired publication and should be addressed to Calendar, American Journal of Psychia 
N.W., Washington, DC 20005. Because of space limitations, only listings of meetings of the greatest interest to 


will be included. 


APRIL 


April 4—8, annual meeting, American Orthopsychiatric As- 
sociation, Boston. Contact AOA, 1775 Broadway, New 
York, NY 10019, 212-586-5690. 


April 7-9, semiannual meeting, Group for the Advancement 
of Psychiatry, Cherry Hill, NJ. Henry H. Work, M.D., 
President, 1400 K St., N.W., Washington, DC 20005, 202- 
682-6127. 


April 11-14, annual meeting, American College of Physi- 
cians, San Francisco. Robert H. Moser, M.D., Vice-Presi- 
dent, 4200 Pine St., Philadelphia, PA 19104, 215-243-1200. 


April 14-17, annual meeting, American Association of Pas- 
toral Counselors, Nashville. James W. Ewing, Ph.D., Execu- 
tive Director, 3000 Connecticut Ave. N.W., Suite 300, 
Washington, DC 20008, 202-387-0031. 


April 14—20, annual meeting, National Council on Alcohol- 
ism, Houston. Contact Walter J. Murphy, 733 Third Ave., 
Suite 1405, New York, NY 10017, 212-968-4433. 


April 17—19, American Board of Psychiatry and Neurology 
examination, part 2, New Orleans. Contact Lester H. Rudy, 
M.D., Suite 808, 1 American Plaza, Evanston, IL 60201, 
312-864-0830. 


April 18—22, annual meeting, American Occupational Ther- 
apy Association, Portland, Ore. James J. Garibaldi, Execu- 
tive Director, 1383 Piccard Dr., Rockville, MD 20850, 301- 
948-9626. 


April 18—22, annual meeting, Royal Society of Health, 
London, United Kingdom. J. Audrey Ellison, B.Sc., Executive 
Secretary, 13 Grosvenor Place, London, SW1X 7EN, United 
Kingdom, 01-235-9961. 


April 19—24, annual meeting, American Association of Sex 
Educators, Counselors and Therapists, Houston. William A. 
Granzig, Ph.D., Executive Director, 600 Maryland Ave., 
S.W., Suite 300 E, Washington, DC 20024, 202-638-0103. 


April 20—24, biennial meeting, Society for Research in Child 
Development, Detroit. Contact John W. Hagen, Department 
of Psychology, 3431 Mason Hall, University of Michigan, 
Ann Arbor, MI 48109, 313-764-1587. 


April 24—30, annual meeting, American Acac 
ogy, San Diego. Stanley A. Nelson, Executive 
University Ave., S.E., Suite 335, Minneapol 
612-623-8115. 


April 24—29, annual meeting, American Occi 
cal Association, Washington, D.C. Donald L 
Executive Director, 150 N. Wacker Dr., Chi 
312-782-2166. 


April 27—May 1, annual meeting, American 
Association, Philadelphia. Helen Fischer, Ad 
rector, 1 East 57th St., New York, NY 1t 
0450. 


April 27-May 1, annual meeting, Societ 
Psychiatry, New York. Everett H. Ellinwoo 
tary-Ireasurer, Department of Psychiatry, I 
Medical Center, Durham, NC 27710, 919.€ 


April 28—May 1, semiannual meeting, Ameri 
Psychoanalysis, New York. Vivian Mendel: 
Director, 30 East 40th St., Suite 608, New Y 
212-679-4105. 


April 29—May 1, annual meeting, Academy c 
lar Psychiatry, New York. Mollie Starr Sh 
Executive Director, P.O. Box 372, Manhas 
516-627-1718. 


April 29—May 1, annual meeting, Ameri: 
Adolescent Psychiatry, New York. Mary D. 
tive Director, 24 Green Valley Rd., Walling! 
215-566-1054. 


April 30, annual meeting, American Collegi 
lysts, New York. Robert S. Mumford, N 
Director, 137 East 66th St., New York, NY 1 
0220. 


April 30—May 2, annual meeting, Americar 
Clinical Research, Washington, D.C. Robert 
utive Secretary, Charles B. Slack, Inc., 69 
Thorofare, NJ 08086, 609-848-1000. 


April 30—May 6, annual meeting, Ameri 
Association, New York. Contact APA Me 
ment, 1400 K St., N.W., Washington, DC 2 
6000. 
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ALLYOUR PATIENTS? 


Proof: 6/%"very good” Only 7% side effects 
to“fairly good” response dropout intwo-year study’ 
in treatment-resistant Of 34 chronic schizophrenic 
pati ents’ patients studied, only two were 
taken off LOXITANE® Loxapine 


in a study group of 27 severely ill ^ Succinate due to drug-related 
Chronic schizophrenic patients side effects.” 


refractory to previous neuroleptic Rani 
48 sh y ^. Rapid symptom response 
pu» SONGS verygose in hours `.. antiosychotic 


to ‘fairly good” response to 
LOXITANE® IM Loxapine Hydro- action was seen. ..as early as 
chloride. Results were judged 4 to 8 hours in [some] studies... . 
“fair” in8 other cases. Therapy was 'N a study of acute schizophrenic 
ma > continued with oral LOXITANE at patients, those completing the 
~ thesamedosage withnoloss lal... were nearly 
of efficacy. asymptomatic 
be at Week 3. 


Loxitane 
LOXAPINE 
SUCCINATE / 
HYDROCHLORIDE 









25 mg, 50mg 


Brief Summary 

LOXITANE* Loxapine Succinate Capsules 

LOXITANE* C Loxapine Hydrochloride Oral Concentrate 
LOXITANE* IM Loxapine Hydrochloride 

INDICATIONS: Manifestations of schizophrenia. 
CONTRAINDICATIONS: Comatose or severe drug-induced depressed 
states (alcohol, barbiturates, narcotics, etc.); hypersensitivity to the 
drug. 

WARNINGS: Safe use during pregnancy, lactation or in women of child- 
bearing potential has not been established: weigh potential benefits 
against possible hazards. Not recommended for use in children under 
16. May impair mental and/or physical abilities especially during early 
therapy; warn ambulatory patients about activities requiring alertness, 
about concomitant use of alcohol and other CNS depressants. Not rec- 
ommended for management of behavioral complications in mentally 
retarded patients. 

PRECAUTIONS: Use with extreme caution in patients with a history of 
convulsive disorders; seizures have been reported in epileptic patients 
receiving antipsychotic dose levels or even maintenance therapy. Use 
with caution in patients with cardiovascular disease or in those with 
glaucoma or a tendency to urinary retention particularly wnen on con- 
comitant anticholinergic medication, Loxapine has an antiemetic effect 
in animals which might occur in man masking signs of overdosage of 
toxic drugs and obscuring intestinal obstruction or brain tumor. Since 
possible ocular toxicity cannot be excluded, observe carefully for 
pigmentary retinopathy and lenticular pigmentation. Slightly higher 
incidence of extrapyramidai effects possible following IM administration. 


Neuroleptic drugs elevate prolactin levels; elevation persists during 
chronic administration. Tissue culture experiments indicate that approxi- 
mately one-third of human breast cancers are prolactin dependent in 
vitro, a tactor of potential importance if prescription of these drugs iS 
contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinica! significance 

of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date have shown an association 
between chronic administration of these drugs and mammary tumori- 
genesis; the available evidence is considered too limited to be 
conclusive at this time. 





ADVERSE REACTIONS: CNS effects, other than extrapyramidal, infre- 
quent. Mild drowsiness may occur at beginning of therapy or upon 
dosage increase, usually subsides with continued therapy. Sedation, 
dizziness, faintness, staggering gait. muscie twitching. weakness and 
confusional states have been ‘eported. Extrapyramida reactions often 
occur early in treatment, manitested by Parkinson-like symptoms 
(tremor, rigidity, excessive salivation, masked facies; akathisia); control- 
lable by dosage reduction or by antiparkinson drugs at usual dosages. 
Dystonic and dyskinetic react ons, while less frequently occurring, may 
be more severe, requiring dosage reduction or temporary withdrawal 
plus appropriate counteractive drugs. Persistent Tardive Dyskinesia may 
appear during prolonged therapy or following discontinuance, the risk 
greater in the elderly, especia ly femaies, on high dosage. Symptoms, 
persistent and in some patients apparently irreversible, are charac- 
terized by rhythmical involuntary movement of the tongue, face, mouth 
and jaw sometimes accompanied by involuntary movement of extremi- 
ties. Since there is no known effective treatment, discontinue all 
antiosychotic drugs if symptoms appear. Reinstitution of treatment, 
increased dosage or switching to another agent may mask syndrome. 
The syndrome may not develop if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular Effects: 
Tachycardia, hypotension, hypertension, lightheadedness and syncope 
ECG changes, not known to be related to loxapine use, have been 
reported. Skin: Dermatitis. edama of face, pruritus, seborrhea. Possibie 
photosensitivity and/or phototoxicity; skin rashes of unknown etiology 
seen in a few patients during not summer months. Anticholinergic: Dry 
mouth, nasal congestion, corstipation, blurred vision «more likely to 
occur with concomitant use of antiparkinson agents). Gastrointestinal: 
Nausea and vomiting have been reported in some patients. Hepato- 
cellular injury (i.e. SGOT/SGPT elevation) has been reported in associ- 
ation with loxapine administration. Other: Weight gairror loss, dyspnea. 
ptosis, hyperpyrexia, flushed facies. headache, paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity of unknown etiology. 


References: 1. Deniker P. Loo H, Cottereau MJ: Parenteral loxapine in 
severely disturbed schizophrenic patients. J Clin Psych 41 :23-26, 1980. 

2. Simpson GM, Branchey MH Lee JH, et al: A two year trial of loxapine Suc- 
cinate in chronic psychotic patients. Dis Nervous Systerr 37:305-307, 1976. 
3. DePaulo JR, Jr, Ayd FJ, Jr: Loxapine: Fifteen years of clinical experience. 
Psychosomatics, in press. 4. Sharma T: Rapid response i0 ioxapine in 

acute schizophrenia. Curr Ther Res 25:366-370, 1979. 
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From Roche neuroreceptor research 


A 
SIGNIFICANT 
NEW 
REVELATION 


Animal 
brain receptor 
binding may | | 
Nod more | CREME 
relevant answers pri 2a 
o |. vun creme 
action than " 
elimination 
half-life 


Valium (diazepam/Roche) IV. unbound 
from receptor at 60 minutes 


Please see last page of advertisement for a summary of product information. 





Animal studies demonstrated: 
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Control 


Valium (diazepam/Roche) AW 
bound to receptor at 30 seconds 


Receptor occupancy may 
be more relevant than 
plasma half-life in defining 
duration of action 


The question 
under investigation: 


Why does lorazepam (1V), with its intermedi- 
ate elimination half-life, evoke a longer period 
of amnesia and sedation than Valium 
(diazepam/Roche), which has a longer plasma 
half-life? 


The postulate: 


Lorazepam binds more tightly than diazepam 
to central benzodiazepine receptors—and 
remains bound longer. 


Copyright © 1983 by Roche Products Inc. All rights reserved. 


% INHIBITION ?H-DIAZEPAM BINDING 


Valium (diazepam/ Roche 
brain receptor sites 
duration than that 


Lorazepam (l.V.): 
not yet bound at 30 seconds 


The experiments: 


At varying times after dosing with IV. diazepam 
or IV. lorazepam, experimental rats were sacri- 
ficed and their brain tissues subjected to bind- 
ing assays and autoradiography. 


EX MVO RECEPTOR BINDING PROFILE 
AFTER INTRAVENOUS LORAZEPAM 
OR INJECTABLE VALIUM (diazepam/Roche) 


LORAZEPAM 0.3 mg/kg 






INJECTABLE 
VALIUM (IV) 0.75 mg/kg 
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Valium (diazepam/Roche) IV: unbound Lorazepam (LV): still 
from receptor at 60 minutes receptor bound at 60 minutes 
The results: The exact nature of the correlation 

between benzodiazepine binding sites and 
Diazepam receptor occupancy peaked at 30 receptors in relation to clinical effect is stil! 
seconds after dosing and returned to baseline 


being defined. Considerable evidence sup 


in 60 minutes. Peak lorazepam receptor occu- ports the correlation. Although these anim: 


pancy did not occur until 10 minutes after 


i results are consistent with clinical experienc: 
dosing and continued to be strongly in evi- concerning relative duration of action, dire: 

dence after 60 minutes, with 45% occupancy human data on receptor binding and huma 
still being observed. 


effects are still under investigation. 


VALIUM « 


diazepam/ Roche 


-mg, 5-mg, 10-mg scored tablets 
2-ml ready-to-use Tel-E-Ject® disposable syringes 
2-ml ampuls, 10-ml vials f ? mgm 


in the forefront of neuroreceptor research 
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Valium* (diazepam/Roche) (V Tablets 
Valrelease™ (diazepam/Roche) & slow-release Capsules 
Injectable Valium* (diazepam/Roche) @ 


Before prescribing, please consult complete product information, a summary of which follows: 


Indications: Management of anxiety disorders, or short-term relief of symptoms of anxiety. 
Anxiety or tension associated with the stress of everyday life usually does not require treat- 
ment with an anxiolytic. Symptomatic relief of acute agitation, tremor, impending or acute 
delirium tremens and hallucinosis due to acute alcohol withdrawal; adjunctively in: relief of 
skeletal muscle spasm due to reflex spasm to local pathology; spasticity caused by upper 
motor neuron disorders; athetosis; stiff-man syndrome. Oral forms may be used adjunctively 
in convulsive disorders, but not as sole therapy. /njectable form may also be used adjunctively 
in: status epilepticus; severe recurrent seizures; tetanus; anxiety, tension or acute stress reac- 
tions prior to endoscopic/surgical procedures; cardioversion. 
The effectiveness of diazepam in long-term use, that is, more than 4 months, has not been 
assessed by systematic clinical studies. The physician should periodically reassess the useful- 
ness of the drug for the individual patient. 
Contraindications: Tablets or capsules in children under 6 months of age; known hypersensi- 
tivity; acute narrow angle glaucoma; may be used in patients with open angle glaucoma who 
are receiving appropriate therapy. 
Warnings: As with most CNS-acting drugs, caution against hazardous occupations requiring 
complete mental alertness (e.g., operating machinery, driving). Withdrawal symptoms similar 
to those with barbiturates and alcohol have been observed with abrupt discontinuation, usu- 
ally limited to extended use and excessive doses. Infrequently, milder withdrawal symptoms 
have been reported following abrupt discontinuation of benzodiazepines after continuous use, 
generally at higher therapeutic levels, for at least several months. After extended therapy, 
gradually taper dosage. Keep addiction-prone individuals (drug addicts or alcoholics) under 
careful surveillance because of predisposition to habituation/dependence. 

Usage in Pregnancy: Use of minor tranquilizers during first trimester should 

almost always be avoided because their use is rarely a matter of urgency and 

because of increased risk of congenital malformations, as suggested in several 

studies. Consider possibility of pregnancy when instituting therapy; advise patients 

to discuss therapy if they intend to or do become pregnant. 
ORAL- Advise patients against simultaneous ingestion of alcohol and other CNS depressants. 
Not of value in treatment of psychotic patients; should not be employed in lieu of appropriate 
treatment. When using oral forms adjunctively in convulsive disorders, possibility of increase 
in frequency and/or severity of grand mal seizures may require increase in dosage of standard 
anticonvulsant medication; abrupt withdrawal in such cases may be associated with tempo- 
rary increase in frequency and/or severity of seizures. 
INJECTABLE: To reduce the possibility of venous thrombosis, phlebitis, local irritation, swelling, 
and, rarely, vascular impairment when used I.V: inject slowly, taking at least one minute for 
each 5 mg (1 ml) given; do not use small veins, i.e., dorsum of hand or wrist; use extreme 
care to avoid intra-arterial administration or extravasation. Do not mix or dilute with other 
solutions or drugs in syringe or infusion flask. If it is not feasible to administer Injectable 
Valium (diazeparrvRoche) directly LV, it may be injected slowly through the infusion tubing as 
close as possible to the vein insertion. 
Administer with extreme care to elderly, very ill, those with limited pulmonary reserve because 
of possibility of apnea and/or cardiac arrest; concomitant use of barbiturates, alcohol or other 
CNS depressants increases depression with increased risk of apnea; have resuscitative facili- 
ties available. When used with narcotic analgesic eliminate or reduce narcotic dosage at least 
1/3, administer in small increments. Should not be administered to patients in shock, corna, 
acute alcoholic intoxication with depression of vital signs. 
Has precipitated tonic status epilepticus in patients treated for petit mal status or petit mal 
variant status. Not recommended for OB use. 
Efficacy'safety not established in neonates (age 30 days or less); prolonged CNS depression 
observed. In children, give slowly (up to 0.25 mg/kg over 3 minutes) to avoid apnea or 
prolonged somnolence; can be repeated after 15 to 30 minutes. If no relief after third adrnin- 
istration, appropriate adjunctive therapy is recommended. 
Precautions: If combined with other psychotropics or anticonvulsants, carefully consider indi- 
vidual pharmacologic effects — particularly with known compounds which may potentiate 
action of diazepam, i.e., phenothiazines, narcotics, barbiturates, MAO inhibitors and antide- 
pressants. Protective measures indicated in highly anxious patients with accompanying 
depression who may have suicidal tendencies. Observe usual precautions in impaired hepatic 
function; avoid accumulation in patients with compromised kidney function. Limit oral dos- 
age to smallest effective amount in elderly and debilitated to preclude ataxia or oversedation 
(initially 2 to 22 mg once or twice daily, increasing gradually as needed and tolerated). 
The clearance of diazepam and certain other benzodiazepines can be delayed in association 
with Tagamet (cimetidine) administration. The clinical significance of this is unclear. 
INJECTABLE: Although promptly controlled, seizures may return; readminister if necessary; not 
recommended for long-term maintenance therapy. Laryngospasm/increased cough reflex are 
possible during peroral endoscopic procedures; use topical anesthetic, have necessary coun- 
termeasures available. Hypotension or muscular weakness possible, particularly when used 
with narcotics, barbiturates or alcohol. Use lower doses (2 to 5 mg) for elderly debilitated. 
Adverse Reactions: Side effects most commonly reported were drowsiness, fatique, ataxia. 
Infrequently encountered were confusion, constipation, depression, diplopia, dysarthria, head- 
ache, hypotension, incontinence, jaundice, changes in libido, nausea, changes in salivation, 
skin rash, slurred speech, tremor, urinary retention, vertigo. blurred vision. Paradoxical reac- 
tions such as acute hyperexcited states, anxiety, hallucinations, increased muscle spasticity, 
insomnia, rage, sleep disturbances and stimulation have been reported; should these occur, 
discontinue drug. 





Because of isolated reports of neutropenia and jaundice, periodic blood counts, liver function 
tests advisable during long-term therapy. Minor changes in EEG patterns, usually low-voltage 
fast activity, observed in patients during and after diazepam therapy are of no known signifi- 
cance. 


INJECTABLE: Venous thrombosis/phlebitis at injection site, hypoactivity, syncope, bradycardia, 
cardiovascular collapse, nystagmus, urticaria, hiccups, neutropenia. 

In peroral endoscopic procedures, coughing, depressed respiration, dyspnea, hyperventila- 
tion, laryngospasm/pain in throat or chest have been reported 

Dosage: Individualize for maximum beneficial effect. 

ORAL: Adults: Anxiety disorders, relief of symptoms of anxiety— Valium (diazepam/Roche) tab- 
lets, 2 to 10 mg b.i.d. to q.i.d.; or 1 or 2 Valrelease (diazepam/Roche) capsules (15 to 30 mg) 
daily. Acute alcohol withdrawal—tablets, 10 mg t.i.d. or q.i.d. in first 24 hours then 5 mg t.i.d 
or q.i.d. as needed; or 2 capsules (30 mg) the first 24 hours, then 1 capsule (15 mg) daily as 
needed. Adjunctively in skeletal! muscle spasm—tablets, 2 to 10 mg ti.d. or q.i.d; or 1 or 2 
capsules (15 to 30 mg) once daily. Adjunctively in convulsive disorders—tablets, 2 to 10 mg 
b.i.d. to q.i.d.; or 1 or 2 capsules (15 to 30 mg) once daily. 


Geriatric or debilitated patients: Tablets—2 to 21/2 mg 1 or 2 times daily initially, increasing as 
needed and tolerated (see Precautions). Capsules— 1 capsule (15 mg) daily when 5 mg oral 
Valium (diazepam/Roche) has Deen determined as the optimal daily dose. 

Children: Tablets—1 to 21⁄2 mg t.i.d. or q.i.d. initially increasing as needed and tolerated (not 
for use in thildren under 6 months). Capsules—1 capsule (15 mg) daily when 5 mg oral 
Valium has been determined as the optimal daily dose (not for use in children under 6 
months ). 

INJECTABLE: Usual initial dose in older children and adults is 2 to 20 mg I.M. or IV, depending 
on indication and severity. Larger doses may be required in sorne conditions (tetanus). In 
acute conditions injection may be repeated within 1 hour, although interval of 3 to 4 hours is 
usually satisfactory. Lower doses (usually 2 to 5 mg) with slow dosage increase for elderly or 
debilitated patients and when sedative drugs are added. (See Warnings and Adverse Reactions 
For dosages in infants and children see below; have resuscitative facilities available. 

LM. use: by deep injection into the muscle. 

LV. use: inject slowly, take at least one minute for each 5 mg (1 ml) given. Do not use small 
veins, i.e, dorsum of hand or wrist. Use extreme care to avoid intra-arterial administration or 
extravasation. Do not mix or dilute Valium with other solutions or drugs in syringe or infusion 
flask. If it is not feasible to administer Valium directly I.V, it may be injected slowly through the 
infusion tubing as close as possible to the vein insertion. 

Moderate anxiety disorders and symptoms of anxiety, 2 to 5 mg I.M. or IV, and severe anxiety 
disorders and symptoms of anxiety, 5 to 10 mg I.M. or IV, repeat in 3 to 4 hours if necessary: 
acute alcohol withdrawal, 10 mg I.M. or IV. initially, then 5 to 10 mg in 3 to 4 hours if neces- 
sary. Muscle spasm, in adults, 5 to 10 mg IM. or IV. initially, then 5 to 10 mg in 3 to 4 hours if 
necessary (tetanus may require larger doses); in children administer I.V. slowly; tor tetanus in 
infants over 30 days of age, 1 to 2 mg I.M. or IV, repeat every 3 to 4 hours if necessary; in 
children 5 years or older, 5 to 10 mg repeated,every 3 to 4 haurs as needed. Respiratory 
assistance should be available. 

Status epilepticus, severe recurrent convulsive seizures (IV. route preferred), 5 to 10 mg adult 
dose administered slowly, repeat at 10- to 15-minute intervals up to 30 mg maximum. Repeat 
in 2 to 4 hours if necessary keeping in mind possibility of residual active metabolites. Use 
caution in presence of chronic lung disease or unstable cardiovascular status. Infants (over 
30 days) and children (under 5 years), 0.2 to 0.5 mg slowly every 2 to 5 min., up to 5 mg (IV. 
preferred). Children 5 years plus, 1 mg every 2 to 5 min., up to 10 mg (slow IX. preferred); 
repeat in 2 to 4 hours if needed. EEG monitoring may be helpful. 

In endoscopic procedures, titrate |V. dosage to desired sedative response, generally 10 mg or 
less but up to 20 mg (if narcotics are omitted) immediately prior to procedure; if IV. cannot 
be used, 5 to 10 mg LM. approximately 30 minutes prior to procedure. As preoperative medi- 
cation, 10 mg L.M.; in cardioversion, 5 to 15 mg LV. within 5 to 10 minutes prior to procedure. 
Once acute symptomatology has been properly controlled with injectable form, patient may 
be placed on oral form if further treatment is required. 

Management of Overdosage: Manifestations include somnolence, confusion, coma, dimin- 
ished reflexes. Monitor respiration, pulse, blood pressure; employ general supportive mea- 
sures, |V. fluids, adequate airway. Use levarterenol or metaraminol for hypotension. Dialysis is 
of limited value. 

How Supplied: 

ORAL: Valium (diazepar/Roche) scored tablets — 2 mg, white: 5 mg, yellow; 10 mg, blue— 
bottles of 100* and 500;* Prescription Paks of 50, available in trays of 10;* Tel-E-Dose* 
packages of 100, available in trays of 4 reverse-numbered boxes of 25' and in boxes contain- 
ing 10 strips of 10.* 

Valrelease (diazepam/Roche) slow-release capsules — 15 mg (yellow and blue), bottles of 
100;* Prescription Paks of 30.' 


INJECTABLE: Ampuls, 2 ml, boxes of 10;* Vials, 10 ml, boxes of 1;' Tel-E-Ject* (disposable 
syringes), 2 ml, boxes of 10.' Each ml contains 5 mg diazepam, compounded with 40% 
propylene glycol, 10% ethyl alcohol, 5% sodium benzoate and benzoic acid as buffers, and 
1.5% benzyl alcohol as preservative. 











*Supplied by Roche Products Inc., Manati, Puerto Rico 00701 
'Supplied by Roche Laboratcries, Division of Hoffmann-La Roche Inc., Nutley, 
New Jersey 07110 
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Exploring the clinical, biochemical, and 
electrophysiologic mysteries of depression... 


Subtyping of 
Depressive Disorders 














A symposium on recent advances in | Program Schedule Electrophysiologic Subtyping of 
the subtyping of depression... the inani the Depressive Disorders 
: ; . pening Remarks at u^ 
first step in developing more specific | Robert Cancro, M.D., Moderator, Professor | L@S4t¢S. Prichep, Ph.D., Clinical Assistant 
ng. í ; Professor of Psychiatry, Brain Research 
treatment modalities. and Chairman, Department of Psychiatry, Center, New York University Medical Center | 


New York University Medical Center 


Scheduled for presentation at the Positron Emission Tomographic | 


The Epidemiology of Depressive 


1983 Annual Meeting of the Disordem Subtyping of Depressive Disorders 
American Psychiatric Association. Myrna M. Weissman, Ph.D., Professor of venir y dtd 4 gens i ou” 

" N sychiatry and Epidemiology, Director, : LE ime p 
May 1, 1983 3:00 p.m. — 6:00 p.m. Depression Research Unit, Yale University Studies Program, New York University Med 
Royal Ballroom, Sheraton Centre | School of Medicine om Contar 

, 
lm n As an organization accredited for continuing 

New York, New York Clinical Subtyping of the medical education , the American Psychiatric 
How has clinical differentiation of oe 2. ei pi ou^ vi e this on “i — 

: 9 era : erman, M.D., George ica education activily mee 8 the cmena 
dep VESSIE subtype s advanced? Do Harrington Professor of Psychiatry, Harvard | for 3 credit hours of Category I of the Physi- 
different depressive subtypes Medical School, Director of Research, Stanley | cian’s Recognition Award of the American 
demonstrate different biochemical, Canh Pe eant ii Laboratories, Medical Association. 

° . . assacnusetts Genera ospita z 
metabolic, and electrophysiologic i Plan to attend this noteworthy 


characteristics? ene ee ping of the educational event. 
: ~ , epressive Disorders 
A panel of six prominent experts will Tu J. Schildkraut, M.D., Professor of 


discuss these and other issues, aychiy, Aavan ean pe Direc- 

: y : tor, Neuropsychopharmacology Laboratory, 
focusing on how today i findings may Massachusetts Mental Health Center 
influence treatment of depression 


now, and in the future. If you have any questions, please call toll free 1-800-962-1266. 
In New Jersey, call 201-744-4755. 


ideni = p and produced by HealthScan Inc., [^ 
Upper Montclair, New Jersey 07043. Subtyping of c/o Lederle Laboratories 
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This symposium is made possible 
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Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from ? to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients. '^ Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 
alcohol during therapy. 


Copyright © 1983 by Roche Products Inc. All rights reserved. 
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Studied in 737 neuropsychiatric Dalmane (tuazepam HC/Roche) seldom causes 
patients morning hangover and avoids rebound 





Clinical data on Dalmane (flurazepam HCI/Roche) extend insomnia 
lo (51 insomniac patients with concomitant neurologic or psy- | | 
chiatric disorders who had difficulties in initiating and maintain- Of all available hypnotics, only Dalmane has objective 
ing sleep.° Thus, when specific hypnotic therapy is indicated sleep laboratory evidence proving that insomniacs fall asleep 
after a careful medical and psychiatric work-up, Dalmane is a significantly sooner (p<0.05), stay asleep significantly longer 
well-documented choice. More than 200 studies involving (p<0.0!) and awaken less often (p<0.05) -— the first 
nearly 10,000 patients attest to the efficacy and relative safety three nights of therapy and alter two consecutive weeks of treal 
of Dalmane in insomnia.5 No other hypnotic has this kind of ment.^^ Dalmane maintained its ability to reduce sleep latency 
horough documentation. And none has been shown to be more and decrease total wake time for 28 consecutive nights.° Since 
effective. Dalmane is contraindicated in pregnancy and in pa- insomnia is usually transient, prolonged use of hypnotics is usu 
ients with known hypersensitivity to the drug. ally not indicated. 


A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related.? And there were no 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued.° 


Continued nightlong efficacy 


^ CHANGE OF TOTAL WAKE TIME FROM ELIN 
Percent improvement in sleep latency from pretherapy baselines 





DALMANE lemazepam Triazolam Secobarbital Methaqualone  Chloral Hydrate Ethe hlorvynol Glutethimide 
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fora restful night 





almane « 
flurazepam HCI/Roche 


15-mg/ 30-mgs capsules 
a stands apart 


Please see next page for references and summary of product information. 
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Dalmane* flurazepam HC Roche) (V 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
zed by difficulty in lalling asleep, frequent nocturnal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits. in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness lor at 
least 28 consecutive nights ol administration. Since 
insomnia is often transient and intermittent, prolonged 
administration is generally nol necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: Known hypersensitivity to flurazepam 
HCl: pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ 
ated with benzodiazepine use during the lirst trimester. 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while recetving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for neghttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g.. operating machinery, driving). Potential impairment 
of performance of such activities may occur the day fob 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
lor a prolonged period of time. Lise caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: [n eiderly and debilitated patients. it is rec 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation, dizziness. confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function 

Adverse Reactions: Dizaness, drowsiness, lightheaded- 
ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation, 
lethargy, disorientation and coma, probably indicative ol 
drug intolerance or overdosage, have been reported. Also 
reported: headache. heartbum, upset stomach, nausea, 
vomiting, diarrhea. constipation, Gl pain, nervousness, 
talkativeness, apprehension, irritability, weakness. palpita- 
tions, chest pains. body and joint pains and G. com 
plaints. There have also been rare occurrences of leuko- 
penia, granulocvtopenia, sweating. flushes. difficulty in 
focusing, blurred vision, burning eyes. faintness, hypoten- 
sion, shortness of breath. pruritus, skin rash, dry mouth, 
hitter taste, excessive salivation. anorexia, euphoria, 
depression, slurred speech, contusion. restlessness, halluci- 
nations. and elevated SGOT. SGPT. total and direct biliru- 
bins, and alkaline phosphatase: and paradoxical reactions. 
e.g. excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum beneficial effect. 
Adults: 30 mg usual dosage: 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCL. 
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FIRST ANNUAL EDITION! 


PSYCHIATRY 1982: 

THE AMERICAN PSYCHIATRIC 
ASSOCIATION 

ANNUAL REVIEW 

Edited by Lester Grinspoon, M.D. 


This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
forth the latest thinking, debate, and research in 
five key areas: 


I. The Psychiatric Aspects of Sexuality 
Virginia A. Sadock, M.D., Preceptor 
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Opportunities for Prevention in the Practice of Psychiatry 


Irving Philips, M.D. 


There are opportunities for prevention in the practice 
of general psychiatry that are often overlooked by 
the psychiatrist. The author discusses three groups 
that lend themselves to preventive efforts—the 
hospitalized mentally ill parent, children of depressed 
parents, and children of divorce. He also enumerates 
aspects of intervention that may result in 
opportunities for prevention. The application of 
research findings to individual situations may often 
result in change and improve the practice of 
psychiatry. (Am J Psychiatry 140:389—395, 1983) 


here are opportunities for prevention in the prac- 

tice of general psychiatry that are often over- 
looked by the psychiatrist. The mental health needs of 
both adults and children cannot be met by the approxi- 
mately 30,000 psychiatrists in this country. Unless 
preventive measures are successfully taken, the spread 
of mental illness could go relatively unchallenged. 
Unfortunately, although there has been much research 
in the field, the generalist often does not recognize or 
act on opportunities for prevention. 

In the history of medicine many “simple” phenome- 
na have led to the prevention of disease. John Snow 
(1), an anesthesiologist of many interests, pondered the 
epidemic of cholera and its varied manifestations in a 
borough of London and discovered that those who 
obtained water from a particular source were victims 
of the disease, whereas those who drew their water 
from other sources remained healthy. Prevention, he 
found, could be achieved by metaphorically removing 
the handle of the Broad Street pump. An equally 
dramatic example is Joseph Goldberger’s work on 
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pellagra (2). He refuted the idea that pellagra was an 
infectious disease simply by observing that it occurred 
in rural, poverty-stricken areas and in public institu- 
tions. Pellagra was prevalent among institutional in- 
mates, but no case had ever been reported among the 
doctors, nurses, or attendants. Proper diet eliminated 
the malady. These medical epics, as well as many 
others, provide empirical evidence that preventive 
measures can control disease. 

It has been the dream of medicine that all iliness may 
one day be prevented. So, too, with psychiatry. In the 
early 1920s, with the recognition that many U.S. 
soldiers had failed to perform their duty during World 
War I due to mental problems, many private founda- 
tions began to support efforts at preventioa. It was 
their hope that if mental illness could be diagnosed and 
treated in childhood, its incidence tn adults would 
diminish. To pursue this effort, demonstration clinics 
were established in the major cities of the Unized States 
(3). Traveling clinics with a social worker, psycholo- 
gist, and psychiatrist established child guidance cen- 
ters. These professionals hoped to prove the worth of 
the clinics, convince the cities that they should contin- 
ue them, and move on. This was a noble thought, but it 
remained an unrealized dream (4). Illness in children 
proved difficult to treat, and short-term treatment 
became longer and longer. The hoped-for inoculations 
for diphtheria and polio, hygienic measures to combat 
typhoid fever, the miracle drugs for pellagra and 
syphilis, and the isolation of carriers of tuberculosis 
remained unfulfilled dreams. 

Nevertheless, the pursuit of preventive measures 
continued through both research and practice. Some 
notable examples include the epidemiological studies 
on the Isle of Wight by Rutter and associates (5); the 
outcome studies in a St. Louis population by Robbins 
(6); studies by Garmezy (7), Mednick and Schulsinger 
(8), Kety and associates (9), and Grunebaum and 
associates (10) of children who have schizophrenic and 
depressed parents and are at risk for severe psycho- 
pathology; research by Wallerstein and Kelly (11) and 
Hetherington and associates (12) on children of di- 
vorced families; and Rutter's study (13) of children of 
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the mentally ill. These are only a few of the many 
studies that have influenced the field and reawakened 
and aroused interest in prevention. The generalist in 
private practice has few opportunities to undertake 
such population studies, but opportunities for preven- 
tion are present in everyday practice. 

Gerald Caplan (14) categorized the concept of pre- 
vention as primary, secondary, and tertiary. He de- 
fined primary prevention as 


a community concept. It involves lowering the rate of new 
cases of mental disorder in a population over a certain 
period by counteracting harmful circumstances before 
they have had a chance to produce illness. . . . It seeks to 
reduce the risk for a whole population in the field of 
mental health (pp. 26, 27). 


Thus, intervention would identify harmful forces 
and reduce individual susceptibility to them through 
psychosocial intervention. This concept was very pop- 
ular in the 1960s, when community psychiatry flour- 
ished and some psychiatrists were making the overen- 
thusiastic claim that it was society and not the individ- 
ual which was sick. Efforts were made to correct 
deficiencies in employment, housing, nutrition, and 
education. Community psychiatry made progress but 
was unable to achieve its agenda as federal support 
diminished. 

The psychiatrist in the area of primary prevention 
functions as a social activist—an advocate for better 
programs at the local, state, and federal levels. Exam- 
ples are the concerted efforts locally and at the state 
level by psychiatric district branches and nationally by 
the American Psychiatric Association's Office of Gov- 
ernment Relations to influence legislation and improve 
programs. In many crises, unexpected but nevertheless 
a part of life, there is an opportunity for beneficial 
early intervention. Examples include the Buffalo Creek 
disaster (15, 16), the aftermaths of hurricanes and 
tornadoes (17), and the Chowchilla kidnapping (18). 
Such intervention may be regarded as preventive, since 
it can ensure the mental health of the individual who is 
subjected to an untoward and unanticipated life event. 

Caplan (14) defined secondary prevention ‘‘as the 
effort to 


reduce the disability rate due to disorder by lowering the 
prevalence of the disorder in the community. ... A 
reduction in prevalence can occur in two ways: either the 
rate of new cases can be lowered by altering the factors 
which led to the disorder . . . or the rate of old cases can be 
lowered by shortening the duration of existing cases 
through early diagnosis and effective treatment (p. 89). 


Secondary prevention involves early diagnosis, 
reaching out to patients in need, finding individuals 
who need help, and treating them effectively. 

According to Caplan, tertiary prevention “‘is restrict- 
ed to reducing the rate of residual defect, the lowered 
capacity to contribute to the occupational and social 
life of the community which continues after the mental 
disorder has ended" (14, p. 113). Generally, tertiary 
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prevention is what occurs in most private offices in the 
practice of psychiatry. Many psychiatrists barely at- 
tend to the external problems of the chronic patient. 
State hospitals have reduced their patient populations, 
and more and more patients have returned to the 
community. The treatment of the chronic patient 
within the community has become a challenge that has 
been poorly met. How to maintain the patient in the 
community is an important aspect of psychiatric treat- 
ment that has become more apparent as we see pa- 
tients within our communities wandering about with 
no place to go and no job to do and generally rotating 
in and out of the hospital. This is true not only for the 
mentally ill but for the mentally retarded as well. How 
to help those patients beyond the hospital walls—to 
provide effective follow-up services and medical super- 
vision—is an important consideration for psychiatry. 

These are more global efforts, but there are also 
opportunities for prevention in the everyday private 
practice of psychiatry with individual patients. The 
following material illustrates this point. 


THE PARENT HOSPITALIZED FOR MENTAL ILLNESS 


Ms. A, a 29-year-old married woman with children aged 
3, 5, and 11, was in treatment for a borderline personality 
disorder. She had made continued progress until a series of 
life events overwhelmed her. Her mother had died within the 
past 2 months, and her husband was under pressure on his 
job because of possible cutbacks. In addition, she had 
discovered she was pregnant and debated whether to have an 
abortion but felt guilty because of her mother's admonitions 
about women who had abortions. She became more dis- 
turbed, her thoughts more disorganized, her delusional 
symptoms more graphic, and her ability to maintain self and 
home compromised. As her symptoms became more acute, 
hospitalization was necessary. Her psychiatrist started her on 
medication despite her protests. Her delusions took the form 
of threats that her children would be kidnapped and sexually 
molested. As the delusions became more bizarre, the doses of 
medication were increased. She tried to escape and return 
home. Her children continued to be an integral part of her 
delusional system—she believed they were to be dismem- 
bered and devoured by wild animals. Finally, after receiving 
large doses of neuroleptics, she sat morosely in a corner, 
uninvolved in the ward program. 


What did happen to her children? Who was in 
charge of their care? Had her physician or hospital 
inquired about her family? Did anyone wonder about 
the plight and care of the children? Was it any wonder 
that the sadomasochistic distortion of her delusional 
system involved her children? What happened to Ms. 
A in the subsequent course of treatment? 


Slowly she began to respond to treatment and became 
more active in the therapeutic program. The psychiatrist saw 
her daily. She complained that she felt excessively sleepy, and 
she had difficulty maintaining control of the ability to 
adequately care for herself. Her insurance coverage was 
limited to 60 days of hospitalization, and because her 
family’s finances did not allow continuation of inpatient 
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treatment, efforts were made to continue her treatment on an 
outpatient basis. 

During the period of hospitalization, her husband became 
more irritable under the burden of working and providing 
for his three children. He enlisted the support of his mother, 
who was quite an elderly woman and found the job fatigu- 
ing. The youngest child, age 3, regressed in behavior and lost 
some of the developmental skills that he had acquired; the 
11-year-old found it difficult to do her schoolwork, and her 
teachers complained to Mr. A. When Ms. A returned home 
she found her children upset and confused. She tried to help 
more with the children but was ineffective. There was 
conflict between her mother-in-law and herself. In addition, 
she felt isolated and continued to complain of sleepiness. She 
found the days long, taxing, and fatiguing. 


Although Ms. A received the best of psychiatric care 
by a most conscientious psychiatrist, the treatment was 
compromised. Not only was the family disregarded in 
favor of providing the “best” for Ms. A, but at the 
same time the treatment neglected the opportunity for 
prevention and also put the family in jeopardy. The 
preventive aspects of this case, of course, were the 
needs of the children. 

At a meeting almost 20 years ago Viola Bernard (19) 
stated, 


In view of the ongoing interrelationships between par- 
ents and children within a family, optimal services would 
seem to call for corresponding interrelationships between 
the various professionals and agencies that are involved in 
dealing with parent-patients and their children; or, to put 
it more urgently, improved mechanisms of coordination 
and collaboration do seem essential in order to prevent or 
mitigate damage to large numbers of children (p. 6). 


She called attention to the dangerous by-product of 
risk to young children from living at home in the care 
of psychotic parents in various states of disturbance, 
some maintained on drugs or other aftercare measures. 
These conclusions have been drawn by many workers 
for at least the past three decades and have generally 
gone unnoticed, despite the predominance of research 
that emphasizes again and again the crisis that the 
hospitalization of parents entails for children and 
families. 

Ekdahl and associates (20) compared children of 
parents who had been hospitalized for psychiatric 
reasons with a control group of children of parents 
who had been hospitalized for tuberculosis. They 
found that the youngsters of the psychiatrically hospi- 
talized group suffered much more abuse and neglect 
and underwent a great deal more disruption in their 
patterns of care and life adjustment. The crisis for 
children was greater when the mother, rather than the 
father, was hospitalized. Ekdahl and associates con- 
cluded, “The inference to be drawn from this study is 
that the combined resources of mental hospitals and 
community health and welfare services at present 
failed for the most part to deliver significant help to 
children of hospitalized parents" (20). They dealt 
primarily with hospitalized parents and not with the 
problems confronting the parent who is discharged 
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from the hospital on medication to control disruptive, 
delusional, and hallucinatory behavior anc who re- 
turns home to care for children. Rutter (13) studied 
922 children who came to the Maudsley Psychiatric 
Clinic and found a close association between parental 
mental illness and psychiatric disorder in the children. 
He concluded that heightened susceptibility of children 
to psychiatric disorder must be viewed as cne conse- 
quence of the impact of parental illness on the family. 
The mother's illness and family disruption are related 
directly to specific developmental deviations in the 
child (21—24). 

Despite these studies, children of psych' atrically ill 
parents continue to be neglected. It is necessary again 
and again to call attention to the issue that children are 
at risk, that children of psychotic parents are at greater 
risk, and that children who are part of their psychotic 
parents’ delusional system are at the greatest risk: the 
younger the child, the greater the risk (25). The work 
of Garmezy (26), Erlenmeyer-Kimling (27), Anthony 
(28), and others (29—31) reiterates this fact. Parenthet- 
ically, it should be remembered that there are some 
children (“‘superkids”) (32, 33) who remain invulnera- 
ble; however, they are a minority. Needless to say, if 
we examine the intake procedures of various institu- 
tions, we will find that hospital audits of procedures 
rarely include concern about children of parents ad- 
mitted to inpatient units. How often in one’s practice 
or in one's institution is this query neglected or forgot- 
ten in the face of dealing with the acute emergency? (It 
was only 6 years ago, and due to the ins'stence and 
pressure of the social work staff of the Child and 
Adolescent Service at the Langley Porter Psychiatric 
Institute, that inquiry about the care of tic children 
became an integral part of the patient audit at that 
institution.) 


THE PARENT WITH A MAJOR DEPRESSIVE 
DISORDER 


Another condition that offers preventive opportuni- 
ties for the private practitioner occurs in the :reatment 
of major affective disorders. Clinical expe-ience indi- 
cates that the major depressive disorders are more 
harmful to the development of the infant and young 
child than are the schizophrenic disorders. This fact 
has been reinforced by many others, including Antho- 
ny (28), Grunebaum and associates (10), and Weiss- 
man and associates (34). It is to be expected that the 
impact of such disorders would be greater, since the 
treatment, which is recurrent in nature and expression, 
continues while the patient is living at home. Under 
these conditions family functioning is reduced. Weiss- 
man and associates found that 


the depressed women, during the acute episode, were less 
involved with their children, had impaired communica- 
tion, increased friction, lack of affection and greater guilt 
and resentment. With their children they were overprotec- 
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tive, irritable, preoccupied, withdrawn, emotionally dis- 
tant and/or rejecting (34). 


In the treatment of such disorders, it is generally not 
characteristic to ask about the plight of the children, 
despite the fact that the harmfulness of such care may 
interfere with their maximal development. A mother 
who had repeated psychotic depressions, beginning 
with the birth of her son, remarked, 


Do you know what it is like to be half there? [a phrase 
used by Bowlby (35)]—at one moment you hear the 
giggles and see smiles and the next the clouds envelop so 
that you can do nothing at all; the muscles don't move— 
you may want to do more and nothing happens—you 
weep inside and the baby cries outside. You want to stifle 
the tears—you want to love, but all that comes out is 
frozen—you reach and never hit the mark. The hate 
envelops and takes over inside and out—so you try to kill 
the devils, the devils that are holding you back, the devils 
that are inside and out. 


It is not difficult to imagine what the infant experi- 
ences in the face of such care. The child of this mother 
was seen when he was 8 years of age for encopresis. 
When he entered the doctor's office, the odor foretold 
his symptoms. Ruefully, he remarked, “Doctor, I stink 
inside and out." As he grew older and his family 
became more disorganized, the mother's depressions 
were more acute and recurrent; he was placed in a 
residential school. At age 14 he was found hanged in 
his room. It seemed that the stink was too much to 
bear! 

What must the infant and young child see, hear, and 
feel when he is confronted by a caretaker preoccupied 
with herself and unable to care effectively? Self-absorp- 
tion blunts attentiveness to the need of others. We 
know that there is a contagion of affects. If in times of 
fright the child looks to the adult for solace and the 
adult is equally afraid, the child in a desperate futility 
breaks into inconsolable tears and strikes and tears at 
the object that has failed him. If this is all the child sees 
and feels, his despair fades into silent withdrawal (36, 
37). Is it any wonder that the affect of depression is so 
debilitating for both when the depression of the adult 
becomes the mirror that the child gazes into? 

There have been a number of research studies on 
parents who are depressed and unable to provide the 
ingredients of care necessary for the child's optimal 
development, with resultant developmental deviation 
(10, 38, 39). Orvaschel and associates (40) reviewed 
their research and four other studies (41—44) and 
found that "children of depressed parents are more 
likely to evidence some form of psychopathology than 
the children of normal parents." The children exhibit- 
ed symptoms such as shyness, classroom disturbance, 
defects of attention, withdrawal, defiance, depressed 
mood, death wishes, and fighting. It was not unusual 
to find far more signs and symptoms of depression 
among these children than in the control group. What 
better area for preventive efforts? The psychiatrist 
seeing the depressed mother must be sensitive to the 
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nuances of the family as he treats his individual 
patient. Care of the depression obviously will have its 
reward in better care of the child, but at the same time, 
as one awaits resolution of conflict and reduction of 
the disorder, the child continues to grow and makes his 
compromise within the family situation. It is incum- 
bent upon the psychiatrist to be alert to these nuances 
and attentive to their impact on development so that 
preventive efforts may be considered. 


THE FAMILY IN DIVORCE 


There is a third area of concern that is often 
overlooked. The number of divorces in this country is 
increasing steadily and has reached, in the opinion of 
some authors (45), epidemic proportions. The work 
that has been done by various researchers on children 
of divorced couples—for instance, that of Wallerstein 
and Kelly (11), McDermott (46), Hetherington and 
associates (12, 47), Derdyn (48), and Benedek and 
Benedek (45)—indicates the considerable emotional 
distress experienced by children and adolescents. The 
effects of divorce are traumatic. It is a major life event 
and results in social, economic, familial, and psycho- 
logical change. The effect on the family is thus consid- 
erable. Many families face problems that involve a 
change in the standard of living, employment of the 
mother who has been at home, child care or custody 
arrangements, or social isolation, as well as a host of 
other problems that disrupt the family. The practition- 
er Is aware of the effects on his individual patient but is 
less attentive to the impact on the family. It has been 
noted that divorce results in the death of the marriage 
but that the family continues (49). 

Wallerstein and Kelly (11, 50, 51) have brought to 
our attention the fact that "almost all children and 
many adolescents experience divorce as painful and as 
disruptive of their lives, and their suffering is com- 
pounded by both realistic and unrealistic fears." There 
is a heightened sense of vulnerability, sadness at the 
loss of the protective structure of the family and of the 
parent who does not retain custody, guilt over fanta- 
sies or actual misdeeds that may have contributed to 
the parents' quarrels, worry over distressed parents, 
anger at the parents who have disrupted the child's 
world, shame regarding the parents’ behavior, a sense 
of being alone, and concern about being different from 
peers. The overall initial response of many children 
and adolescents to divorce can properly be considered 
a "reactive depression." 

Most studies have indicated that children suffer the 
impact of divorce and separation and feel the need to 
start a new life but that the younger child is affected 
more severely (12). The problem of each family mem- 
ber is compounded by the internal conflicts that may 
have resulted in the marriage and now in the disrup- 
tion. The practitioner may be quite helpful to his 
individual patient, but at the same time he may not be 
as aware of or call attention to the needs of the child 
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within the context of the divorce situation. Often these 
children need help both for the depression that ensues 
and the derivatives of that depression, such as delin- 
quent behavior, aggressive and oppositional behavior, 
learning problems, delinquency, withdrawal, isolation, 
and a host of other problems associated with and 
directly related to the marital disruption. 

When custody problems arise and court procedures 
begin, the child or adolescent becomes especially vul- 
nerable. Although the adversarial nature of divorce has 
been eliminated in most states, it flourishes in the 
courts when they consider custody. The necessity to 
prove that one or the other parent is unfit is the basis 
for the designation of custody to a victorious parent 
over his or her vanquished mate. The practitioner who 
is aware of the nuances of divorce and the effect on the 
child has the opportunity to provide counsel and 
direction that may have a major impact on lessening 
the intensity of the disaster usually associated with 
divorce proceedings. If one is aware that the child, too, 
may need counsel to cope better with this difficult 
situation, considerable benefit may ensue (52). The 
practitioner has the opportunity to detoxify an angry 
and bitter squabble, but too frequently two practition- 
ers will go to court—one the advocate for the father 
and the other for the mother. Each testifies that his 
client is the better parent. These adversarial situations 
are not only destructive to the profession but are also 
disruptive to each individual and more so to the 
children of divorce. The need to provide counsel and 
direction to families in trouble becomes a challenge as 
well as an opportunity for preventive work. 


INTERVENTION 


As a result of social policy, there are more mentally 
ill parents in the community today than ever before. 
The changing nature of psychiatric hospitalization has 
resulted in shorter hospital stays and treatment in the 
community. The psychiatrist who is responsible for the 
treatment of the mentally ill parent must be aware of 
the social consequences of the illness for the children in 
the family. “If the cost of keeping a parent in the 
community is the development of psychiatric disorder 
in the children, then it may be too high" (13). Talbott 
(53), in a publication of the American Psychiatric 
Association on the chronic mental patient, presented 
recommendations for community care that called for 
the development of community resources to meet the 
varied exigencies of treatment. 

Caplan (54), who has discussed outreach programs 
for children at risk, has presented an adequate model 
for such intervention, as have others (55). Brody (56) 
has advocated intervention at the well-baby clinic, the 
pediatrician's office, and the nursery school to educate 
the mother to reduce conflict related to stress. She has 
found such intervention useful. Klein and Lindemann 
(57) have described planned intervention and support 
and the organization of services for children under 
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stress in potential or actua] situations, including the 
children of mentally ill parents. In his Maudsley study 
Rutter (13) described an intervention program for 
children of mentally ill parents that provided increased 
and improved community services. These programs 
are primarily intervention at the community level. The 
close collaboration between the physician and social 
agencies is a vital part of the treatmen: network. 
Without it the family may be isolated and the children 
become victims of abuse, neglect, or abandonment by 
the mentally ill parent as they become actors in the 
parent's delusions and hallucinations. Children victim- 
ized by such experiences will respond wità fear, guilt. 
and preoccupation, all deleterious to development. 

The following are community programs that thc 
psychiatrist may have at his disposal (depending on the 
community): social services, homemaker services, day 
hospital, vocational rehabilitation, and financial assist- 
ance. These programs may be essential to help parents 
while in the hospital or during recuperative periods at 
home. To not reach out to the family in neec places the 
child who is at risk in even greater jeopardy. It is 
essential to provide close collaboration bezween physi- 
cian, social agency, and hospital, with continuity o! 
services. Otherwise there will be perpetuation of the 
generational cycle transmitted, unabated and uninter- 
rupted, from parent to child. 

Ekdahl and associates (20) demonstrated the effec- 
tiveness of providing services to children of mentally il’ 
parents to prevent and ameliorate the untoward effects 
of such an experience. Rice and associates (21) sug- 
gested that there is a need to increase the panoply o! 
services necessary for care, to carefully assess the tota 
situation—including the hazards to children of leaving 
them in a family with constant stresses—and to consid- 
er placement of the child outside the home wher. 
necessary. They also emphasized the need for outreach 
services and for responding to need even before the 
patient or family asks, thus using principles of preven- 
tion to provide external supportive services in additior 
to psychological ones. They also considered specific: 
suggestions to alleviate the impact on children such a: 
inquiry at the time of hospitalization about the care o` 
children, day care for children and parents, homemak-. 
er services, and close collaboration between psychia 
try, social services, and the schools. 

Grunebaum (58) reported that intensive home care 
for psychotic mothers may have a significant impac. 
on the psychological adjustment of their children. In z 
controlled study a family mental health practitione: 
acting as an ombudsman to a seriously disturbec. 
family had a decided impact not only on the patien 
but also on the children. The children whose famih 
had access to such consultation 


were less withdrawn, less anxious, less inhib:ted and les 
negative than their less favored peers. ... They also hac 
less difficulty in performing tasks on IQ tests and require 
less help from the examiner. Compared with the minima 
treatment group, they were more involved with peopl: 
than with things. 
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OPPORTUNITIES FOR PREVENTION 


Most of the studies available emphasize again and 
again the lack of collaboration between such services 
and, equally important, the failure to determine 
whether services are necessary for the family, since the 
focus on the patient neglects such essentials. If the 
patient needs psychiatric hospitalization, it should be 
considered necessary for accreditation that hospitals 
inquire about the children as part of the patient audit. 

In the case of divorce it is well recognized that family 
disruption is a difficult experience for most families. If 
the discord continues and the relationship remains 
disharmonious, the rate of disorder is more frequent 
and intense. Rutter (59) has noted that the rate of 
delinquency is much higher in broken discordant 
homes than in harmonious ones. This finding “sug- 
gests that it may be discord and disharmony rather 
than the break-up of the family as such which may lead 
to anti-social behavior.” Rutter demonstrated that 
“the effects are not permanent and, given a change for 
the better in the family situation, the outlook for the 
child’s psychological development correspondingly im- 
proves.” Thus, the nature of the experience and the 
perpetuation of hostility between partners may be the 
important variables that influence deviant develop- 
ment. Recognition of this fact provides the physician 
with opportunities for prevention by the amelioration 
of discord despite the disruption in marital ties. 

Children of divorce are particularly vulnerable, but 
intervention programs are minimal. Suggestions for 
model programs have been made (45) to improve 
understanding by the courts and to provide direct and 
indirect psychological services to children and families 
in the divorce process. Nevertheless, the psychiatrist 
treating either partner or both must recognize the 
imperatives related to the child. Psychiatrists can help 
parents reduce rancor so as to focus better on the 
whole family rather than on the patient alone. It has 
been noted that social policy facilitates the dissolution 
of marriage but does not provide services to child and 
parents in need during and following marital breakup 
(11). In the course of treatment of an individual 
parent, the psychiatrist, aware of these exigencies of 
life, may fill the void by suggesting services for the 
family and considering the plight of the children and 
their needs. 

Children respond to adequate and sustained inter- 
vention. The principle of “‘continuum of parental 
casualty" (60) states that the effect of parental neglect 
may disrupt the developmental trajectory of the child, 
but if there is intervention to aid the parent and 
provide for the disturbed child, the child may progress 
to more normal developmental pathways (61). Col- 
Jaboration between physician, social agencies, and the 
family when one member is ill is basic to good care. 


CONCLUSIONS 


The preceding material has focused on three areas 
that confront the psychiatrist with some regularity— 
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three areas in which prevention may be possible in the 
practice of general psychiatry. It is an opportunity that 
will provide great good not only for the patient but for 
the family as well. There are many other opportunities 
for prevention, for example, pregnancy in school-age 
girls and its direct relationship to the infant's failure to 
thrive and possible brain damage; substance abuse 
among adolescents and pregnant women; the impact 
of the alcoholic mother or father on the developing 
child; offspring of parents in whom there is evidence of 
genetic transmission of disease; offspring of fathers 
with antisocial personality disorders; death in the 
family; early conduct disorders in children and their 
relationship to subsequent delinquent behavior; and 
emotional breakdown in adolescence. These are only a 
few of the conditions that come to the attention of the 
generalist. i 

Clearly, many opportunities for prevention are often 
overlooked. It is time that psychiatrists became more 
attentive to research findings and applied them to 
individual situations, for they may often result in 
change. It is essential to translate research findings into 
methodology that will improve not only the practice of 
psychiatry but also the plight of individuals who are 
often unseen by psychiatrists but who are an integral 
part of the treatment program. 
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CSF Monoamine Metabolites in Mania 


Alan C. Swann, M.D., Steven Secunda, M.D., John M. Davis, M.D., Eli Robins, M.D., 
Israel Hanin, Ph.D., Stephen H. Koslow, Ph.D., and James W. Maas, M.D. 


As part of the National Institute of Mental Health 
Clinical Research Branch Collaborative Program on 
the Psychobiology of Depression, the authors 
compared concentrations of CSF monoamine 
metabolites (the norepinephrine metabolite 3- 
methoxy-4-hydroxyphenylglycol [MHPG], the 
dopamine metabolite homovanillic acid [HVA], and 
the serotonin metabolite 5-hydroxyindoleacetic acid 
[5-HIAA]) from 14 hospitalized manic patients with 
concentrations from 62 healthy comparison subjects. 
The manic patients had significantly higher levels of 
MHPG. Levels of 5-HIAA and HVA did not differ 
between the manic patients and the comparison male 
subjects, but they were elevated in the female manic 
patients. MHPG was the only metabolite that 
correlated significantly with mania symptom ratings. 
These data are consistent with findings that have 
shown abnormal, perhaps excessive, central 
noradrenergic activity in patients with mania, but not 
with those suggesting deficits in serotoninergic 
function. (Am J Psychiatry 140:396—400, 1983) 


he original catecholamine hypothesis for the affec- 

tive disorders holds that mania is characterized by 
a central excess of catecholamines (1, 2). Indirect 
evidence supporting this has been derived from the 
effects of drugs, including precipitation of mania by 
drugs that enhance central catecholaminergic trans- 
mission (3—5) and alleviation of mania by drugs that 
decrease central catecholaminergic transmission (3, 6). 
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The specificity of central catecholamine abnormalities 
in mania is, however, tentative. Although most evi- 
dence has been interpreted as supporting increased 
norepinephrine (7—9), some drug effects have been 
interpreted to indicate that mania is characterized by a 
functional excess of dopamine (10). 

Alternatively, other investigators have proposed that 
the central serotoninergic ($-HT) function is abnor- 
mal, possibly deficient, in patients with mania (11). As 
is the case with the catecholamine hypotheses, the 
serotoninergic hypotheses have been supported by the 
effects of drugs (11), including proposed theories on 
the mechanisms of lithium action (12). 

The role of central neurotransmitters in affective 
disorders can be studied more directly by measure- 
ments of their metabolites in CSE, which can provide 
an index of functional activity (13—15). The currently 
available data about CSF neurotransmitter metabolites 
in mania were' derived from several studies that, due to 
the small size and variable composition of the manic 
and comparison groups, are not comparable, which 
makes conclusions about specificity or reproducibility 
difficult. Other problems in these studies have included 
the lack of allowance for the effects of gender, age, or 
distribution of data. Most findings have been consist- 
ent with increased noradrenergic (7, 8) or decreased 
serotoninergic function (11, 16), but others have not 
(17—19); in addition, the metabolites of norepineph- 
rne, dopamine, and 5-HT have not generally been 
studied simultaneously in the same individuals, and 
they have not been compared with the severity of the 
subjects’ manic symptoms. 

Since the previous studies of monoamine metabo- 
lites in mania were published, there have been major 
improvements in the standard diagnosis of psychiatric 
disorders, the rating of psychiatric symptoms, and the 
measurement and interpretation of amine metabolites 
in CSF (20). In this study we attempted to take 
advantage of these advances. We report here the 
concentrations in CSF of the norepinephrine metabo- 
lite 3-methoxy-4-hydroxyphenylglycol (MHPG), the 
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dopamine metabolite homovanillic acid (HVA), and 
the 5-HT metabolite 5-hydroxyindoleacetic acid (5- 
HIAA) in 14 manic patients compared with 62 age- 
and sex-matched healthy comparison subjects. The 
metabolite levels were correlated with indices of manic 
and depressive symptoms and overall impairment (21). 
To our knowledge this group of manic patients, al- 
though few in number, is the first to have been studied 
in this manner and is the largest group of manic 
patients in which CSF metabolites have been mea- 
sured. These manic patients were examined for com- 
parison with the depressed patients who were the main 
focus of the National Institute of Mental Health 
(NIMH) Clinical Research Branch Collaborative Study 
of the Psychobiology of Depression (20, 21). Prelimi- 
nary data regarding these metabolites in the depressed 
patients have been published (22). 


METHOD 


The design and rationale of the NIMH Clinical 
Research Branch Collaborative Study of the Psycho- 
biology of Depression have been described in detail 
(20, 21). Aspects relevant to the data in this paper are 
reported here in brief. 

The 14 manic patients in this study included 9 men 
(age range, 28—62 years) and 5 women (age range, 26— 
53 years). They were diagnosed according to the 
Schedule for Affective Disorders and Schizophrenia 
(SADS) (23) and the Research Diagnostic Criteria 
(RDC) (24). The healthy comparison subjects included 
29 hospitalized subjects (15 men and 14 women; age 
range, 21—76 years) and 33 nonhospitalized subjects 
(15 men and 18 women; age range, 24—70 years). The 
hospitalized comparison group was recruited in order 
to determine whether hospitalization itself had any 
effects on the metabolites studied. The hospitalized 
and nonhospitalized comparison subjects were given 
the same psychiatric and medical evaluation that was 
administered to the manic patients. The comparison 
subjects had no medical or psychiatric disorders and 
were not taking any drugs. The mean ages of the manic 
and comparison subjects of the same gender did not 
differ significantly. 

After the manic patients and the comparison sub- 
jects were admitted to the study, they were given a 
psychiatric screening, a physical examination, and a 
battery of standard laboratory tests. All subjects were 
placed on a diet low in vanillylmandelic acid and 
restricted from caffeine and alcohol. CSF was obtained 
after the subjects had been drug free for 2 weeks. All 
subjects, including the nonhospitalized comparison 
subjects, rested in bed for 8 hours before the lumbar 
puncture was performed between 8:30 a.m. and 9:30 
a.m. The fluid was kept on ice and then promptly 
mixed and divided into aliquots; sodium metabisulfite 
and appropriate internal standards were added, and 
the CSF was frozen and stored at —70?C until assayed. 
Metabolites were assayed by gas chromatography- 
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mass spectrometry with selected ion monitoring (25, 
26). 

All assays were performed at Washington Universi- 
ty, St. Louis. Laboratory personnel were blind to the 
source of the samples. Blind replicate assays (each in 
duplicate) were performed on each subject's sample. 
Reliability coefficients for these replicates were .95 or 
higher. 

Because of previously reported gender differences in 
depressed patients (20, 27, 28), we compared the CSF 
monoamine metabolites by gender within each group, 
in addition to comparing them in all groups. Metabo- 
lite levels from the hospitalized and nonhospitalized 
comparison subjects did not differ with respect to any 
of the monoamines, so values from these subjects were 
combined for this study. Data were tested for normali- 
ty of distribution; in the case of MHPG and 5-HIAA, 
where distributions differed from normality, we used 
the natural log transformation to provide a norma! 
distribution for statistical analyses (29). The original 
data are reported here. To make comparisons between 
groups we used Student's two-tailed t test for unpaired 
samples or an analysis of covariance with age and sex 
as covariates. 

Each subject's severity of symptoms was measured 
periodically according to the physicians' ratings, the 
nurses' ratings, and self-reports. These instruments are 
described in detail elsewhere (21). Patients who alter- 
nated between mania and depression or who improved 
spontaneously during the initial drug-free period were 
excluded from this analysis. 


RESULTS 


Before making overall comparisons between the 
manic patients and the healthy subjects, we examined 
the effects of gender and age. The men and women did 
not differ with respect to any of the metabolites within 
either the manic or comparison groups. Metabolite 
levels also did not differ significantly between hospital- 
ized and nonhospitalized healthy subjects. In all me- 
tabolite concentrations, however, there were signifi- 
cant correlations with age: for MHPG concentrations 
among the comparison men (r=.36, p«.05); for HVA 
and 5-HIAA concentrations among all the healthy 
comparison subjects (r=.35, p<.01) and among the 
manic women (r—-—.91, p«.05). Due to these age 
correlations and their variation with gender and diag- 
nostic group, the analyses below were covaried with 
age and gender. 

In the manic patients, the concentration of MHPG 
was significantly higher than in the healthy compari- 
son subjects, both for the overall groups and for each 
sex (table 1). The manic men did not differ from the 
control men with respect to concentrations of HVA or 
5-HIAA. The manic women, however, had significant- 
ly higher HVA and 5-HIAA concentrations than did 
the control women. 

The subjects’ global severity of illness was rated by 
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TABLE 1. Monoamine Metabolites in CSF From Manic Patients and 
Healthy Comparison Subjects 


Concentration 
(pmol/ml) 
Group N Mean SD Fa tb Significance 
MHPG 
Men 39 10.07 p<.005 
Manic 9 57.8 20.8 
Control 30 42.5 8.9 3.16 — p<.005 
Women 36 11.62 p<.005 
Manic 5 63.8 18.75 
Control 31 44.1 7.9 3.56 — p<.005 
Total 75 21.58 p<.001 
Manic 14 599 19.6 
Control 61 43.3 8.4 3.46 — p<.005 
5-HIAA 
Men 38 56 n.s. 
Manic 9 118 43.6 53 
Control 29 108 22.5 i n.s. 
Women 34 6.90 p<.05 
Manic 5 161 41.2 
Control 29 114 37.1 2.27 p<.05 
Total 72. 4.27 p«.05 
Manic 14 134 46.5 1.84 
Control 58 111 30.5 : n.s. 
HVA 
Men 39 we ns. 
Manic 9 240 89 72 
Contro] 30 220 68 . N.S. 
Women 37 4.59 p<.05 
Mesh oe = 1.98 p=.05 


Control 32 240 82 
Total 76 3.26 n.s. 
Manic 14 270 108 1.63 - 
Control 62 230 76 i i3 


4Analysis of covariance is with age or age and sex as covariate. 
bTwo-tailed t test between means. 


both nurses and physicians as in the “marked” range: 
the mean (+SD) Itil-Katz severity rating was 
4.75+1.02 out of a maximal 7.0; the mean nurses’ 
global mania rating was 7.48+3.33 out of a maximal 
9.0; the mean SADS Global Assessment Score was 
41.5+13.21 (21). The symptom ratings indicated that 
the patients were ill enough to warrant hospitalization 
and that they met the SADS criteria and the RDC for 
having had a manic episode. Ratings for men and 
women did not differ significantly, and ratings did not 
correlate significantly with age. 

In terms of correlations between symptom ratings 
and monamine metabolites, the MHPG concentrations 
in manic patients correlated significantly with each of 
the nurses’ and physicians’ ratings for mania (r range, 
.64—.77; p range, «.02—001). Neither the HVA nor 
the 5-HIAA levels correlated with any of the mania 
ratings. We also examined these correlations with 
factors derived by Katz and associates (30) for describ- 
ing behavior in depressed patients. MHPG concentra- 
tions in the manic patients did not correlate signifi- 
cantly with ratings unrelated to manic symptoms, 
including ratings on global impairment, severity of 
illness, anxiety, and depression. There was a modest 
correlation between MHPG levels and agitation 
(c=.56, p<.05). 


398 


DISCUSSION 


The data reported here are consistent with theories 
suggesting that there is a relatively selective abnormali- 
ty of central noradrenergic transmission in manic 
patients. In table 2 we have summarized previous 
reports that compare CSF neurotransmitters in manic 
patients with those in nonpsychiatric comparison sub- 
jects. The increase in MHPG concentration that we 
found is generally consistent with previous results, as 
well as with reports of increased CSF norepinephrine 
in mania (9) and alleviation of manic symptoms with 
clonidine (6). 

Because of these previous results, it has been difficult 
to draw any conclusions as to the specificity of the 
possible noradrenergic excess in mania. Except for 1 
study of 6 patients (7), MHPG levels have not been 
compared with HVA and 5-HIAA levels in the same 
subjects. Further, despite reports of age and gender 
effects in depressed patients (20, 27, 28), most earlier 
studies of manic patients did not report on the age and 
gender composition of their experimental groups or 
take this information into account in their data analy- 
sis. Comparison groups were often neurologic patients 
rather than healthy subjects. An additional complica- 
tion arises from the fact that in most cases where raw 
data were displayed or listed, metabolite values from 
manic patients did not appear to be normally distribut- 
ed. Our current report took age, gender, and distribu- 
tion of data into account as much as was feasible for a 
sample of this size. 

Dopaminergic excess has been proposed as a mecha- 
nism in mania (10). Our data, like previous reports (7, 
16, 17), did not support this conclusion. Although 
HVA levels were increased in the manic women, they 
were not significantly increased in the manic men or in 
the manic group as a whole. Further, HVA levels did 
not correlate significantly with any of the behavior 
ratings or symptoms studied. 

The greatest difference between our data and those 
previously reported 1s in the apparent serotoninergic 
dysfunction as indicated by the 5-HIAA concentra- 
tions. Ín contrast to previous reports of decreased 5- 
HIAA levels in mania (11, 13), we, in agreement with 
Ashcroft and associates (19), Wilk and associates (7), 
and Mendels and associates (17), found no difference 
between the manic men and the healthy comparison 
men. In fact, 5-HIAA levels were significantly in- 
creased in the manic women. Earlier work indicates 
that this metabolite is particularly likely to be influ- 
enced by age or gender effects (20, 27, 28). It is 
possible that the differences reported by Coppen (11) 
and Bowers (16) in 5-HIAA concentrations resulted 
from effects of sex or age. 

The increased concentration of 5-HIAA in the manic 
women is similar to that previously reported for 
depressed patients; in these studies CSF 5-HIAA levels 
were higher in depressed women than in healthy 
women (S.H. Koslow and associates, in preparation) 
or in depressed men (22). Because the 5-HIAA levels 
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TABLE 2. Review of Studies Comparing CSF Monoamine Metabolites in Manic Patients With Nonpsychiatric Control Subjects 





Number of Number of 

Manic Control 
Study Patients Subjects 
Post et al. (18)4> 9 10 
Shopsin et al. (8)4« 11 24 
Wilk et al. (7)a:6.4,¢ 6 19 
Mendels et al. (17)#o4,e 3 4 
Bowers (16)2-4.68 6 15 
Coppen (11): 18 20 
Ashcroft et al, (19)3c 4 15 


aNo information on gender or age. 

bNo description of comparison group. 

‘Neurologic control group. 

dData from manic patients not normally distributed. 
*Mean lower than controls; no statistical comparisons. 


Manic Patients’ Levels Compared With Control Subjects’ Levels 


MHPG HVA 5-HIAA 


Similar (n.s.) ze a 
Higher (p<.01) — — 
Higher (p<.01) 


Possibly lower (n.s.) 
Possibly lower (n.s.) 
Lower (p«.001) 

Lower (‘‘very significant") 
Similar (n.s.) 


Possibly lower (n.s.) 
-— Similar (n.s.) 
— Similar (n.s.) 


fTwo patients were receiving phenothiazines; 2 additional patients were rated as having a “normal” or “depressed” mood. 


&'Inmate" comparison group. 


did not correlate with the severity of any manic 
symptoms and were not elevated in the manic men, the 
increased concentration of 5-HIAA in manic women 
may be a general characteristic of women with affec- 
tive disorders, rather than a specific characteristic of 
mania. 

CSF metabolite levels are widely used as indicators 
of metabolite production in brain. For example, stimu- 
lation of the noradrenergic cell bodies in the locus 
coeruleus increases brain MHPG, but lesions of the 
locus coeruleus decrease MHPG (13). Noradrenergic 
and serotoninergic neurons also project to the spinal 
cord (14, 15), so CSF levels might reflect the produc- 
tion of MHPG or 5-HIAA in the spinal cord rather 
than in the brain. In both cases, however, the bulk of 
the evidence indicates that activity of the spinal cord 
projections parallels that of brain (12, 31) and that 
CSF and brain metabolite levels are highly correlated 
(16, 32). Although it has been widely believed that 
there are few or no dopaminergic projections to the 
spinal cord (16), recent evidence suggests the existence 
of a dopaminergic pathway from the hypothalamus or 
brainstem to the spinal cord (33, 34). To our knowl- 
edge, the relative contribution of these neurons to CSF 
dopamine metabolites has not been established. 

Epinephrine, in addition to norepinephrine, is me- 
tabolized to MHPG in the CNS (35) and could con- 
ceivably contribute to the increase of MHPG levels in 
the CSF of manic patients. Decreased CSF epinephrine 
has been reported in depression (36). The actual 
percentage of MHPG that is derived from epinephrine 
is very small (35), however, and would not be likely to 
increase detectably the MHPG concentration mea- 
sured in CSF. 

Although concentrations of neurotransmitter 
metabolites can reflect functional transmitter activity 
(13, 14, 16, 31), this is not always the case. For 
example, postsynaptic noradrenergic blockade in- 
creases brain MHPG (37), but inhibition of norepi- 
nephrine reuptake decreases it (38). These changes are 
opposite to the probable effects of these manipulations 
on noradrenergic transmission. The increased levels of 
MHPG in mania may therefore represent altered nor- 
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adrenergic receptor interactions or metabolism rather 
than simply overactivity of the system. 

Due to the difficulty of carrying out research proce- 
dures in manic patients, the clinical severity of the 
disorder in patients who participate in research proto- 
cols must be documented. In this study patients met 
SADS criteria and RDC for mania, and hospitalization 
was clinically warranted. Symptom ratings were con- 
sistent with moderate to severe illness (21). The pa- 
tients’ SADS-Global Assessment Scores were generally 
inconsistent with their functioning outside a hospital. 
Severity of symptoms did not differ between genders or 
across ages. Eight patients, whose manic symptoms 
were equal in severity to those of the other patients, 
also had demonstrable depressive symptoms according 
to the Hamilton scale and nurses’ ratings (21, 30). CSF 
metabolite levels in these 8 patients did not differ from 
those levels in the manic patients who lacked depres- 
sive symptoms. 

A related methodologic issue involves the effects of 
physical activity on the monoamine metabolites. Previ- 
ous data regarding this topic are inconclusive (39-41). 
In the present study, patients were kept at bed rest for 
8 hours before the lumbar puncture, but it cannot be 
ruled out that some patients were active while in bed 
or that the stress of being restricted to bed rest affected 
the monoamine function of some patients. These prob- 
lems beset all studies of CSF in psychiatric patients. 

In summary, the simplest interpretation of these 
data is that there is a central noradrenergic abnormali- 
ty, possibly an excess, in mania. The data do not 
support increases in dopaminergic function (10) or 
decreases in serotoninergic function (11), both of 
which have been proposed by others. The fact that 
MHPG was the only metabolite to correlate with 
manic symptoms provides further support for involve- 
ment of a noradrenergic mechanism in mania. 
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Factors Associated With a Successful Insanity Plea 


Henry J. Steadman, Ph.D., Lydia Keitner, M.S.W., 
Jeraldine Braff, M.A., and Thomas M. Arvanites, M.A. 


The authors present data on all insanity pleas 
(N=202) in Erie County, New York, between 1970 
and 1980. No demographic, criminal history, current 
offense, or history of mental hospitalization factor 
was associated with acquittal. Of the variables 
studied, only the recommendation of the forensic 
examiner was associated with the court’s decision to 
acquit by reason of insanity. When an insanity 
acquittal was recommended in the examination 
report, conviction ensued in only 17% of the cases. 
The proportion of pleas that were successful varied 
considerably over the 10 years studied. The authors 
discuss the critical need for more research on the plea 
stage of insanity defense proceedings. (Am J 
Psychiatry 140:401—405, 1983) 


(xz the past few years, some systematic informa- 
tion about persons acquitted of criminal charges 
by reason of insanity and the volume of such acquittals 
has begun to emerge for the first time. Pasewark and 
colleagues (1—3) documented a dramatic increase in 
the number of acquittals in New York State in the past 
15 years, and Greenland (4) provided some compari- 
son data from the Province of Ontario. In addition, 
Cooke and Sikorski (5), Morrow and Petersen (6), 
Criss and Racine (7), Rogers and Bloom (paper pre- 
sented at the annual meeting of the American Academy 
of Psychiatry and the Law, San Diego, Calif., October 
1981), and Petrila and associates (8) provided useful 
data on the characteristics of acquitted subjects. The 
findings consistently showed that most of the persons 
acquitted were male, white (in contrast to state prison 
inmates), lacking a long prior history of mental hospi- 
talization, and acquitted of a wide variety of criminal 
charges, with the pattern varying greatly across juris- 
dictions. 

These studies, plus Singer's (9) and Pasewark and 
colleagues’ (10) studies, examined defendants’ course 
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of hospitalization after acquittal. They found wide 
variations in length of stay but a general pattern of the 
more serious charges being associated with longer 
hospitalization. Pasewark and associates’ recent work 
(10) suggests that acquitted persons' lengths of hospi- 
talization may have decreased more rapidly in the past 
10 years than the incarceration periods of felons 
imprisoned for the same charges. Only Morrow and 
Petersen (6), Greenland (4), and Pasewark et al. (10: 
provided data on recidivism. The results of the three 
studies were similar, with 37%, 28%, and 20%, 
respectively, of the acquitted subjects being rearrested 
after release to the community. 

While this recent research has been quite useful in 
developing a rudimentary data base on persons acquit- 
ted by reason of insanity and what happens to them 
after acquittal, there has been almost no work reported 
on the earlier stages of their criminal processing. 
Pasewark and Lanthorn (11) found that only .46% of 
all criminal cases in Wyoming between 1970 and 1972 
had an insanity plea entered. Beyond this one piece of 
information, we have no research on the plea stage of 
insanity defenses. This is a source of continual frustra- 
tion for both clinicians and researchers, who are 
regularly queried by state law revision commissions, 
the media, budget analysts, and the like about what is 
happening at the plea stage. Little informed response 
to these queries is possible, since we currently have 
data only on the postacquittal phases of the process. 

The work reported here examined the pretrial foren- 
sic examination and judicial decision-making phases of 
insanity acquittals. The data were drawn from the 
records of all persons who entered insanity pleas in 
Erie County, New York (Buffalo), between 1970 and 
1980. From these data it is possible to explore the 
reasons for court rulings on insanity and to speculate 
on how defendants who were successful with the plea 
may have differed from those who were ultimately 
convicted. The data also offer some insight into trends 
in insanity acquittals during the 1970s. 


METHOD 


The study sample reported here consisted of all 
defendants who entered the plea of not guilty by 
reason of insanity in Erie County, New York, between 
June 1, 1970, and May 31, 1980. A total of 205 
insanity pleas were entered during this period. Two 
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defendants died before disposition of their cases, and 1 
disposition was pending at the conclusion of the study, 
leaving 202 defendants, of whom 197 were examined 
by the Erie County Forensic Mental Health Service. Of 
these 202 defendants, 51 (25.2%) were acquitted by 
reason of insanity. 

Sociodemographic, criminal history, and mental 
hospitalization data were collected on each of the 202 
defendants. The Forensic Mental Health Service col- 
lected the sociodemographic data as well as informa- 
tion on the circumstances of the target offense, the 
defendant’s local psychiatric history, and the factors 
related to the findings of the forensic examination. 
New York State hospitalization histories were ob- 
tained from New York State Department of Mental 
Hygiene records. The defendants’ criminal history data 
were obtained from the New York State Division of 
Criminal Justice Services. 

Our first goal was to determine what factors were 
related to the courts’ findings of not guilty by reason of 
insanity. We used a contingency table approach, with a 
chi-square test of significance and a contingency coeffi- 
cient test of strength of association, to examine the 
association between the judicial decision on insanity 
and four types of variables: the defendant’s 1) sociode- 
mographic characteristics (age, race, sex, marital sta- 
tus, occupation); 2) criminal history (age at first arrest; 
number of prior arrests for murder/manslaughter, at- 
tempted murder, assault, robbery/arson/burglary, sex 
crimes; total prior arrests); 3) psychiatric history (total 
prior mental hospitalizations; diagnosis); and 4) cur- 
rent offense (seriousness of the charge; location of the 
incident; offender’s use of a weapon; victim’s use of a 
weapon; offender’s use of physical force; victim’s use 
of physical force; initiator of the offense; number of 
offenders; number of victims; use of alcohol or drugs; 
victim’s age, sex, and race; relationship of offender and 
victim). 


RESULTS 


Overall, the four sets of factors provided very little 
basis for discriminating between successful and unsuc- 
cessful insanity pleas. Of the sociodemographic fac- 
tors, only age achieved statistical significance. The 
younger and older defendants, i.e., those younger than 
25 and over 40 years of age, were less likely to be 
acquitted than those 25—39 years old. Defendants with 
five or more prior mental hospitalizations were also 
more apt to be acquitted by the court than those with 
less than five. We found nothing relating court disposi- 
tion to the length or severity of the defendant’s crimi- 
nal history or to the characteristics of the current 
offense, such as its severity, the victim’s characteristics, 
the use of a weapon, or the amount of resulting injury. 
In general, none of these factors seemed to influence 
the courts’ decisions. 

Obviously missing from the four sets of variables 
just discussed are clinical factors, and these were the 
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factors associated with a successful insanity plea. Of 
all the factors we examined, the one most strongly 
associated with the court’s decision was the finding of 
the pretrial forensic examination. The examination 
report provided the court with a detailed picture of the 
defendant’s mental state historically, at the time of the 
criminal act, and, sometimes, at the current time, 
together with a statement about whether the defendant 
met the statutory standards for acquittal by reason of 
insanity. As can be seen in table 1, of the 66 defendants 
whom the forensic examination report classified as 
legally insane, 46 (nearly 70%) were acquitted by 
reason of insanity by the court, and an additional 9 
cases were dismissed. Thus only 11 (17%) of the 66 
defendants found insane by the forensic clinic were 
convicted. On the other hand, in only 3 (2%) of the 
131 cases in which the forensic clinic found the 
defendant sane did the court acquit by reason of 
insanity. These data suggested a rephrasing of our 
original research question. Rather than focusing on the 
factors associated with the court disposition, we decid- 
ed to look at the more critical question of the basis on 
which the defendant was found insane by the forensic 
clinic examiners. 

According to our data, the major factor related to 
the clinical finding of insanity was a diagnosis of 
psychosis. Of the 22 cases in which this diagnosis was 
reported, the forensic examiners found 18 (82%) of 
the defendants legally insane, as compared with only 
28% of all other cases (47 of 171) (y?=23.4, df=1, 
p<.0001, C=.344). When diagnosis was introduced as 
a control, the relationship between the number of prior 
mental hospitalizations and a clinical finding of insan- 
ity disappeared. Although defendants with five or 
more prior hospitalizations were more likely to be 
acquitted, defendants who were diagnosed as psychot- 
ic tended to have more prior hospitalizations than 
those with other diagnoses; it was the diagnosis of psy- 
chosis that was associated with a recommendation by 
the forensic examiner of acquittal by reason of insanity. 

Furthermore, the relationship between the defen- 
dant's age and the court disposition also disappeared 
when control for the forensic findings was introduced. 
Only 1 (1095) of the 10 defendants under 18 years of 
age and only 6 (19%) of the 32 defendants over 40 
were found insane by the clinicians. In contrast, 17 
(55%) of the 31 defendants in the 30—34-year age 
bracket were found insane. Thus the curvilinear rela- 
tionship between age and court decision was simply a 
function of the clinical reports. The youngest and 
oldest defendants who pled insanity were infrequently 
found insane by the forensic examiner and, therefore, 
by the court. 

In our data we could find no other factors associated 
with the clinical finding of insanity. Such factors as the 
criminal offense and the defendant's race, sex, and 
number of previous violent offenses were not related to 
the clinical findings or to court disposition. Murder 
defendants were found insane by the clinicians in 
almost the same proportions as property offenders 
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TABLE 1. Court Dispositions and Findings of Forensic Examina- 
tions in 197 Insanity Plea Cases in Erie County, New York, 1970— 
19803 


Finding of the Forensic Examination? 


Sane Insane Total 

Court ——— 0 — meee 
Disposition N % N % N % 
Plea changed to 

guilty 76 58.0 10 15.2 86 437 
Conviction 43 32.8 1 1.5 44 22 
Dismissal 9 6.9 9 13.6 18 9.1 
Not guilty by reason 

of insanity 3 2.3 46 69,7 49 24.9 
Total 131 100.0 066 100.0 197 100.0 


?Five cases are missing: 3 cases in which no forensic examination was 
requested and 2 in which the defendant withdrew the insanity plea before 
disposition. 

"Difference between forensic examination findings and court dispositions, 
x! 2120.1, df=3, p<.0001, C=.615. 


(27% and 21%, respectively). This finding is impor- 
tant because it suggests that a heavy preponderence of 
murder charges among those acquitted in certain juris- 
dictions (1, 8) might be a function of more defendants 
with these charges entering the insanity plea rather 
than of the courts’ accepting a disproportionate num- 
ber of insanity pleas in such cases. Of the factors we 
examined, the clinical report showed the strongest 
association with a successful insanity plea. Apparent 
relationships between a successful insanity defense and 
the defendant’s being middle-aged and having had 
longer prior hospitalizations disappeared when control 
for the finding of the clinical report was introduced. 

Our conclusion about the importance of the clinical 
report did not, however, concur with the perceptions 
of the forensic clinicians themselves. Rather, they told 
us of a high level of disagreement between them and 
the courts, which peaked at various times during the 
decade of the study. In fact, our finding of a relatively 
high concurrence between their reports and court 
decisions during the 10 years was a great surprise to 
many of the clinicians. To ascertain whether there 
might have been significant trends in the courts’ readi- 
ness to acquit by reason of insanity during those years, 
we compiled the data displayed in table 2. 

It is readily apparent that there were some major 
shifts in insanity dispositions over the 10 years. There 
seem to have been three rather distinct eras. (For the 
purposes of this discussion the two partial years, 1970 
and 1980, are excluded.) In the period 1971—1973, 
47% of all pleas (23 of 49) were successful. In 1974— 
1975, 3196 (13 of 42) were successful, but in 1976— 
1979, only 1396 (12 of 89) were successful. The most 
obvious explanation for these dramatic changes was 
one well-known case in the Buffalo region. The defend- 
ant was acquitted by reason of insanity in 1970 for the 
murder of his mother and father. In late 1972, he was 
recommended for release from the Buffalo Psychiatric 
Center, and the court agreed. Shortly after his release 
he moved to Pennsylvania to live with his aunt and 
uncle. About a year later he murdered his aunt and 


Am ] Psychiatry 140:4, April 1983 


STEADMAN, KEITNER, BRAFI, ET AI 


TABLE 2. Insanity Pleas and Forensic Examination ~indings in Eric 
County, New York, 1970—1980 


- 








Disagreements 
Between 
Forensic Clinic 


Successful Reports and 
Number of . Pleas ^ Court Decision: 

Year Insanity Pleas N % N % 
1970 12 2 16.6 Ü 
1971 20 10 50.0 2 10.0 
1972 11 3 27.3 | 9.1 
1973 18 10 39:9 P) LE 
1974 20 6 30.0 1 5.0 
1975 22 7 31.8 2 9.1 
1976 29 4 13.8 3 10.3 
1977 32 7 21.9 | Fel 
1978 12 0 8.3 
1979 17 1 59 1 5.9 
1980¢ 4 1 25.0 0 
Total 197 51 25.9 i4 7.1 





| 
| 





3Five cases are missing: 3 in which no forensic examinatior v as requested at. 
2 in which the defendant withdrew the insanity plea before disposition. 
blune 1, 1970, to Dec. 31, 1970. 

‘Jan. 1, 1980, to May 31, 1980. 


uncle. (It should be noted that this is the only perso: 
acquitted in New York State by reason of insanity who 
is known to have killed anyone after release.. The 
forensic clinic staff felt that the publicity about th s 
case in 1974 resulted in the courts! becoming moie 
conservative in their finding of not guilty 5y reason ci 
insanity. The sharp reduction in successíu! pleas fron 
47% to 31% and then to 13% in the subsequer: 
periods seems to support their observations. 

The data in table 2, however, do not suggest quite vs 
straightforward an interpretation. An examination of 
the columns dealing with the number of forens : 
findings of insanity and the number of d'sagrecmen.s 
between the examination findings and tac court inci- 
cates that the clinicians altered the patterns of ther 
examination reports after the publicity. In the 197€.- 
1979 period, the court disagreed with only 7% (6 uf 
90) of the forensic report findings, which is practical v 
the same rate as in the previous two periods—7% (3 cf 
42) and 10% (5 of 49) in 1971—1973 and 1974-1973, 
respectively. However, what changed much more dr:- 
matically were the proportions of defendants evaluct- 
ed who were found insane by the clinicians. In 197« — 
1975 (the first period following the murders‘, 19 of ^ 2 
(44%) of defendants pleading not guilty ny reason of 
insanity were found insane by the forensic examiners. 
In the second period (1976-1979), 21 of 97 such 
defendants (22%) were found insane. ‘his compares 
with 23 of 50 (46%) in 1971-1973. 

Rather than there having been substantial changes in 
court attitudes that resulted directly in fewer insan:.v 
acquittals in the late 1970s, it appears that the clir:- 
cians became more reluctant to make a finding ^f 
insanity. Whether this was simply a direct reaction .o 
the publicized case or a reaction to perceived judic ol 
attitudes cannot be determined from these data. (f 
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SUCCESSFUL INSANITY PLEA 


course, it could be that the types of cases presented for 
evaluation in the late 1970s were different from the 
earlier ones. If fewer defendants who pled insanity 
were “really” insane during this time period, with the 
constant level of agreement between the forensic evalu- 
ations and court dispositions the lower rates apparent 
in table 2 would occur. However, if the observation of 
the forensic clinic staff that the court became much 
more conservative after the murders is accurate, then 
this change may have been incorporated consciously or 
unconsciously into the clinical evaluations and fos- 
tered the radically changed rates. 

It is quite strongly suggested by the data presented 
here that the key to a successful insanity defense 
between 1970 and 1980 in Erie County, New York, 
was the forensic evaluation. The court disagreed in 
only 7% of the cases, counting dismissals as agree- 
ments (or 8% if dismissals are excluded). When the 
forensic evaluation was insanity, most often (70% of 
the time) an insanity acquittal resulted. The forensic 
evaluations themselves seemed to depend most heavily 
on a diagnosis of psychosis, regardless of the specifics 
of the alleged crime or any history of mental hospital- 
ization. 


DISCUSSION 


In many ways the data presented here are reassuring. 
The decisions of both the forensic clinicians and the 
court did not appear to be influenced directly by 
defendants’ race, sex, age, prior criminal history, or 
prior mental hospitalizations. This is as it should be. 
The issue in insanity cases is the defendant’s mental 
condition at the time of a specific criminal incident. 
While the mental condition may be related to certain 
historical facts that involve previous psychiatric or 
even criminal history, for the most part the mental 
state at the moment of the criminal act is the question 
before the court. The defendant’s ascribed characteris- 
tics or criminal record should not be systematically 
related to clinical and judicial findings of insanity. In 
our data they are not. 

What is less clear from our analyses is the extent to 
which judicial decisions should be similar to those of 
the clinical reports. There are factors that we did not 
measure which could well be determinants of judicial 
decisions. For example, the defendant’s behavior in 
court could be a major influence. Such behavior might, 
in turn, be related to a clinical finding of psychosis. 
Which of these factors might actually be the causative 
one is unclear. With such uncertainties, plus the limit- 
ed number of variables examined here, stronger causal 
conclusions are unwarranted. Nevertheless, from our 
research, the courts do seem to rely heavily on forensic 
reports or other factors closely linked to the clinical 
findings reflected in these reports. 

Little is known about the court procedures and the 
defense maneuvering surrounding insanity acquittal 
because the plea is usually entered at the county level 
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of jurisdiction and is played out at that level of 
government. For instance, of the 197 insanity pleas 
studied here, 86 (43.7%) resulted in the defendant 
changing his or her plea to guilty. The majority of 
these defendants (88%, 76 of 86) switched their plea 
after the forensic evaluation concluded that the de- 
fendant was legally sane. At that point, the defendant, 
defense attorney, and district attorney agree to some 
sort of plea bargain. (The dynamics of this process are 
beyond the scope of this research and have yet to be 
the focus of any other research.) However, after an 
insanity plea is successful, state-level authority enters 
the picture. From that point some data may be avail- 
able in centralized state reporting systems or from the 
files of a central, maximum security mental hospital. 
But research on the earlier stages of insanity acquittals 
is costly and, in many locales, the difficulties simply 
defy access to information. As states revise their insan- 
ity defense statutes (e.g., Illinois’ 1980 “guilty but 
mentally ill” defense) or administrative regulations 
(e.g, New York's 1980 Insanity Defense Reform 
Act)—usually in an attempt to make postacquittal 
detention more secure—policy makers are unable to 
measure the impact of such revisions on the entire 
insanity defense process in the absence of data on the 
pretrial and trial levels. 

It is insufficient to rely solely on information drawn 
from successful pleas for making decisions about the 
practices involved in insanity acquittals and the deten- 
tion of defendants after such findings. For example, in 
New York State as of September 1, 1980, a series of 
new regulations for insanity acquittees was introduced 
that generally served to make the granting of facility 
privileges, the transfer from one facility to another, 
and release dependent on outside judicial review. The 
expected results were longer stays in maximum securi- 
ty facilities and longer total detention time after ac- 
quittal. Our projections from the New York State 
Office of Mental Health figures are that the number of 
acquittals in the first 12 months under the revised 
regulations will be approximately 110, up from 78 in 
fiscal year 1979 and from 51 in 1978. From these 
statistics it cannot be determined whether more pleas 
are being entered or whether the courts have altered 
their practices and have become more liberal in their 
acceptance of the plea as a result of what are seen as 
much more restrictive regulations. Preliminary data 
from Erie County suggest the latter. Between Septem- 
ber 1980 and May 1981, 18 insanity pleas were 
entered. Of these, 10 (5696) were successful. This 
percentage of successful pleas is higher than that of any 
other period in the 10 years we studied. Data from this 
one county suggest, then, that court practices, rather 
than defense practices, may have shifted. 

To adequately understand what the actual impact of 
the insanity defense is, many more data on the dynam- 
ics of court and forensic evaluation processes are 
needed. The data presented here suggest that the 
forensic evaluation may be of special importance. We 
are not suggesting that the courts abrogated responsi- 
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bility to the clinicians, but clinical input appeared to be 
the most important factor in the court decisions we 
studied. It is also clear that there are subtle court-clinic 
interactions that are important to tease out. Such 
analysis is possible only with more data from the plea 
and trial phases of insanity cases. 
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Transference Interpretations in Focal Therapy 


Allen Frances, M.D., and Samuel Perry, M.D. 


There are three contradictory positions regarding the 
usefulness of transference interpretations in focal 
therapy: they are 1) indispensable, 2) to be avoided, 
or 3) not important compared with nonspecific 
therapeutic factors. After a review of the rationale 
and the uncompelling research supporting each 
position, the authors suggest tentative indications for 
transference interpretation in focal therapy and 
illustrate these with two cases. (Am J Psychiatry 
140:405—409, 1983) 


Uum the confines of focal therapy, when are 

transference interpretations indicated? The psy- 
chiatric literature contains three contradictory an- 
swers. Some authors (1—3), the "conservatives," be- 
lieve that transference interpretation is indispensable 
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in traditional psychoanalysis but out of place in briefer 
therapies. Others (4—9) present the so-called “radical” 
view that transference interpretation is the most pow- 
erful technique for promoting change, even in brief 
treatments. A third group (10—14)-—we might cal! 
them "skeptics"—doubt that specific techniques like 
transference interpretation have much independent 
impact one way or the other when compared with the 
nonspecific interpersónal features common to all psy- 
chotherapies. 

After brief comments on the rationale and research 
supporting each position, we will attempt to reconcile 
them by suggesting clinical guidelines to indicate when 
transference interpretations are and are not possible 
and appropriate in focal therapy. We use two cases for 
illustration. In one, transference interpretations 
seeemed necessary and effective; in the other, treat- 
ment proceeded best with the intentional avoidance of 
transference material. 


THE CONSERVATIVE VIEW 


Not long after Freud encountered transference as a 
complication of the “talking cure,” he realized that he 
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had accidentally discovered a phenomenon of great 
therapeutic potential. As a psychoanalysis unfolded, 
the sources of a patient’s neurosis were not just 
remembered but actually repeated. The patient trans- 
ferred onto the analyst attitudes toward significant 
developmental figures and thereby brought past con- 
flicts alive in the immediate analytic situation, where 
interpretations could then be made (15). 

Strachey consolidated the conservative view in his 
influential paper “The Nature of the Therapeutic 
Action of Psychoanalysis” (16). He argued that “‘the 
ultimate instrument” is “the mutative interpretation” 
of the fully developed transference neurosis, because 1) 
the point of emotional urgency available for interven- 
tion is most likely to be the transference neurosis; 2) 
the distortions in the patient’s perception of the analyst 
are the only ones that can be demonstrated with 
certainty; and 3) the patient’s unrealistic superego can 
be modified only by the gradual introjection of the 
realistic images of the analyst that result from repeated 
transference interpretations. Implicit in this argument 
is the notion that characterological changes are not 
expected to occur without a prolonged working 
through of neurotic conflicts. A true transference 
neurosis is fostered by the patient’s regression in the 
analytic situation and by the understanding, patience, 
and passivity of the analyst. Until this intense transfer- 
ence neurosis develops (and it does not in brief thera- 
py), transference interpretations are “premature.” 

This conservative view is not supported by a body of 
scientific research. In fact, Schafer (17) argued that 
questions about analytic technique are inherently not 
answerable by the investigative methods of behavioral 
science. Therefore, relying on theory and accumulated 
clinical wisdom, the conservatives conclude that treat- 
ments other than analysis may be necessary for pa- 
tients who are in crisis or lack resources or are 
otherwise unsuitable, but that such treatments should 
be viewed as a compromise unlikely to produce char- 
acter change. 


THE RADICAL VIEW 


The radical view is represented by the current lead- 
ing contributors to the brief therapy literature, such as 
Davanloo (8), Malan (4), Mann (9), and Sifneos (6). 
They argue that transference interpretations in brief 
therapy not only can provide symptomatic relief but 
also can promote lasting characterological change. 
Accordingly, they believe that focal therapy is often the 
treatment of choice and that conservatives are unnec- 
essarily cautious about applying transference interpre- 
tations to treatment settings other than analysis. Ma- 
lan supported the radical position with interesting 
clinical research (18). He and his colleagues at the 
Tavistock Clinic studied 60 focal treatments, with 
follow-ups extending in some cases to more than 10 
years. Successful psychodynamic change was correlat- 
ed with early and thorough interpretation of the 
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transference, particularly statements that linked feel- 
ings about the therapist to feelings about parents 
(therapist-parent [T/P] link), 

Serious methodological problems restrict the au- 
thority of Malan’s conclusion. His studies had no 
control groups, did not precisely define the treatments, 
and did not sufficiently measure possibly relevant 
patient variables. Malan scored the process of treat- 
ment (such as T/P links) by reviewing therapists’ notes, 
which had been dictated from memory after sessions 
and were subject to the systematic bias of analytically 
oriented therapists well aware of the hypotheses being 
tested. In addition, the scoring of process and outcome 
was often not blind, and the measures of psychody- 
namic change may be criticized for being subjective 
and superficial. Furthermore, as Malan acknowledges, 
correlations do not imply causality: perhaps good- 
prognosis patients simply enable or encourage their 
dynamically oriented therapists to make T/P linking 
interpretations while the cause of their improvement 
lies elsewhere. Despite these reservations, the radical 
view does have some scientific support, and some is 
surely better than none. 


THE SKEPTICAL VIEW 


The skeptics question whether the benefits of the 
various psychotherapies can be attributed to any of the 
specific technical interventions that distinguish them. 
They believe that psychotherapy works, but suspect 
that nonspecific factors—such as a good relationship 
between therapist and patient—are more crucial than 
either theoretical orientation or technical innovation. 
This view was originally stated by Rosenzweig long 
ago (10) and has been championed by Jerome Frank 
(11): in all therapies (ancient or modern) a client 
experiencing tension visits a wise authority who has 
been delegated special powers; the client’s problem is 
explained within the context of an ideology accepted 
by both; and a healing ceremony leads to relief. 

Several research studies support this position of 
skepticism about the specific value of transference 
interpretations. Strupp and Hadley (19) compared the 
results achieved with depressed male college students 
treated either by college professors or by dynamically 
oriented therapists. Although the experienced psycho- 
therapists made more specific interventions, the out- 
comes of the two groups were not significantly differ- 
ent. The kind of patient and not the kind of treatment 
was the best predictor of outcome (20). Strupp and 
Hadley’s study would be more convincing were it not 
for serious sampling problems. Many of the “patients” 
were actually recruited by advertising. Although they 
did score high on MMPI depression, psychasthenia, 
and social introversion scales, the recruited subjects 
may nonetheless have differed in important ways from 
real patients. Kindly professors might not have fared 
so well if they had been confronted with patients other 
than depressed and lonely undergraduates. 
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Sloane and associates (14) compared behavioral 
with psychodynamic brief therapy. Experienced thera- 
apists representing each orientation treated randomly 
assigned, nonpsychotic outpatients stratified for sever- 
ity of illness. Although the psychodynamic therapists 
made more transference interpretations than the be- 
havioral therapists did, the two groups were indistin- 
guishable in outcome and in the patients’ perception of 
what had occurred during treatment. Both groups did 
better than a waiting list control group, but the specific 
reasons for improvement could not be isolated. 

The skeptical position has received additional sup- 
port from a number of sophisticated reviews of out- 
come research. Aggregated results from hundreds of 
controlled studies have not thus far been able to 
document the advantages of one modality over anoth- 
er (21, 22). Since all sorts of very different treat- 
ments—behavioral, supportive, dynamic, experiential, 
directive, rational-emotive, gestalt, etc.—have pro- 
duced equivalent measured results, possibly a fine 
point like transference interpretations may have little 
specific importance. The burden of proof now rests 
upon those who believe that specific interventions are 
differentially effective. Most of the research we re- 
viewed, however, was insufficiently specific in design; 
the failure to demonstrate differences among treat- 
ments may simply reflect limitations in the research. 


GUIDELINES FOR TRANSFERENCE 
INTERPRETATION IN FOCAL THERAPY 


In summary, some advise against transference inter- 
pretation outside of traditional psychoanalysis, some 
believe transference interpretation is essential in focal 
therapy, and some say it does not matter so long as the 
therapist and patient are engaged in a meaningful 
therapeutic relationship. Because research has not been 
sophisticated enough to resolve this issue, none of the 
three positions is supported by very compelling data. 
The three views can be reconciled, however, if one 
accepts that all are sometimes true and none is always 
true. In some focal treatments, transference interpreta- 
tion appears to be indispensable, in others it may be 
unnecessary or potentially harmful, and there may be 
times when fine points of technique do not make a 
difference. In the spirit of this reconciliation and on the 
basis of clinical judgment, we make the following 
tentative suggestions. 

Transference interpretations in brief therapy are 
appropriate when 1) transference feelings have become 
the point of urgency and/or a major resistance; 2) 
transference distortions have disrupted the therapeutic 
alliance and interpretations are necessary to strengthen 
the alliance; 3) conflicts revealed in the transference 
directly reflect conflicts responsible for the presenting 
problem or maladaptive character traits; 4) the patient 
has the psychological-mindedness to observe, under- 
stand, tolerate, and apply transference interpretations; 
and/or 5) the length of remaining treatment will allow 
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sufficient exploration of whatever transference inter- 
pretations are made. 

Transference interpretations may be unnecessary 01 
inadvisable if 1) the patient does not develop strong 
and apparent transference distortions; 2) the point o: 
emotional urgency and the related intraosychic con- 
flicts are fixed on current events and relationships 
outside the treatment situation; 3) a fragile therapeutic 
alliance will be jeopardized further by a distressing an« 
unacceptable transference interpretation; 4) the pa 
tient does not have the psychological-mindedness to 
observe, understand, tolerate, and use transference 
interpretations; 5) transference distortions are no 
related clearly enough to the presenting problem or to 
significant maladaptive character traits; and/or 6) re- 
maining treatment time is too limited for even a partia! 
analysis of transference material. 


CASE ILLUSTRATIONS 


Case 1. This case illustrates a brief treatment in whic% 
transference interpretations seemed crucially important. 

Ms. A, a 24-year-old nurse, came to therapy with slashe.: 
arms and fears that she was going crazy. After weeks of bitte 
arguments, her boyfriend had abruptly ended their relatior- 
ship. Ms. A was left with unbearable restlessness, hatred fci 
both her boyfriend and herself, and an ina‘iity to sleep. 
ultimately leading to mild self-mutilation and psychiatri. 
consultation. 

During the first three sessions, Ms. A openly describe 
how her recent relationship, like two previous ones, ha. 
turned sour for reasons she did not understand. She wes 
aware that she had contributed to these failed affairs and «` 
first appeared eager to explore how; but during the fourt^ 
session she sat like a pouting child, sullen and withdrawr. 
and only with encouragement mumbled thai she "new 
believed much in psychiatry." The therap:si, finding no 
recent event outside of treatment to explain this shif., 
considered her behavior likely to be a specific :nanifestatic> 
of transference resistance and asked what fectings she hed 
about him. The patient replied that she was convinced tke 
therapist did not like her and was finding her unworthy of 
his efforts. She had kept quiet about her doubts for fear of 
hurting his feelings. 

An analysis of these transference distortions became tle 
focus of Ms. A’s brief therapy, which lasted for a total of 22 
sessions over a 6-month period. The first resistance explort.! 
was her need to protect the therapist by remaining silent. Sle 
recalled a longstanding fear of accidentally hur-ing those sl e 
cared for, making a medication error wita her hospit:! 
patients, making an inadvertent "nasty" remark to her 
boyfriends, or flippantly putting down her younger brother, 
who was addicted to drugs. She soon linkea this need o 
“hold her tongue" to the experience of nursing her moth^r 
when the latter was dying of cancer. Ms. A had been afra d 
that she would make some “Freudian slip” and her moth :: 
would die feeling eternally hurt. 

Although Ms. A spontaneously recalled lifeiong concer1s 
about hurting others, she could not provide examples >f 
precisely what she was afraid she might say. When asked .o 
be more specific, she was at first evasive and then irritated 2t 
the therapist for dwelling on trivial details and said s^e 
doubted that the therapist wasted his time in mundane goss‘ 
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with his male patients. This notion about the therapist could 
then be traced to an intense though well-concealed resent- 
ment toward her parents for favoring her brothers over 
herself, as well as resentment of her brothers and men in 
general. She was struggling to contain an embittered hatred 
and feared that it would slip out undisguised. With further 
work Ms. A was able to understand that her conviction that 
the therapist did not like her and found her unworthy was 
based in part on her disparaging view of herself as a woman 
and in part on her unexpressed resentment, which made her 
feel unlovable. By exaggerating minor problems and by 
sulking, she had unconsciously sabotaged relationships with 
boyfriends before the extent of her rage could be realized and 
before her lovers would find out that she was “just another 
cow." 

The highly charged concentration on material related to 
the transference precluded much discussion of Ms. A's 
current life outside of treatment, and yet, concomitant with 
her increased understanding, she began to dress more attrac- 
tively and appear more relaxed. She could accept and even 
joke about whatever anger she felt toward the therapist for 
being late, toward her new boyfriend for being “a size Large 
jock," and toward her father, whom she now recalled more 
fondly. But 6 weeks before the date of termination, Ms. A 
once again became withdrawn during sessions. This time, 
however, Ms. A did not appear to be sulking; instead she was 
shy and reserved. By now she was able to work with 
transference material effectively, and she associated her 
feelings when she was with the therapist to her pubescent 
years when she would sit with her father in the living room, 
feeling very distant from him and fearing that he would ask 
"embarrassing questions." Before termination, Ms. A was 
able to realize that in her fantasy the price of womanliness 
was either acting illicitly or being abandoned. 

On follow-up 3 months after treatment, Ms. A described 
how she was less inhibited with her new boyfriend and able 
to experience and express both angry and tender feelings. 
Other aspects of her life, such as her work and her relation- 
ship with her brother, had also improved. 


Case 2. In contrast to the case of Ms. A, that of Mr. B 
illustrates a brief treatment in which transference interpreta- 
tions involving the therapist seemed neither necessary nor 
advisable. 

Mr. B, a 40-year-old successful executive, was forced into 
treatment by his wife, who threatened divorce unless he 
immediately changed his behavior toward her. A no-non- 
sense sort of fellow, Mr. B frankly admitted during the first 
visit that he was quite skeptical about psychiatry but loved 
his wife and wanted to preserve the marriage; if the psychia- 
trist would tell him what he was doing wrong, he would try 
to change. He himself was bewildered by his wife's dissatis- 
factions—he was not a drunk, he did not fool around, he 
gave her the very best that money could buy; what was 
wrong with him? Maybe she was just “high-strung.” 

Throughout the 12 sessions over a 3-month period, Mr. B 
related to the therapist in a friendly man-to-man fashion as if 
he were seeking advice about how to tune his high-perform- 
ance sports car. While describing the ways he and his wife 
spent time together—such as their punctual and meticulous 
evening meal—-Mr. B seemed unaware that he was such a 
perfectionist that little room was left for spontaneity in his 
marriage. When this observation was made to him, Mr. B 
noted with surprise that his wife had complained about the 
very same thing, although he had never before taken her 
complaints very seriously. The therapist then commented on 
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the ease with which Mr. B had, over the years, been able to 
dismiss his wife's remarks and asked about similar experi- 
ences with other women. The modulated tone of the session 
suddenly changed. With intense feeling Mr. B described his 
mother as a domineering, demanding, critical woman who 
was impossible to manage and who could get under his skin 
in a way Mr. B could not easily dismiss. 

Without ever commenting on Mr. B's need to control and 
at times dictate the sessions, the therapist concentrated on 
transferential distortions outside of the treatment setting. 
The patient was repeatedly shown how he was relating to his 
wife as if she were a new version of his mother. His effort to 
avoid being dominated and scrutinized was costing him a 
potentially loving relationship in which he could be cared for 
in the way he wanted yet feared. Mr. B responded by being 
more open and tender with his wife and more realistic in his 
dealings with his mother. On follow-up 6 months later, Mr. 
B was thankful for the way his marriage had continued to 
improve, but he still related to the therapist in his character- 
istic controlling and somewhat perfunctory manner. 


DISCUSSION 


Ms. A's initial transference distortions were so in- 
tense that the treatment was in jeopardy unless she 
realized that her feelings of being unworthy were 
unrealistic and based on relationships with significant 
others in her past. Her transference resistance was 
closely related to her presenting problem and her 
nuclear conflicts. Through the analysis of her misper- 
ceptions of the therapist, she could simultaneously 
correct the way she perceived and related to her 
boyfriends and family. In the therapist's judgment, 
interpretations of the transference were not only indi- 
cated but unavoidable. 

In the case of Mr. B, the opposite appeared to be 
true. Transference interpretations involving the thera- 
pist would have disrupted rather than enhanced the 
flow of treatment. Although Mr. B's need to control 
the therapist was dynamically related to his fear of 
being controlled by his mother and wife, the manifes- 
tations of this fear within the therapeutic situation 
were probably too subtle for this no-nonsense kind of 
patient to observe and use. His need to control had, 
after all, worked adaptively both professionally and 
socially and was not a cliaracter trait he wanted 
“fixed.” In addition, if the therapist had (perhaps 
defensively) commented on how the patient was 
"treating" him, Mr. B might have devalued the treat- 
ment altogether by viewing the therapist as one addi- 
tional demanding and whining person in his life. On 
the other hand, it remains quite possible that Mr. B's 
transference reactions toward the therapist might have 
been usefully explored and related to the similar 
behaviors that he had manifested toward his wife. This 
was not done because the therapist's intuition was that 
such a confrontation would strain a fragile and inflexi- 
ble therapeutic alliance and that the point of greatest 
and most available emotional urgency remained the 
patient's feelings about his wife, not the therapist. 

The case of Mr. B also illustrates the distinction 
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between transference interpretations focused on be- 
havior toward the therapist as opposed to interpreta- 
tions with respect to transference behavior toward 
other figures in the patient’s current life—in this 
instance, Mr. B’s wife. Because the technique of trans- 
ference interpretation was developed within the con- 
text of psychoanalysis and has been specifically related 
to the distorted reactions of the patient to the thera- 
pist, some authors (16) believe that the term “‘transfer- 
ence interpretation” should refer only to remarks 
regarding misconceptions of the therapist. Others be- 
lieve that the term should not be so tightly defined and 
may refer to interventions by the therapist designed to 
clarify and correct how the patient is “transferentially”’ 
relating to important current figures outside the thera- 
peutic situation. In making suggestions about the 
indications and contraindications for transference in- 
terpretations, we have used the more restricted defini- 
tion for fear that the broader sense of transference 
interpretation would blur the points we are trying to 
make. 

Another definitional issue involves the way in which 
to best apply the term “focal therapy.” Proponents of 
certain forms of brief psychodynamic therapy (particu- 
larly Sifneos) insist upon very restrictive, and rarely 
met, patient selection criteria, which among other 
things include a high level of psychological-minded- 
ness and the capacity for making use of transference 
interpretations. One can certainly reserve the term 
"focal therapy" exclusively for treatments that rely 
primarily on interpretation of the transference, but this 
results in an unnecessarily restrictive definition which 
obscures the important fact that many patients who 
benefit from brief, focused, psychodynamic therapies 
do not meet the most stringent selection criteria and do 
not require transference interpretation. 

We have considered the attributes of the patient that 
determine whether transference interpretations are in- 
dicated. We must acknowledge, however, that attri- 
butes of the therapist may trigger some transference 
reactions and may suppress others. Ms. A's presenting 
problem of difficulties with heterosexual relationships 
might not have been reflected in her initial transference 
reaction if the therapist had not been male; Mr. B 
might not have responded so “reasonably” to a female 
therapist, and, in fact, might well have experienced 
disruptive transference distortions requiring prompt 
interpretation. Features of the therapist other than 
sex—age, appearance, character style, and mode of 
interacting—also may catalyze or inhibit transference 
reactions in the limited course of brief therapy. 


CONCLUSIONS 


Accumulated research evidence and clinical experi- 
ence should discourage therapeutic dogmatism con- 
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cerning which interventions should be usec! and when. 
One cannot argue convincingly that bricf therapy 
requires transference interpretations, that it precludes 
them, or that specific interventions are unimportant. 
Flexibility is required to meet the particuiar needs of 
any given patient. In the absence of more substantial 
scientific data, decisions about what is optimal must 
still be based on informed judgment and intuition. 
Accordingly, we have suggested certain tentative and 
unsupported guidelines for and against the use of 
transference interpretations in focal therapy. 
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Teaching Value Clarification: 
The Example of Gender and Psychotherapy 


Patricia Perri Rieker, Ph.D., and Elaine (Hilberman) Carmen, M.D. 


The authors describe an effective model for teaching 
and evaluating a one-semester course on gender and 
psychotherapy for psychiatry residents. Clarification 
of values and attitudes about gender involves 
learning at both intellectual and affective levels. The 
authors conceptualize this cognitive-affective 
interplay as a series of stages or turning points in the 
process of value change and professional 
resocialization. The process may also be viewed as a 
microcosm of the inevitable gender-based conflicts 
that occur in the daily lives of the participants and in 
the wider social context. The course evaluation 
demonstrates that residents are able to translate the 
new knowledge into clinical practices. (Am J 
Psychiatry 140:410—415, 1983) 





"qme residents in psychiatry to be aware of 
sexist attitudes in psychiatric theory, training, and 
practice is difficult both for the instructors and the 
trainees. When residents are confronted with the ex- 
tent to which sex role socialization has shaped not only 
their own values but also the values and behaviors of 
their mentors, patients, and intimates, they respond 
with intense anxiety. The instructors, as the messen- 
gers who bring the “bad” news, become the objects of 
their hostility and frustration. Thus, an important 
aspect of the instructor role is the ability to remain 
empathic (and nonviolent) when confronted with the 
most creative forms of resistance to learning. Until 
recently, there has been little reinforcement for resi- 
dents to explore gender attitudes and few rewards for 
instructors’ efforts to teach in this affect-laden and 
value-conflicted area (1). In this paper we describe an 
effective model for teaching and evaluating a one- 
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semester course on gender and psychotherapy, in 
which a central feature is team teaching by a psychia- 
trist and a sociologist. 

The most prevalent teaching formats in psychiatric 
education are seminars, case conferences, and individ- 
ual psychotherapy supervision. Seminars generally fo- 
cus on knowledge or skill development, and case 
conferences emphasize identification of intrapsychic 
processes. Although individual supervision explores 
transference phenomena, countertransferences that 
might illuminate the basic attitudes and intellectual 
orientation of the therapist are usually not explored, 
especially when the resident and supervisor share 
similar values and explanatory frameworks. Thus, the 
usual teaching formats have been limited in their 
ability to develop residents’ awareness of the ways in 
which clinicians' attitudes and values, embedded as 
they are in explanatory frameworks, can alter diagnos- 
tic and treatment processes. 

As a result, conventional psychiatric training pro- 
grams seldom include teaching formats that systemati- 
cally examine how social, political, and economic 
conditions, or the very structure of society, shape the 
life and the intrapsychic experiences of the patient (2). 
Perhaps most important, residents are not taught that 
there are alternative models for explaining the same 
behaviors or that all conceptual models contain implic- 
it value assumptions, both epistemological and politi- 
cal, which affect the entire therapeutic process (refer- 
ences 3 and 4 and "Sociological Imagination in Psychi- 
atric Training" by P.P. Reiker, presented at the 132nd 
annual meeting of the American Psychiatric Associa- 
tion, Chicago, May 12—18, 1979). 


GENDER COURSE OBJECTIVES AND FORMAT 


The gender course focuses on the identification of 
residents! underlying conceptual models and the way 
in which they influence thinking and practice. In any 
teaching in which clarification of values is central, as in 
teaching about gender, the course design must facili- 
tate an awareness of both personal attitudes and 
intellectual values in addition to the presentation of 
new knowledge. In our course, cognitive and affective 
learning objectives were made explicit: 1) to under- 
stand the psychological and behavioral consequences 
of sexual inequality; 2) to become aware of gender 
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attitudes in psychiatric theory, training, and practice; 
3) to introduce the new knowledge about the psychol- 
ogy of women, men, and sex roles; 4) to identify one’s 
own attitudes/biases about women and men; and 5) to 
explore the impact of one’s gender values on the 
treatment of patients. 

The elective course was six months in duration and 
met every two weeks for three hours. Each seminar 
was structured around a series of specific content 
areas. These content areas included social science and 
values in psychiatry, the psychological consequences of 
gender inequality, psychology of men and women, 
sexuality, anger and aggression, victimization, family 
and professional roles, and implications for psychiatric 
practice. The wide spectrum of written materials con- 
sisted of books, research and journal articles, ideologi- 
cal statements, and fiction. 

Participants took turns bringing refreshments during 
the last hour of each session. In contrast to the 
structure imposed by the readings in the first part of 
class, the “social hour" was more informal and resi- 
dents reflected on the learning process as they experi- 
enced it in and out of class. First-year residents were 
not eligible to elect the course because of the confusion 
associated with acquiring new professional identities 
and their inexperience as psychotherapists. Course 
enrollment was limited to 10. We attempted a balance 
of men and women, which we have learned over the 
five years of teaching this course is essential to effective 
teaching about gender. 

In our roles as coinstructors, we shared personal and 
professional experiences to illustrate the readings and 
were active in the identification of underlying values, 
relevant attitudes, affects, and group processes. As a 
psychiatrist/sociologist team, we were able both to 
clarify the distinction between psychological and social 
explanations of behavior and to demonstrate the value 
of combining the two perspectives in clinical practice 
(5). Instructors and participants maintained confiden- 
tiality concerning all patient and personal material 
discussed in the class. However, participants gave 
permission for us to use their written evaluation 
material for publication. 

We accomplished the course evaluation using a 
variety of qualitative methods. A structured question- 
naire, completed anonymously by all participants, 
invited comments about what new knowledge, atti- 
tudes/values, and skills were acquired; effects, if any, 
on personal and professional roles and relations; 
stresses and learning problems encountered; and an 
assessment of the coinstructors. Additional data were 
obtained from process summary notes maintained by 
the instructors and from summaries of participants' 
personal journals, which included their responses, over 
time, to the course content and process. The journal 
not only represented the natural history of individual 
experiences in the course but also facilitated personal 
learning and reflection. 

Interestingly, it was not always possible to predict 
from behavior in class either the extent or nature of the 
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learning; for example, some people who had been 
relatively quiet in class demonstrated considerable 
learning in their evaluations. Clearly, an inner dialogue 
both accompanies and takes the place of active class 
participation. As one male resident stated ^n his evalu- 
ation, 


Most significant was learning at an emotional level that 
the effects of sexual inequality are powertu!, pervasive 
impediments to emotional closeness, creativity, personal 
power and independence and other essentials of good 
mental and physical health. 


TEACHING AND LEARNING ABOUT VALUE 
CHANGE 


Changing values and attitudes about gender anc 
understanding the implications for clincal practice 
involve learning at both intellectual and emotiona: 
levels. The required readings imposed the intellectua 
framework for transmitting the new thinking anc 
research about gender. It is in this context, however 
that traditional sex role behaviors and conflicts art 
enacted. The powerful affective responses of both mak 
and female residents to two women in positions o 
authority (6) provided the experiential caia through 
which each participant came to confron: deeply em 
bedded sex role stereotypes and behav oral norms 
This ongoing confrontation with the taken-tor-grantec 
self and the defensive anxiety and anger it generatec 
together accounted for both the successful learning 
and, paradoxically, the difficulty in teaching thi 
course. 

Uniformly, the participants wished that the materia 
would *go away," and this led to tension within thc 
group and between participants and instructors. This 
tension took different forms for differen: people anc 
also fluctuated with the topics for discussion. The 
forms of resistance included distancing, feelings o 
wanting to drop the course, anger at instructors, anc 
questioning the accuracy of the content. ^s one resi- 
dent wrote, 


It seemed that the acquisition of this new body o: 
knowledge invariably set in motion an emotional shift in 
my perspective which led to discovery and clarification o 
my own personal biases. This emotional shift was initial]: 
experienced as a vacillation between believing the data, 
and trying to dismiss its validity and relevance. 


The experience of teaching this course over time wa; 
both gratifying and frustrating. Inevitably, we would 
spend several hours alone after each class unwinding 
and venting our anger in response to the comple: 
forms of resistance and to the unending challenges to 
our authority. Preparation for each subsequent clas; 
took into account the ongoing group dynamics, which 
were sometimes difficult to understand. This under- 
standing was helpful in assessing when interpretation; 
of the process could be used effectively to addres, 
conflict, reduce anxiety, and enhance learning. In thi. 
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way, new topics could be introduced without increas- 
ing the resistance or generating unnecessary conflict 
with the participants. 


STAGES IN VALUE CHANGE AND PROFESSIONAL 
RESOCIALIZATION 


To demonstrate the interplay between the intellectu- 
al and affective aspects of learning and growth, we 
have reconceptualized Light’s five-stage analysis of the 
intense socialization experience of becoming a psychia- 
trist (7, 8). The following stages summarize the process 
of value change as understood through our observa- 
tions and residents’ evaluations over the years of our 
teaching this course. 


Stage 1: Feeling Different and Being Discredited 


Clearly, the process began before the first class met. 
Residents who elected the course identified themselves 
as different from those who did not in that they were 
aware of and sensitive to sex role socialization and 
gender issues. Nevertheless, the decision about wheth- 
er or not to elect this course was accompanied by 
considerable ambivalence and anxiety. One resident 
stated, “I was initially rather anxious ... I had some 
concern that I would change my views and values 
drastically and was fearful to some extent about what 
effect that might have on my outside life, my work, my 
relationships, etc." Another resident expressed his 
concern over being discredited this way: “Before the 
initial meeting I noticed considerable anxiety which I 
believe was related to not wanting to discover that I 
had sexually biased attitudes." 

By the time of the first class, the participants had 
already read The Longest War (9), which focuses on 
alternative perspectives for explaining gender differ- 
ences, experiences, and behaviors. In addition, the 
primary readings for the first seminar discussed the 
implications of these alternative explanations for psy- 
chiatric practice. Participants came to class believing 
that they were “neutral” in their roles as therapists. 
They were prepared to find out that they had gender 
values and stereotypes, but they were completely un- 
aware that there was any connection between these 
biases and their clinical perspectives or behaviors. This 
lack of awareness was reflected in early discussions, in 
which the residents rarely talked about the readings in 
terms of perspective. 

Thus, the instructors’ task was to help them under- 
stand that they all had perspectives and to explore the 
constraints and limitations imposed by these intellectu- 
al frameworks. However, in accomplishing this the 
residents felt discredited. As one resident described it, 


I started the course feeling fearful and attacked. I felt 
that though the initial material was very well done, the 
initial discussion was biased and narrow-minded. But | 
was also sincere in my belief that men and women are 
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equal and very much wanted to discover my own semi and 
unconscious biases. After the first session, I wasn’t sure of 
anything. 


Stage 2: Moral and Intellectual Confusion 


The first major conflict between the participants and 
the instructors arose when residents began to make a 
connection between their personal values and clinical 
perspectives. This awareness was prompted by read- 
ings that described the structure of inequality and its 
psychological implications for women and men (10— 
12). Class discussions at that point remained highly 
intellectualized and covertly hostile and were reflected 
in strenuous denials of the validity and/or the relevance 
of the data as a way of making the confusion disap- 
pear. 

As the data became more compelling and the valid- 
ity and relevance could no longer be denied, partici- 
pants attempted a “truce” with the instructors in 
which they acknowledged the existence of inequality 
but insisted that it had the same impact on the lives of 
women and men. The readings about men’s restricted 
roles contributed to the idea that women and men are 
equally oppressed. Explaining that the inequality is 
qualitatively and quantitatively different for men and 
women provoked overt anger, and both the group 
process and evaluation confirmed the strong feelings. 
This was usually projected so that it was the instruc- 
tors, rather than the participants, who were accused of 
being rigid, indoctrinating, intolerant, and indicting. 

The women residents initially expressed relief at 
having their experiences validated by the readings and 
became angry as they cited examples of the previous 
lack of validation. Subsequently, they formed an am- 
bivalent alliance with the men to avoid open conflict 
and alienation from peers. The men had considerable 
difficulty empathizing with women’s anger at their 
subordination until they developed a sense of what 
men had lost as a result of sex role restrictions. The 
papers that conveyed this focused on homophobia and 
intimacy among men. From these readings, the male 
participants came to understand the lack of intimacy, 
fathering, and emotional support from other men that 
derive from the traditional male sex role (13). This was 
a point at which the men felt intense grief and guilt, 
especially about conflicts with parents. Initially much 
anger was directed at mothers for overly controlling 
behaviors, and it took longer for them to understand 
the sins of omission, namely, the absence of nurturance 
and support from their fathers: “The realization of the 
male role restrictions on parenting time and nurtur- 
ance gave me a broader perspective to my father's own 
career-drivenness and emotional unavailability. Unfor- 
tunately, the perspective doesn't fill the loss." 

In this stage, all participants found their professional 
values challenged and their identities threatened. They 
were fearful of what they might learn about themselves 
as individuals and as professionals. Concerns about 
self-worth and competence were prominent and took 
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the form of feeling attacked, coerced, controlled, and/ 
or rejected by the instructors. None of the old values 
felt very comfortable, and the new ones had too many 
implications for personal lives and professional prac- 
tice. Participants thought they were alone in not being 
able to distinguish the right way to do therapy or to 
understand the material. 

Despite the confusion, residents attempted to apply 
the new knowledge in their clinical work. They ap- 
peared to be motivated both by compelling insights 
and by the need to engage in “good” behaviors that 
would please the “dangerous” instructors. These at- 
tempts at implementation were often premature, as the 
following example illustrates. A resident shared a 
vignette about a woman patient described as being in 
an “oppressive marriage." During the therapy hour he 
made a speech about her unfulfilling role, gave a short 
discourse on sex role socialization, and felt heroic as 
the patient seemed in complete agreement. Unfortu- 
nately, this interesting interpretation took place during 
the patient's first visit. 


Stage 3: Numbness and Exhaustion 


The lack of immediate success in integrating the new 
way of thinking about gender with current therapeutic 
and personal relationships created a temporary emo- 
tional withdrawal. Participants appeared tired and 
disheartened and felt the problems were so pervasive 
that nothing could change. Many of the male partici- 
pants were ambivalent and fearful about changing the 
existing arrangements or simply felt no pressure or 
responsibility to change. The ambivalence and indiffer- 
ence were reinforced by existing norms and a lack of 
male role models with whom they could identify in the 
training program. Although female participants were 
less ambivalent about the necessity for change because 
of their own experiences with inequality, they were 
afraid of the personal and institutional isolation that 
might result from directly confronting sexism. Thus, 
for both women and men, ambivalence, conflict, and 
demoralization resulted as the participants tried to 
maintain a familiar sense of self along with an altered 
reality. 

Over the span of the course, however, we were quite 
impressed with the ability of the participants to toler- 
ate considerable tension, personal pain, and disorien- 
tation. We use the term “disorientation” to refer to the 
impact on the participants of having their values 
clarified and challenged. They were courageous in 
pursuing the very learning goals that increased their 
sense of vulnerability. There were periodic “tune- 
outs," but people invariably came back. Ultimately, 
one of the important course experiences was that of 
learning how to confront conflict openly both within 
the group and within themselves. 

As a male resident and a female resident comment- 


ed, 


| found that after many of the sessions, 1 came out 
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feeling surrounded by women and wishing they would all 
go away and leave me alone. Sometimes | felt over- 
whelmed, trapped and pushed by all "these women" and 
the dread and scare that I felt had to do with the fact that I 
had let myself listen to what it was like to be unequal and | 
knew that I couldn't make that knowledge go away. | 
couldn't not change myself. 


I still feel very discouraged and overwhelmed when I 
realize the enormous impact of sex roles and feel angry but 
without any clear target for the anger. At times in the 
classes I would just sort of tune out rather then try to deal 
with all of these feelings. 


Stage 4: The Moment of Truth 


In the context of working through the risks and 
benefits of changing, residents began to exverience, in 
a more affective way, gender conflicts and values that 
were previously inaccessible. This “moment of truth” 
or insight for each participant came in a highly individ- 
ualized way as the result of the interaction between thc 
course content and process, personal life issues, and an 
ongoing inner dialogue. Some examples of the person- 
al learning that preceded the awareness of professional 
implications follow. 


By this time (fourth session), I could listen to women 
being angry without running or trying to talk thein out of 
their feelings and around the time of the readings about 
motherhood, I started talking to my mother about her 
trouble giving up her kids. ... I gave up my anger at her 
for having trouble in letting me grow up. 


Arrived late—realized I was very anxious... couldn't 
remember a thing about the article on female anger, even 
though as I was reading it I felt it was great and true— 
became impressive demonstration of my own internal 
prohibitions. 


| had recently ended a four-year love relationship with a 
woman who was struggling with these very issues... and 
to hear it in a more neutral atmosphere was helpful, 
precipitating considerable grief in me upon recognizing the 
personal consequences of what until then I had considered 
her problem. 


The reading materials that most commonly evoked 
these insights were those that focused on anger and 
sexuality. Lerner's papers on prohibitions against an- 
ger in women and on men's envy and fear of wonien as 
a basis for sexual inequality were pivotal content areas 
(14 and paper presented at the 131st annua! meeting of 
the American Psychiatric Association, Atlanta, May 
8—12, 1978). Somewhat later in the course the partici- 
pants were able to reconsider the paper on envy and 
devaluation of women to understand that the fear and 
anger they experienced in relation to the instructors 
was an excellent example of Lerner’s thesis. These 
changes in perception were described well 5v a female 
resident: 


I do feel it would be useful learning to look at the 
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reactions of the group members to the leaders in light of 
the material at hand, because it would be in vivo a 
demonstration of our biases and reactions. . . . For the first 
part of the course I perceived the leaders as quite powerful 
and I wanted to please them. . . . This feeling was height- 
ened when the topic of anger came up, and | felt controlled 
by them. As I began to realize that this was a reflection of 
the subject matter, and of my own shit, my perceptions of 
the leaders changed; they seemed more real, and less 
powerful. 


Another example was provided in graphic terms by 
a male resident, who wrote, “Both became more real, 
whole people to me... which paralleled my decreas- 
ing need to please, be dependent on, or rebel against 
‘big momma.’ ” 

These personal insights led to a considerable drop in 
defensiveness and increased ability to “‘see” the conse- 
quences of gender bias in their personal lives and 
relationships. As participants began to exchange con- 
crete examples of these insights in class, they became 
aware of the benefits of being in a group of their peers 
with whom they shared experiences and from whom 
they learned. Everyone in class, at one time or another, 
was an instructor to everyone else. Feedback from 
peers was considerably more effective than that from 
the instructors, who were still “suspect”: “I felt the 
book [Toward a New Psychology of Women, reference 
10] was tremendously biased and attacking of men. 
The women thought it was great; it really hit home for 
them, and that reality hit me." 


Stage 5: Redefining Professional and Personal 
Identities 


Ás the participants recovered from their earlier 
disorientation, they attempted to integrate the new 
material into their personal and professional roles. 
However, as they looked to the institution for support 
for these new roles and perspectives, they found them- 
selves in the older structure of values, where there was 
little support for making such changes in their clinical 
work. The lack of reinforcement by many of their 
teachers left them disappointed and angry: 


With my supervisors I am raising questions about 
subordination and role restriction as a way of formulating 
the case. ... Some try to minimize the importance. The 
biggest change for me is that I am more confident about 
the importance and their minimizations don't affect my 
perception. 


Anger toward their supervisors did not diminish the 
grandiose expectations they still had of the instructors. 
Participants’ anger toward the instructors resurfaced 
toward the end of the course because we were not 
powerful enough to create a structure in which the new 
perspective could work without conflict. They were 
unable to erase or undo their new learning, which they 
were already integrating into their clinical work. How- 
ever, the most disquieting effect of the new perspective 
was to increase their degree of conflict and discomfort 
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with the old world: *I became angry at the instructors/ 
role models for what they'd shown me ... to have 
images of rape, to feel oppressed. . . . I wanted to be 
naive again." 

Concerns about the quality of supervision and other 
professional relationships were prevalent during this 
stage and were made concrete through a group of 
readings about erotic countertransference and sex be- 
tween therapist and patient (15, 16). Participants were 
uniform in their reports that supervisors rarely ad- 
dressed erotic or other countertransference feelings. 
These reports are consistent with resident feedback 
over the last five years of teaching this course and with 
recent literature on countertransference (15, 17). Resi- 
dents described receiving both overt and covert mes- 
sages from supervisors that this material was “taboo.” 
For example, a male resident who attempted to discuss 
his sexual feelings toward a male patient was told by 
his supervisor that this was irrelevant and he should 
get on with the work of treating the patient. The more 
covert message was that this material was inappropri- 
ate for supervision and belonged in personal psycho- 
therapy (17). Participants wondered whether there 
might be a connection between inadequate models for 
identifying and working through countertransference 
feelings and the sexual abuse of psychotherapy pa- 
tients. Invariably, the class in which this was discussed 
ran late and participants were intensely involved and 
self-revealing. They were relieved to have finally had 
an opportunity to openly explore these issues and to 
develop models for contracting with supervisors and 
patients. 


CONCLUSIONS 


Because redefinition of self is a slow process, the 
reintegrated professional and personal identity comes 
in waves over time. The new perspective may provoke 
a recasting of one's entire life history or may be limited 
to one's professional socialization. Thus, the emergent 
self goes through alternating periods of resistance, 
anger, grief, reflection, and acceptance. Despite the 
disorienting aspects of this process of value clarifica- 
tion and professional resocialization, participants were 
able to translate the new knowledge into their personal 
and professional lives. Personal knowledge focused on 
increased awareness of gender values and the perva- 
siveness of sex role socialization. In this light, partici- 
pants reevaluated their personal, family, and profes- 
sional relationships. Some of their conclusions follow: 


The coutse was a continual unfolding of the deep, 
pervasive ways in which sex-role socialization and gender 
values affected and are expressed in my life—e.g., my total 
professional deference to male co-therapists, my handicap- 
ping myself to avoid competing with men and being 
successful, my psychic blinders to men being attracted to 
me in professional settings (peers and advisors), my passiv- 
ity, my self-denigrating cuteness. 
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What began as a hope that I was immune to role 
restriction and sexual bias has given way to the beginning 
grief over the impact of these issues on me, my relation- 
ships, and my family of origin. 


In terms of clinical knowledge, participants now 
take histories that include experiences of physical and 
sexual victimization, powerlessness, family roles, and 
sexuality. This additional information has resulted in 
more effective therapeutic relationships with their pa- 
tients and access to previously undisclosed informa- 
tion. Within the therapeutic process itself, participants 
are better able to identify indirect expressions of anger 
and to understand its social origins and political 
implications: 


| have became much more alert to the symptoms of 
subordination and unequal power... I have seen much 
improvement in the individuals’ self-esteem when they can 
begin identifying others’ power manipulations (including 
the therapist) rather than feeling personally responsible for 
things going badly. 


With women’s accounts of sexual harassment and the 
understanding of the male’s devaluation of the powerful 
woman imago, ] became much more aware of the hostile 
content in my own seductive fantasies and behavior. 


Although the question of the permanence of the 
observed changes cannot be answered at this time, we 
do know that one of the conditions necessary for 
maintaining and building on the new knowledge is a 
work environment in which value clarification efforts 
are reinforced. Nevertheless, we believe that the partic- 
ipants acquired a perspective on their own perspective 
that will give them a way to continue to monitor their 
own work. They came to understand that there is a 
social context for viewing both patient dilemmas and 
the therapist-patient interaction. We have concluded 
that a requirement for effective therapeutic role per- 
formance is the ability to stand outside the self, to 
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observe the cognitive-value interaction, and to ques- 
tion one’s values and intellectual framework without 
paralyzing fear of personal or professional annihila- 
tion. In this sense, the course produces better clini- 
cians. 


REFERENCES 


1. Carmen E(H), Driver F: Teaching women’s studies: values in 
conflict. Psychology of Women Quarterly 7(1):81-95, 1982 
2. Carmen E(H), Russo NF, Miller JB: Inequality and women's 
mental health: an overview. Am J Psychiatry 138:1319—1330, 
1981 
3. Stone AA: Presidential address: conceptual ambiguity and 
morality in modern psychiatry. Am J Psychiatry 137:887~891, 
1980 
4, Rawlings El, Carter DK: Values and value change in psycho- 
therapy, in Psychotherapy for Women. Edited by Rawlings El, 
Carter DK. Springfield, Ill, Charles C Thomas, 1977 
5. Rieker P, Begun J: Translating social science concepts into 
medical education: a model and a curriculum. Soc Sci Med [A] 
14:601—612, 1980 
6. Mayes $5: Women in positions of authority: a case studv of 
changing sex roles. Signs 4:556—568, 1979 
7. Light D: Becoming Psychiatrists: The Professional Iransforma- 
tion of Self. New York, WW Norton & Co, 1981 
8. Goffman E: Asylums. New York, Doubleday, 1961 
9. Tavris C, Offir C: The Longest War—Sex Differcnces in Per- 
spective. New York, Harcourt Brace Jovanovich, 1977 
10. Miller JB: Toward a New Psychology of Women. Boston, 
Beacon Press, 1976 
11. Morin SF, Garfinkle EM: Male homophobia. Joarnal of Social 
Issues 34(1):29—47, 1978 
12. Lewis RA: Emotional intimacy among men. Journal of Social 
Issues 34(1):108—121, 1978 
13. Pleck JH: Men's family work: three perspectives and some new 
data. The Family Coordinator 28:481—488, 1979 
14. Lerner HE: Early origins of envy and devaluatior of women: 
implications for sex role stereotypes. Bull Menninger Clin 
38:538—553, 1974 
15. Bieniek C, Barton GM, Benedek E: Training female mental 
health professionals: sexual countertransference issues. J Àm 
Med Wom Assoc 36(4):131-139, 1981 
16. Davidson V: Psychiatry's problem with no name: therapist- 
patient sex. Am J Psychoanal 37:43—50, 1977 
17. Goin MK, Kline F: Countertransference: a neglected subject in 
clinical supervision. Am J Psychiatry 133:41—44. 1976 


415 


Clinical Profiles of Hare Krishna Devotees 


Michael W. Ross, Ph.D. 


The author tested the entire population (N=42) of 
the Hare Krishna Temple in Melbourne on the 
MMPI, the General Health Questionnaire, and the 
Eysenck Personality Questionnaire psychometric 
indices and then randomly selected 6 subjects to take 
the Present State Examination. All scores and 
findings were within the normal range, although 
members showed a slight decline in mental health (as 
measured on the MMPI) after 1V2 years in the 
movement and a slight increase in mental health after 
3 years in the movement. These findings do not 
support the popular view that many members of the 
Hare Krishna movement are mentally disordered. 
(Am J Psychiatry 140:416—420, 1983) 


great deal of confusion has existed in the profes- 

sional and nonprofessional spheres regarding so- 
called cults and non-Western or nontraditional reli- 
gions. Unfortunately, much of the confusion in the 
professional area results from the dearth of informa- 
tion on the topic; many reports are based on studies of 
a few individuals or on opinion. For example, some 
commentators (1) lump all nontraditional religions 
together as cults without taking into account very real 
and important differences between them; they label 
ritual as a form of brainwashing and emphasize the 
cult’s destructive potential through its use of “‘ideologi- 
cal totalism." Some professionals have gone as far as 
stating that 58% of individuals who become involved 
in cults are chronically schizophrenic or have border- 
line personalities and that they join cults in an attempt 
to restore themselves to health (2, and testimony given 
by J.C. Clark to the Special Investigating Committee of 
Vermont}. The remaining 42%, they claim, are normal 
young people who have fallen into the “trap” set by 
the cult and who may become damaged by "being 
given a thought disorder." Supposedly, this disorder 
prevents them from becoming autonomous individuals 
and from developing a good relationship with outer 
reality—the end result being depersonalization. For 
these individuals the classic standards of diagnosing 
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mental illness syndromes were felt to be appropriate. 
Such comments were based on information gathered 
from interviews with about 30 individuals who had 
left cults. In addition, Hopkins (3) has suggested that 
about half of those individuals joining cults may be 
mentally ill. 

Other commentators (4), who also base their opin- 
ions on interviews with individuals who have left cults, 
believe that cult entrants are socially maladjusted or 
are undergoing crises of young adulthood centered on 
values, career, sex, life styles, and relationships with 
others. The view that entrants are emotionally unsta- 
ble upon joining a cult (they often join during periods 
of depression and confusion) has also been expressed 
by Singer (5). However, Singer also noted that those 
cult members who have experienced difficulties when 
leaving the organization were those who reported 
severe depression, extreme indecisiveness, and other 
indications of psychopathology before they entered the 
cult. 

In contrast, other authors who have examined cult 
members have stressed that some of the claims made 
by professionals have little basis in reality (6), that the 
ability of cultists to make sound mental and legal 
judgments is in no doubt, and that cult members who 
have been interviewed and tested show no psychosis or 
affective disorder (7). Levine and Salter (8) have ex- 
pressed the view that individuals who join fringe 
religions will not be changed or harmed any more than 
individuals who join any other intense belief system or 
religion. They go on to comment that such fringe 
religions actually improve the lives of many of their 
members. Similarly, Ungerleider and Wellisch (7) 
wrote that cults satisfy the members' need for formal- 
ized external controls, interpersonal constancy, and 
approval. They add, however, that these needs should 
not be seen as maladjustments that justify the forced 
removal of individuals from cults and subsequent 
deprogramming practices. 

Deprogramming is a central issue in questions in- 
volving the mental health of cult members because 
forcible removal is justifed by allegations that cult 
members have been indoctrinated (brainwashed) or 
are mentally incompetent or both. In examining this 
issue, Ross (9) suggested that forcible removal was 
legally doubtful and probably unethical for mental 
health professionals to support. It may be that mental 
health professionals are paying too much attention to 
conformity in a social and religious sense without 
recognizing that most established religions began in a 
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manner similar to today’s fringe religions and that 
religious value systems are often central to an individ- 
ual’s belief system. 

Five major questions arise from a review of the area 
of cults and mental health. First, do individuals who 
leave cults provide a representative sample of cult 
members, or are they more frequently individuals who 
had problems before entering a cult and who are 
unsuited to cult life as well? Second, are approximately 
one-half of today's cult members mentally ill, as 
suggested by Clark (2, and testimony given by J.C. 
Clark to the Special Investigating Committee of Ver- 
mont) and Hopkins (3)? Third, is there evidence of 
indoctrination, depersonalization, and distancing from 
family members in a cult? Fourth, what are the effects 
of long-term involvement in such a movement on the 
mental health of the individual? Fifth, can one talk 
about cults as if they were all the same in terms of 
origin, philosophy, and organization? 

These five questions guided the present study, which 
sought to examine the mental health and adjustment of 
Hare Krishna members. 


HISTORICAL BACKGROUND OF THE HARE 
KRISHNA MOVEMENT 


Many individuals see the Hare Krishna movement as 
a new cult along with such movements as the Children 
of God, the Unification Church, and Scientology. In 
1965 it was brought to the Western world by Swami 
A.C. Bhaktivedanta, who arrived in the United States 
as a missionary for the Hindu religion rather than as a 
founder of a new movement. 

The Hare Krishna movement is not a new religion 
but a traditional Hindu faith that is still being prac- 
ticed in traditional terms without any changes from the 
monotheistic religion reformed by Saint Chaitanya in 
the sixteenth century. It is, in fact, the faith of millions 
of Indians. The religion, believed to date from around 
the second century B.c., is based on the Hindu sacred 
book the Bhagavad-Gita. The religion’s parallels to 
Christianity are interesting. Hare Krishna is based on a 
supreme god who came to earth and was born as a 
human; furthermore, the bhakti tradition, upon which 
the movement is based, is almost directly equivalent to 
Protestantism. Saint Chaitanya, who was born around 
1486, led a religious revolution beginning about 1508 
that emphasized the supremacy of devotional faith as 
opposed to ritual. Typically, followers of this branch 
of the Hindu religion chant and sing the holy names of 
god, as one sees them do in the streets today. Thus, in 
religious and historic terms the Hare Krishna move- 
ment in the West is probably equivalent to Protestant 
missionary activity in India. It is perhaps the result of 
our ethnocentrism that we see the Hare Krishna move- 
ment as a fringe cult rather than as an ancient, valid, 
and respected religion which has turned the tables on 
Christian proselytizing and sent out its own missionar- 
ies. The dogma and ritual practiced by members of the 
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Hare Krishna movement do not differ from those 
practiced by believers in India, with the exception that 
Hare Krishna members in the West have a less rigid 
interpretation of the caste system (10). It is difficult to 
condemn the Hare Krishna movement without con- 
demning similar Christian missionary aciivity—the 
Hare Krishna convert probably holds a place in the 
West similar to the place held by a Christian convert in 
the East. 


CHARACTERISTICS OF ENTRANTS INTO [HE 
HARE KRISHNA MOVEMENT 


Two studies (8, 10) have looked at characteristics of 
entrants into the Hare Krishna movement. Judah (10) 
found that his subjects, studied in 1970—1971, had 
tried drugs of various kinds, had been in t^e counter- 
culture (i.e., had been living alternative life s: yles), and 
had been disillusioned with current social values and 
antiestablishment groups; they were secrching for 
meaning—usually a religious meaning—in life. Levine 
and Salter (8) and Levine (11) looked at a number of 
cults, including a small sample of members əf the Hare 
Krishna movement, and found that most cult devotees 
were middle class, well educated, mainly from Roman 
Catholic and Jewish backgrounds, and bad experi- 
mented with drugs. Some of the reasons the: gave for 
entering the movement were as follows: thev ‘elt lonely 
and rejected, they were drifting, they saw ro meaning 
in life, and they had had unpleasant family or personal 
experiences. Levine and Salter saw the movements as 
supplying members with a belief system and with 
answers to identity-related and existential questions. 
They noted that from mental state examinations, none 
of the subjects could be described as psvchotic, al- 
though some could have been described beore their 
conversion to the movement as anxious, uannappy, or 
depressed. 


METHOD 


The present sample included the total aumber of 
members (N=42) associated with the Hare Krishna 
Temple in Melbourne; thus the sample was rot biased 
by including only volunteers. All 42 members were 
asked to complete in random order the MMPI, the 60- 
item General Health Questionnaire (12), and the Ey- 
senck Personality Questionnaire (13). At the conclu- 
sion of this test battery, I randomly chose 6 members 
for in-depth interviews and Present State ixamina- 
tions. All 42 test profiles were scored and then ana- 
lyzed by t test. 1 made comparisons between the 
responses of men and women and between members 
who had been in the movement for a comparatively 
short time and those who had been in the movement 
for a comparatively long time; for the latter analysis, 
the group was split at 1⁄2 years of membership (the 
median) and at 3 years of membership (the mean). 


417 


PROFILES OF HARE KRISHNA DEVOTEES 


TABLE 1. MMPI Scores of 42 Hare Krishna Members in Melbourne 


Length of Time as Members 


Longer than Less than Longer than Less than 
Men Women 1% yrs 11^ years 3 years 3 years 
(N=29) (N=13) (N=20) (N=22) (N=14) (N=28) 
MMPI Scale Mean SD Mean SD Mean SD Mean SD Mean SD Mean SD 
Cannot say (?) 7.4 57 8.0 5.8 6.7 4.9 8.6 6.3 6.0 5.6 8.4 5.6 
Lie (L) 6.8 2.9 7.2 2 fav. 3.1 6.2. 2.3 6.9 3.7 7.0 2.3 
Frequency (F) cP) 2i 4.2 3.3 3.2 2.0 4.5 3.0 2.6 1.5 4.4 2.9 
Correction (K) 19.6. 3:2 19.7 3.4 20.9 2.7 18.3 3.38 20.4 2.8 19.2 3.4 
Hypochondriasis (Hs) 12.2 1.6 16.1 8.7 3.8 7.0 3.0 2.15 4.0 8.7 3.4 2.1 
Depression (D) 18.3 3.0 20.5 1.52 19.7 2.5 18.2 3.0 18.6 2.0 19.1 34 
Conversion hysteria (Hy) 21.3 3.0 21.8 4.5 21.3 Ae 214 3.4 20:3 3.4 22.0 3:9 
Psychopathic deviate (Pd) 24.5 3.0 23.1 2.9 15.7 2.9 16.6 3.1 15.2 2.3 16.6 3.2 
Masculinity-feminity (Mf) 282 30 36.5 3.4¢ 30.3 5.0 S13 5.0 30.0 4.5 31.2 5.3 
Paranoia (Pa) 9,1 3.2 17.0 2,2¢ 8.6 33 8.3 27 8.0 2:3 8.7 3:3 
Psychasthenia (Pt) 24.5 2.9 25.0 3.8 4.3 2.9 5.2 3.4 3.4 2.1 5.4 3.44 
Schizophrenia (Sc) 25.1 341 24.5 4.6 4.1 3.0 5.9 3.9 3.5 2.0 5.6 4.02 
Hypomania (Ma) 21.4 3.4 18.5 2.54 15.5 2.7 17.4 3.8b 15.2 2.9 16.9 3.5b 
Social introversion (Si) AL0 . 37 24.5 4.52 22.9 4.5 21.3 5.3 22.7 33 21.8 5:6 
F-K ratio 16.1 15.5 AA 13.8 17.4 14.8 
ap«.05. 
bp«..10. 
ep«.01. 
RESULTS would give some meaning to their existence, or second, 


The results are presented in table 1. There were a 
number of interesting differences between my sample 
and the samples described by Judah (10) and Levine 
and Salter (8). My sample included a predominance of 
men (29 men and 13 women) in contrast to the 
roughly equal ratio of men to women reported in the 
other studies. The age range of the subjects, however, 
was similar in all three studies (age range, 18—47 
years; mean (+SD) age, 24.8 2.9 years). In addition, 
the median time subjects in the present study had been 
in the movement was 11⁄2 years, which enabled me to 
make valid comparisons regarding the effects of long- 
term involvement in the movement. The subjects in my 
sample came from religious backgrounds more like 
those found in Levine and Salter's sample than like 
those found in Judah’s sample. A disproportionate 
number of individuals (N=16) were from Roman 
Catholic backgrounds (18 from Protestant back- 
grounds, 5 from families affiliated with other religions, 
and 3 from families who had no religious affiliation). 

As was the case in both previous studies, I found a 
preponderance of members with a history of fairly 
extensive drug experimentation (alcohol was not in- 
cluded as a drug): 27 had experience with addictive 
and hallucinogenic drugs, 5 with marijuana, and 10 
had no drug experience. Since the movement eschews 
all drugs (including such mild stimulants as tea and 
coffee), this history of abstinence after joining the 
movement must rate as one of the more successful 
rehabilitation programs. Finally, the finding that one- 
half of the members were born overseas is at variance 
with findings from the other two studies. Two factors 
may account for this discrepancy. First, these members 
traveled overseas seeking different life styles that 
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they sought out a family-like environment when they 
experienced some degree of family disruption at the 
time of their families’ relocation in Australia. Because 
the majority of these individuals came to Australia 
without their families, the former factor appears to be 
the most relevant. 

There was a significant difference between men and 
women on 5 of the MMPI scales (see table 1). Apart 
from the expected difference on the masculinity-femi- 
ninity scale, there were differences on depression, 
paranoia, hypomania, and social introversion. In all 
cases the mean scores were well within the normal 
range; in fact, they did not exceed the 65th centile for 
any individual. However, the mean F-K ratios suggest- 
ed that there was a moderate attempt for both men and 
women to “look good.” 

I presented each of the 42 profiles to two outside 
assessors who were blind to the source of the profiles 
and asked them to assess the profiles as to the presence 
or absence of psychopathology. They found no clear 
evidence of pathology; in the 6 cases where one scale 
exceeded the 70th centile they found no associated 
elevation of related scales that would permit an assess- 
ment of psychopathology. All results were in the 
normal range on the Eysenck Personality Question- 
naire and the General Health Questionnaire. (Eysenck 
Personality Questionnaire mean [+SD] scores were as 
follows: psychoticism=3.3+1.6, extroversion=14.9+ 
4.2, neuroticism=4.5+3.7, and lie scale=7.7+3.2. 
Total mean [+SD] score on the General Health Ques- 
tionnaire=1.1+4.6.) Clearly, the argument that Hare 
Krishna devotees are individuals who suffer from 
psychopathology, as some investigators have claimed, 
cannot be supported on the basis of the present evi- 
dence. 
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It has been claimed that individuals in cults will 
become progressively more disabled mentally the long- 
er they remain in their movements. If this is true, a 
progressive deterioration should take place when one 
compares members who have been in the movement a 
long time with members who have been in the move- 
ment a short time on mean and median splits of time in 
the movement. Splits taken at 114 and 3 years showed 
few significant differences between the short-term and 
long-term groups. | 

After examining the short-term and long-term devo- 
tees on the 11-year split, I found that only 3 MMPI 
scales showed significant differences: K scale (indicat- 
ing intolerance to suggestions of imperfection), D scale 
(indicating self-esteem), and Ma scale (indicating ex- 
troversion). In this analysis, those who had been in the 
movement for more than 114 years were less secure, 
more intolerant of suggestions that they were less than 
perfect, and less expansive and outgoing than those 
who had been in the movement for less than 1% years 
(table 1). 

The 3-year split, however, showed a very different 
trend. Of the 3 scales that achieved statistical signifi- 
cance, the results pointed in the opposite direction. On 
the F scale (a high score indicates unconventionality 
and nonconformity), those who had been in the move- 
ment longer than 3 years scored as more conventional 
and less rebellious. Similarly, the longer the individuals 
had been in the movement the less anxious they were 
(Pt scale), the less alienated they felt from their exter- 
nal environment (Sc scale), and the less expansive and 
outgoing they were (this last result is similar to the 
findings on the 115-year split). 

These results strongly suggest that the curve of 
psychological adjustment by these Hare Krishna devo- 
tees was U-shaped with a minor trough after subjects 
had been in the movement 11⁄2 years, presumably when 
the initial elation of becoming a devotee had palled 
somewhat. After the subjects had been in the move- 
ment 3 years, however, their adjustment was in a much 
more positive direction. Nevertheless, it must be em- 
phasized that these postulates are based on significant 
differences on only 3 of the 14 scales of the MMPI, 
none of which exceeded the normal range. 

It has also been argued that because membership in 
the Hare Krishna movement may serve as a stabilizing 
influence on a previously unstable personality, malad- 
justment will become evident only when an individual 
leaves the movement. If this were true, one should see 
throughout the profile an overall trend of marked 
improvement in the subject's psychological adjust- 
ment. This was not the case. 

The Present State Examination of the 6 randomly 
selected devotees revealed no evidence of psychosis or 
neurosis. In fact, these devotees appeared extremely 
well adjusted, although 4 members indicated that they 
had been unhappy and drifting before they joined the 
movement. They were able to discuss both positive and 
negative aspects of life in the temple, which was 
organized in a manner almost identical to a Roman 
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Catholic monastery. I questioned the 42 devotees 
about relationships with their families and found only 
2 had faced major disapproval. Most still visited their 
families and were visited by them; although a high 
proportion had parents overseas, they still kept in 
contact. In short, the popular view of Hare Krishna 
devotees as brainwashed and maladjusted individuals 
who have been snatched from their families was shown 
to be fallacious. 


DISCUSSION 


Seven conclusions can be drawn from this study on 
the basis of the data presented. First, the individual 
profiles on the MMPI, Eysenck Personality Question- 
naire, and General Health Questionnaire all showed 
that the subjects’ psychological adjustment was within 
the normal range; these Hare Krishna devotees did not 
appear to differ from the normal population with 
regard to their mental health. Second, the sample 
characteristics of these subjects were similar to those of 
other studies, with the possible exception of the num- 
ber born overseas. Third, the argument that joining the 
Hare Krishna movement is an attempt to stabilize an 
unstable personality does not appear to have a strong 
basis. On both time splits there was no systematic 
indication that the subjects had improved from a 
previously pathological level. In fact, data from the 
two time splits showed trends in an opposite direction. 
Fourth, it can be argued that there is conversely no 
evidence for claiming that membership in the move- 
ment leads to psychopathology; I found no systematic 
changes in profile, although there was a trend suggest- 
ing that after about 3 years in the movement individ- 
uals appeared happier and less anxious. Although 
devotees were undoubtedly less happy when they 
entered the movement than after they had been in the 
movement for a while, there was no indication that 
their feelings of unhappiness ever reached pathological 
proportions. Fifth, as evidenced by all the psychomet- 
ric data collected in this study, one must consider 
devotees capable of rational judgment and, in a legal 
sense, sane. Deprogramming and other actions against 
these individuals and their right to practice a particular 
religion cannot be justified on the grounds that they 
have been “brainwashed.” Sixth, because this sample 
included all members of one temple and was not 
subject to selection bias, the argument that my sample 
is unrepresentative would not appear to be applicable. 
Furthermore, I suggest that individuals who seek help 
because they have difficulties after leaving the Hare 
Krishna movement may well be unrepresentative. The 
seventh conclusion must be emphasized: these findings 
on Hare Krishna members cannot be generalized to 
members of other so-called cults, which cover a vast 
range of operations, individuals, and beliefs. I cannot 
emphasize too strongly that it is inappropriate to label 
all apparently new and nonconforming movements as 
cults. Those researchers who base conclusions on their 
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perceptions of movements rather than on clinical and 
psychometric evaluation of members of each organiza- 
tion are in danger of exonerating the bad or condemn- 
ing the normal. From the present study it is apparent 
that Hare Krishna devotees, although clearly engaging 
in an unusual movement from a Western point of view, 
are well within the normal range of psychological 
adjustment. 
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Factitious Mourning: Painless Patienthood 


Michael R. Phillips, M.D., Nicholas G. Ward, M.D., and Richard K. Ries, M.D. 


Of 20 patients wbo falsely reported tbe deatbs of 
loved ones in order to assume tbe patient role, most 
presented with depression and suicidal ideation 
secondary to reported multiple dramatic deatbs for 
which there was no available verification, and many 
had histories of factitious physical symptoms, 
manipulative suicide attempts, substance abuse, and 
sociopathy. Diagnostic categories were of limited 
usefulness for these patients. Factitious symptoms 
can better be understood as one form of 
dysfunctional care-eliciting behavior. The authors 
recommend early and repeated confrontations in a 
firm but nonjudgmental manner combined with 
referral to outpatient psychotherapy focused on the 
underlying characterological problems. (Am J 
Psychiatry 140:420—425, 1983) 
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i our culture people in mourning are offered sympa- 
thy, care, and attention and, except in forensic cases, 
are rarely challenged as to the veracity of their reports. 
Factitious mourning can therefore provide an individ- 
ual with a relatively painless, unchallenged means to 
patienthood that eliminates the risks and inconve- 
niences associated with suicide attempts and simula- 
tion of physical illness. For these reasons, it should be a 
more common disorder than the one brief report in the 
relatively recent literature indicates (1). Snowdon and 
associates’ British group (1) suggested that feigned 
bereavement frequently goes undetected and that a 
high index of suspicion regarding apparently bereaved 
patients is needed to uncover it. 

In this era of reduced funding and increased de- 
mands for cost effectiveness, it is crucial that clinicians 
minimize such misuse and abuse of services. One 
method of achieving this goal is the characterization of 
specific groups of systems abusers in order to enhance 
their early detection and redirection to more appropri- 
ate treatment. In this paper we report 20 cases of 
factitious mourning and explore several of the ques- 
tions regarding this disorder: 1) Are there common 
themes among the patients that may enable clinicians 
to recognize factitious mourning? 2) Is it a rare disor- 
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der? 3) Do these patients use other factitious methods 
to achieve patienthood? 4) How well does DSM-III 
help classify these patients? 5) What is the probable 
underlying pathology? 6) Which management strate- 
gies are likely to be effective? 


METHOD 


Patients were included in this study if they presented 
with mourning as part of their chief complaint, but 
following confrontation of the patient or contact with 
a coroner or the patient’s family it could be proven 
that no deaths had occurred. Unlike Snowdon and 
associates (1), we did not include patients with other 
chief complaints and incidental factitious mourning. 
We identified 5 patients over a 10-month period 
through direct clinical contact. Five others were ob- 
tained retrospectively, and the remaining 10 patients 
were referred by clinicians whom we had sensitized to 
factitious mourning. 


RESULTS 


Relevant data are presented in table 1. Most of the 
patients were men (14 of 20) and were unmarried (16 
of 20 were single or divorced). The patients had a 
mean age of 31.8 years (range=15—S5 years). Ten were 
self-referred, 9 were referred by professionals, and 1 
was referred by her mother. They typically reported 
recent dramatic, violent, and often multiple deaths of 
loved ones but never volunteered the names of people 
who could corroborate their stories. Eighteen of the 
patients were admitted: 2 for depression and attempt- 
ed suicide, 13 for depression and suicidal ideation, 1 
for chest pain and depression (admitted to a medical 
ward), 1 for alcoholism and depression, and 1 for 
gastric complaints (admitted to a surgical ward). Only 
3 of these patients appeared genuinely depressed on 
the ward; of the others, 7 were cheerful and sociable, 4 
were anxious and agitated, and 4 were irritable and 
labile. The predominant personality styles of the hospi- 
talized patients were as follows: antisocial (N=6), 
borderline (N=5), and dependent (N=3). It was 
thought that 3 patients might be psychotic. 

Nine patients had verified histories of suicide at- 
tempts, and 4 others had scars from wrist lacerations. 
Twelve were known to have had multiple psychiatric 
hospitalizations. Two were retarded, as confirmed by 
IQ tests, and 3 others had attended classes for the 
learning disabled. Two had psychogenic amnesia. 

Fifteen of the 20 patients definitely had present or 
past evidence of factitious physical symptoms. Three 
had factitious muteness, deafness, or blindness on 
admission, another had exhibited deaf-mutism in the 
past, and 2 others had unverified visual and hearing 
problems. Six had had factitious seizures, but 4 of 
these patients also had reported EEG abnormalities. 
Thirteen had histories of other physical symptoms 
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thought to be factitious, and 4 had had multiple, 
poorly explained operations. Features of sociopathy 
were also common in the sample: 13 patients had 
histories of violence or robbery, 12 had histories of 
alcohol and/or drug abuse, and 4 had used aliases. 

Hospital discharge data indicated that the average 
length of stay was 12 days. Three patients eloped from 
the ward, and 2 others discharged themselves against 
medical advice. The factitious mourning of 5 patients 
went completely unrecognized by the treating physi- 
cians. Factitious mourning was confirmed by confront- 
ing the patient in 5 cases, by contacting a relative in 8 
cases, and by contacting a coroner in 7 cases. We 
learned that 8 patients had been separated from or 
rejected by the **deceased.? We were unable to trace 3 
patients and in another 4 cases it proved impossible to 
locate a reliable informant. 

The following case report describes one of the 
patients in our study. 


CASE REPORT 


Ms. A, a 38-year-old woman, was referred for admission 
by her psychotherapist because of her complaints of depres- 
sion and suicidal ideation following the reported deaths of 
her 2 young children 1 year earlier in a car accident. 
Originally referred by the courts due to shoplifting, she had 
been hospitalized twice over the previous 8 months for 
similar reasons and had had 3 months of weekly "grief 
work." On admission, she gave an extremely vague history, 
reported multiple amnesic periods, and had some loosening 
of associations. She had marked psychomotor retardation 
and reported all of the vegetative features of depression. She 
was diabetic and complained of multiple physical symptoms. 

Ms. A's hospitalization was characterized by labile affect, 
variable cooperativeness, hostility to staff, threats of harming 
herself, and bizarre behavior. She had to be committed twice 
and was given neuroleptics and tricyclic antidepressants. Her 
sister, who was contacted 8 days after Ms. A's admission, 
reported that the patient's ex-husband had taken their 2 
children and left her 13 years earlier. Confronted with this 
information, the patient became acutely agitated, saying, “I 
wish they were dead, because their being alive means there's 
something terrible about myself I have to face." 

Ms. A was of normal intelligence (IQ— 109). Her MMPI 
profile suggested depression, irritability, hostility, suspi- 
ciousness, and impulsivity. She had a long history of manipu- 
lating family members, had been married five times, and had 
an itinerant life style. Her sister reported that Ms. A had had 
no previous psychotic symptoms. During childhood she had 
frequently been molested by her father, and she had often 
used physical illness as a means of getting attention. As an 
adult she had complained of multiple illnesses (including 
cancer) and had had several operations. 


DISCUSSION 
Recognition of Factitious Mourning 


Our study and that by Snowdon and associates (1) 
highlight commonalities in the presentation and back- 
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TABLE 1. Data on 20 Patients With Factitious Mourning 


Previous Previous Factitious History of 
Age Psychiatric Suicide Physical Alcohol or 
Patient (years) Sex Admissions Attempts Symptoms Drug Abuse Discharge Diagnosis Related Information 

1 22 M >10 No? Yes No Grief reactions, Hospitalized since age 5 

seizure disorder with Klinefelter’s syn- 
drome, violent behavior, 
and nonsuicidal self- 
mutilation (IQ=68) 

2 20 F >2 Yes Yes Yes Chronic depression, Said story of “deaths” 
Briquet’s syndrome, was used to “justify” 
substance abuse depression 

3 51 M — — Probable Probable Factitious mourning, Elaborate personal his- 
depression tory appeared self-delu- 

sional 

4 20 M 30 Yes Yes Yes Passive-aggressive Multiple hospitalizations 
personality as a child for surgery 

5 25 M L4 Yes Yes Yes Factitious mourning Used hospital as a hotel, 

"practiced" deafness and 
blindness since age 15 

6 26 M 23 Yes Yes — Conversion reaction, “Visions” of deceased 
sociopathy, seizure parents, angry after 
disorder feigned muteness and fac- 

titious mourning revealed 
by Amytal interview 

7 54 M 5 Yes No Yes Alcoholism 12 years in prison for 

fraud, compulsive lying 

8 28 M — Probable? No — Grief reactions Schizoid, paranoid ten- 

dencies on mental status 
examination without for- 
mal thought disorder 

9 27 F None No No No Psychogenic amnesia’ ^ Previously used “deaths” 

and grandiose stories to 
get parental approbation 
and support 
10 32 M >1 No Yes No Grief reaction! Total of 11 years in pris- 
on, where he worked in a 
medical clinic 
11 39 F — — Yes Yes Organic brain psycho- Florid psychotic symp- 
sis, mental retardation toms may have been 
factitious (IQ=68) 
12 23 M — No Yes — Confabulation, mental —Six-year history of con- 
retardation stant confabulation and 
antisocial behavior 
13 38 F 3 cot Yes —- Factitious mourning, Rheumatic fever as child, 
borderline personality, often used illness to get 
diabetes attention 
14 42 M 3 No Yes Yes Adjustment disorder, Angered when letter for 
passive-dependent disability payments not 
: personality provided 
15 26 F >20 Yes Yes Yes Borderline personality, Sent to 2 different psychi- 
atypical bipolar atric wards during this 
disorder hospitalization 
16 29 M — Probable No Yes Depression Intoxicated on admission, 
many crying spells, 
elaborate life history 
17 55 M >10 Yes Yes Yes Alcoholism, passive- Frequently reported 
aggressive personality bizarre, violent deaths to 
justify admission for 
treatment of alcoholism 
18 39 M >2 Yes Yes Yes Factitious disorder, Had 2% years of weekly 
mixed personality therapy focusing on 
disorder “grief” before admission 
19 15 F None Probablea Yes Yes Adjustment disorder Mother had ulcerative co- 
with mixed emotional litis and other somatic 
features complaints 
20 27 M >25 Yes Yes Yes Antisocial personality, | Moved from jails to shel- 


substance abuse 


ters, then to hospitals in 
continuous cycle 





aHad multiple laceration scars on arms. 


bNot admitted. 
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ground of patients with factitious mourning that may 
aid in its recognition. The dramatic and often violent 
nature of the reported deaths, combined with a pro- 
longed difficulty in contacting informants, is almost 
pathognomonic. The bereavement itself is often atypi- 
cal: The expected dysphoric affect is absent in some 
patients, thoughts of self-harm that Clayton and asso- 
ciates (2) considered to be uncommon in true bereave- 
ment are common in patients with factitious mourn- 
ing, and the urgent demand for hospitalization from 
most of these patients is rare in patients with bona fide 
acute grief reactions (we saw none in the 10 months of 
our study). Evidence or history of mild suicidal ges- 
tures, medical care abuse, substance abuse, and depres- 
sion was seen in many patients from our study and 
that of Snowdon and associates. Other features of the 
patients' profiles included lack of visitors on the ward, 
knowledge of hospital routines but denial of previous 
hospitalization, refusal to agree to release of informa- 
tion from other hospitals, and extensive involvement 
of staff and other patients in the “grieving” process 
(such as one patient's taking collections for his wife's 
funeral). In cases in which no informant was available, 
the best method of confirming suspected factitious 
mourning was to obtain the location and date of the 
death or deaths and check this information with the 
appropriate county coroner's office. 

There were differences between our study and that 
of Snowdon and associates. Our study included more 
patients admitted for suicidal ideation (15 of 18 versus 
1 of 12 patients) but fewer patients admitted for 
reported or actual suicide attempts (2 of 18 versus 7 of 
12 patients). This may reflect different attitudes about 
suicidal behavior between the United States and Brit- 
ain. Our study included more patients who were 
reported to have sociopathic behavior (13 of 20 versus 
1 of 12 patients). We had fewer referrals from liaison 
psychiatrists (2 of 20 versus 8 of 12 patients), probably 
because Snowdon himself worked as a liaison consul- 
tant and accepted medical patients in whom factitious 
mourning was not a chief complaint. 

Data from both studies show that while factitious 
mourning is not common, it js by no means rare. In our 
study, 3 cases were detected and 8 other suspected 
cases were confirmed by one clinician (M.R.P.) within 
a 14-month period, and in Snowdon's study 6 cases 
were detected by one clinician in an 18-month period. 
In at least 2 of our subjects (patients 1 and 9) the 
factitious nature of the mourning would not have been 
suspected had we not been sensitized by our study, and 
another subject (patient 18) had gone unrecognized 
during 21⁄2 years of weekly "grief work." This suggests 
that there may be many such patients who go undetect- 
ed. In an average hospital practice a sensitized psychia- 
trist might be expected to see several cases of factitious 
mourning a year. 


Differential Diagnosis 


The cases of factitious mourning that we have 
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reviewed highlight several of the difficulties in applying 
DSM-III criteria to establish a diagnosis of factitious 
disorder and to differentiate it from somatoform disor- 
ders and malingering. All of the patients toid elaborate 
and graphic stories that later proved to be untrue, thus 
meriting the description pseudologia fantastica. Ob- 
scured within the maze of these fabrications, however, 
are individuals with complex and multiple psycho- 
pathologies, the diagnosis of which hinged on careful 
clinical assessment. 

The first problem is to establish whether a reported 
symptom is factitious. Feigned bereavement does not 
necessarily preclude the presence of true psychological 
or physical symptoms. For example, patien: 2 said that 
she created the story of family deaths to "justify" her 
severe depression. Clinicians felt that at least 4 of the 
patients actually experienced the depressive symptoms 
they reported; 6 subjects (patients 2, 11, 13, 16, 17, 
and 18) were treated with tricyclic antidepressants and 
another (patient 15) was treated with lithium. The 
other patients were felt to be simulating thei “depres- 
sion." This important distinction between real and 
feigned depression was necessarily based or the limited 
evidence of behavioral observation, since patients’ 
reports could not be trusted. Similarly, the differentia- 
tion between patient 4's real seizures and simulated 
seizures rested on the clinician's subject» e impres- 
sion. 

The next step is to determine whether a given 
factitious symptom is under voluntary control. For 
example, if a factitious physical symptom is involun- 
tary, a DSM-III diagnosis of somatoform cisorder is 
used, but if it is voluntary, a diagnosis of factitious 
disorder or malingering is appropriate. In many cases 
it is not possible to make such a distinction. Patients 
are not either conscious or unconscious of their falsifi- 
cation but, rather, more or less conscious of it. Nadel- 
son (3) proposed a continuum of awareness on the part 
of the patient in producing the deception. This concept 
fits our clinical observations more accurately than does 
the voluntary versus involuntary dichotomy of DSM- 
III. Moreover, the evident compulsive quality of many 
of these symptoms suggests that even when tne patient 
is fully aware of the falsification, it may or may not be 
under his or her voluntary control. Patient. 7, for 
example, had a lifetime history of compulsive lying 
and when confronted would readily admit that his 
symptoms were factitious, saying that he did not know 
why he was doing it. Another factor that confounds 
the clinician's attempt to determine voluntary versus 
involuntary control of factitious symptoms is the pa- 
tient's occasional transformation of deception of oth- 
ers into deception of self. Patient 3 expressed difficulty 
in “differentiating fact from fiction," and his elaborate 
story and simulated depression appeared to cross the 
boundary into delusional self-deception. Factitious 
symptoms may also be part of a psychosis (as may 
have been the case with patients 6, 11, and 18). These 
problems made it very difficult to differentiate with 
any certainty what DSM-III diagnosis should be ap- 
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plied to the multiple factitious physical and psycholog- 
ical symptoms reported by our patients; in many cases 
the decision was arbitrary. 

If a factitious symptom is voluntary, the clinician’s 
final hurdle in establishing a diagnosis is to determine 
the apparent goal of the patient’s behavior. If there is 
an obviously recognizable goal other than the patient 
role, the DSM-III diagnosis is malingering, but if the 
behavior can only be understood in terms of intrapsy- 
chic needs, the diagnosis is factitious disorder. The 
very nature of these patients, however, frequently 
makes it impossible to establish the goal of their 
behavior. The 7 patients who lacked reliable infor- 
mants, for example, may have been evading the law or 
using the hospital for some other ulterior motive. For 
many of our subjects, such as patient 5, the assump- 
tion of the patient role through factitious symptoms 
was simply a means of obtaining room and board and 
was not otherwise understandable in terms of the 
patients’ intrapsychic needs. DSM-III is ambiguous 
about which diagnosis should be used for such pa- 
tients. 


Etiological Models 


Because DSM-III was of limited use in categorizing 
these patients and of no use in helping us to under- 
stand them, we searched for other frameworks to help 
unify their presentations into a comprehensible system. 
Snowdon and associates (1) and Cheng and Hummel 
(4) view factitious psychological symptoms as variants 
of Miinchausen’s syndrome, and thus the psychoana- 
lytic, interactional, and sociological models proposed 
for factitious physical symptoms may also have rele- 
vance for factitious mourning. 

The psychoanalytic literature suggests that there is 
extensive psychopathology underlying factitious ill- 
ness. Spiro (5) identified sociopathy, hysteria, and 
schizophrenia.in 38 cases of chronic factitious illness 
accumulated from the literature. Nadelson (3) consid- 
ered all forms of falsification of illness as a subgroup of 
borderline character disorders, and Grinker (6) viewed 
medical imposture as a means of mastering earlier 
traumas. 

Interactional and sociological models instead sug- 
gest that the fundamental problem in factitious illness 
is the patient's abnormal way of relating to help givers. 
Cramer and associates (7) identified a pathological 
physician-patient relationship as the primary problem 
of Münchausen's syndrome, hysteria, and malingering. 
Similarly, Ries and associates (8) unified the DSM-III 
diagnoses of somatoform disorders, factitious disor- 
ders, and malingering, considering them all forms of 
addiction to or abuse of medical care. Applying a 
sociological approach, Barsky (9) emphasized the so- 
cial learning of children about illness, and Pilowsky 
(10) proposed “abnormal illness behavior" as a useful 
means of categorizing all forms of factitious symp- 
toms. At a later time we plan to explore more fully the 
theoretical questions raised by this group of patients. 
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Henderson (11) combined abnormal illness behav- 
lors, suicide attempts, neurotic depression, shoplifting, 
and multiple illegitimate pregnancies under the rubric 
of “abnormal care-eliciting behaviors," which he felt 
may occur when an individual perceives that he or she 
is receiving insufficient caring from others. The history 
of suicide attempts, depression, sociopathy, substance 
abuse, and factitious physical symptoms in many of 
our patients supports Henderson’s hypothesis of a 
common underlying etiology for all abnormal! care- 
eliciting behaviors and suggests that factitious psycho- 
logical symptoms should be included in this spectrum 
of disorders. We feel it is more useful to view factitious 
mourning as dysfunctional care-eliciting behavior 
rather than as part of a specific diagnostic syndrome, 

Pathological factitious illness may be seen as the top 
of a pyramid of behavior patterns the base of which is 
formed by the everyday exaggerations of physical 
symptoms and feigned illnesses we all use to avoid 
minor responsibility, to deny failure, and to evoke 
caring within our family or social networks. Our 
findings suggest that individuals may choose from a 
wide range of adaptive and maladaptive behaviors; the 
specific choice depends on past learning and the cir- 
cumstances at the time. For some, such as patient 6, 
the choice of method may be a conscious one: “I 
usually overdose to get into a hospital when I feel 
lonely or depressed, but this time I had no medication 
so | made up a story." The factitious deafness, mute- 
ness, and blindness used by several patients further 
support the view that each patient “learns” a reper- 
toire of techniques for eliciting help. It is impossible to 
determine whether this is a conscious or unconscious 
learning process unless the patient can be encouraged 
to discuss his illness after being discovered, as was the 
case with patient 5, who stated, “It is a great advan- 
tage to have people assume that you can’t hear or see 
when really you can.” The presence of psychogenic 
amnesia in patients 9 and 13 suggests that dissociative 
disorders may also be considered part of this repertoire 
of care-eliciting behaviors. 

At what point should a care-eliciting behavior be 
considered maladaptive? For patient 9 the factitious 
death was clearly effective in getting attention and 
sympathy from distant family members, and the pa- 
tient would not have come to medical attention with- 
out being forced to do so by her mother. If the mere 
fact of factitiousness makes the behavior maladaptive, 
our scope of behaviors would obviously be too large; 
but, on the other hand, using arrival at medical 
attention as the criterion for maladaptiveness seems 
unnecessarily arbitrary. Resolution of the dilemma 
depends on an understanding of the societal and family 
norms for the patient and an awareness of how much 
the behavior limits social and occupational effective- 
ness. 

Henderson (11) reported that care-eliciting behavior 
is more common in women. Why, then, were there 
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more male patients in our study? Maladaptive care- 
eliciting behaviors have both a neurotic component in 
that there is an unsatisfied intrapsychic need and a 
deviant component in that the behavior is contrary to 
accepted societal norms. It is possible that the behav- 
iors which are predominantly neurotic (e.g., hysteria) 
may be used by women more often and those which 
are predominantly deviant (e.g., factitious mourning) 
may be used by men more often. A similar relationship 
between sociopathy and hysteria is supported by the 
elegant epidemiological studies of Cloninger and asso- 
ciates (12). 


Patient Management 


The clinician's tendency to postpone confronting 
such "fragile" patients should be avoided, since this 
only prolongs their misuse of psychiatric services. 
Patients with factitious illnesses often emotionally 
involve several inpatient and outpatient professionals, 
elicit support from other patients, and monopolize 
group therapy, thus detracting from the treatment of 
others while defending against their own fundamental 
difficulties. As with other characterological manipula- 
tions, it is extremely difficult to deal effectively with 
their underlying psychopathology until this systems 
abuse has been stopped. 

Once discovered, these patients frequently discharge 
themselves, often in response to anger and rejection 
expressed by staff at being duped. Several authors (1, 
3, 8) have stressed the importance of airing these 
feelings and explaining the severe psychopathology— 
and hence need for treatment—that factitious illness 
indicates, thus minimizing staff anger and making it 
possible to confront the patient in a nonjudgmental 
manner. Early recognition of the falsehood by sensiti- 
zation to the possibility should reduce staff resentment 
(8), limit unnecessary medical interventions (7), and 
curtail development of pathological careers (12), thus 
facilitating appropriate psychiatric treatment. 

Most authors have considered the characterological 
problems of these patients to be in the borderline 
spectrum. Nadelson (3) was pessimistic about treat- 
ment; Ries and associates (8) suggested minimizing 
staff splitting by having one staff person designated to 
work with the patient and recommended brief but 
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regular contacts on a time-contingent rather than a 
distress-contingent basis; and Stone (13) recommend- 
ed vigorous, repeated confrontation in order to break 
through the denial so the hostility and deoression can 
be dealt with. Groves’ guidelines for management of 
the four types of “hateful patient" (14) and Linehan’s 
cognitive-behavioral approach for suicidal patients 
(15) may also be helpful. These patients should be 
redirected to outpatient therapy that entails repeated 
confrontation of characterological defenses, identifica- 
tion of the primary and secondary gains of the facti- 
tious ilIness behavior, and development oí more adap- 
tive means of gratifying the patients' needs. 
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Critique of the Danish-American Studies 
of the Biological and Adoptive Relatives of Adoptees 
Who Became Schizophrenic 


Theodore Lidz, M.D., and Sidney Blatt, Ph.D. 


The authors present various reasons why their 
analysis of the data provided by the Danish- 
American studies of the relatives of adoptees who 
became schizophrenic demonstrates that the data do 
not support the investigators’ claims that their 
studies provide conclusive evidence of a significant 
genetic factor in the etiology of schizophrenia. When 
taken together with the authors’ earlier 
demonstration that the investigators’ more direct 
study of the adopted-away offspring of schizophrenic 
parents failed to provide statistically significant 
evidence of a genetic influence, these adoption 
studies indicate that although genetic factors may 
play some role in the etiology of chronic 
schizophrenic disorders, such findings are far from 
definite or proven. (Am J Psychiatry 140:426—434, 
1983) 


he series of studies of adopted children carried out 

in Denmark by Rosenthal, Kety, Wender, Schul- 
singer, and colleagues has been widely accepted as 
providing conclusive evidence of a strong genetic fac- 
tor in the etiology of schizophrenic disorders. Some 
have accepted these studies as having proven that 
schizophrenia is essentially a genetic disorder (1, 2). 
The investigators have not usually drawn such defini- 
tive conclusions, and Kety has even written, “There is 
no doubt ... that important environmental determi- 
nants exist" (3, p. 1136). However, they have also 
made less restrained claims: “With the exception of 
one finding in one experiment, adoption studies have 
demonstrated that genetic and not rearing factors play 
an etiological role in the schizophrenias" (4, p. 777). 
The impact of these claims on the treatment of 
schizophrenic disorders as well as on research and the 
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funding of research has been profound. It seems essen- 
tial to evaluate carefully whether the data reported in 
these studies support such conclusions. We are not 
questioning the presence of genetic factors in the 
etiology of schizophrenic disorders for which twin 
studies provide presumptive evidence but simply the 
findings of these adoption studies. 

The claims made for the studies rest primarily on the 
study of the adopted-away offspring of schizophrenic 
parents (5, 6) and the study comparing the biological 
and adoptive relatives of schizophrenic adoptees (7—9). 
In a previous paper (10) we demonstrated that the 
claim that a significantly greater percentage of adopt- 
ed-away offspring of schizophrenic parents than of 
nonschizophrenic parents developed disorders poten- 
tially related to schizophrenia depends on the inclusion 
of nonschizophrenic parents in the schizophrenic se- 
ries; the difference did not exist when the nonschizo- 
phrenic parents were excluded. 

In this paper we examine the studies of the occur- 
rence of schizophrenic and related conditions in the 
biological and adoptive relatives of adopted individ- 
uals who became schizophrenic (8, 9). The investiga- 
tors sought to differentiate genetic from intrafamilial 
environmental factors by comparing the occurrence of 
such disorders in the biological and adoptive relatives 
of schizophrenic patients who had been adopted at a 
very early age. However, a direct comparison between 
biological and adoptive families could not be made. 
Adopting families in Denmark are carefully screened 
for substantial psychiatric disorders, but many chil- 
dren given up for adoption are illegitimate and tend to 
come from families with unstable relatives. It was 
necessary to have as control subjects the biological 
relatives of nonschizophrenic adoptees. Thus four se- 
ries of relatives were studied: the biological and adop- 
tive relatives of both the schizophrenic and control 
probands. A significantly higher occurrence of schizo- 
phrenic and related disorders in the biological relatives 
of schizophrenic than in those of control probands 
would indicate a genetic factor if the adoptive environ- 
ments in which the schizophrenic and control pro- 
bands were raised were reasonably equivalent. 

The study made the somewhat questionable assump- 
tion that the presence of adoptive relatives with schizo- 
phrenia or related disorders can be considered indica- 


Am J Psychiatry 140:4, April 1983 


tive of a schizophrenogenic environment. Unfortunate- 
ly, the method of making the comparisons was 
seriously marred because most of the pertinent psychi- 
atric disorders occurred among the 104 half-siblings of 
the schizophrenic probands, and no information was 
provided about these half-siblings’ other parent or the 
families in which they were reared. Further, because 
the adoptive families collectively contained only 3 half- 
siblings, direct comparisons of the biological and 
adoptive series could be made only for first-degree 
relatives—a fact that the investigators sometimes over- 
looked (8, p. 358). Thus the major interest in the study 
became the comparison of the biological relatives of 
the schizophrenic and control probands rather than 
the original purpose of the project. 


METHOD OF THE STUDIES 


Five hundred seven (9%) of the 5,483 adoptees in 
the Copenhagen area who had been legally adopted by 
nonrelatives between 1924 and 1947 had been in 
psychiatric institutions at some time. On the basis of 
summaries of their records, Kety, Wender, and Schul- 
singer each made an independent diagnosis and then 
reached a consensus diagnosis of schizophrenia in 34 
of the 507. Because 2 of the 34 were identical twins, 
there were 33 index families. Seventeen schizophrenic 
probands were diagnosed as having chronic, 7 as 
having acute, and 9 as having borderline schizophre- 
nia. Thirty-four control probands, carefully matched 
with the schizophrenic probands, were chosen from 
among the adoptees who had never been admitted to a 
psychiatric facility. Although the mean age of the 
schizophrenic adoptees at separation from their bio- 
logical parent was 3.5 months, their mean age at 
transfer to the adoptive parents was 18.3 months; their 
mean age at legal adoption was 38 months. The figures 
for the control probands were similar. The biological 
and adoptive relatives of both the schizophrenic and 
control probands were traced through population reg- 
isters. 

In the original study the records of the national 
psychiatric register, the major psychiatric hospitals, 
the police, prisons, military, and the Mothers’ Aid 
Society were searched for data concerning all the 
biological and adoptive relatives of the index and 
control probands. The investigators believed that vir- 
tually all relatives who had been in psychiatric facilities 
or had been seen by psychiatrists were located. The 
records of the relatives were abstracted and edited 
carefully to delete data that might indicate to which of 
the four series a relative belonged. The abstracts varied 
considerably with regard to the amount of information 
they contained, but most were deemed sufficient to 
enable “diagnostic assessment with a reasonable de- 
gree of confidence" (8, p. 351)—even for the subtle 
diagnostic differentiations the investigators sought to 
make. Four investigators each made a diagnosis on the 
basis of the abstracts, but no estimates of the inter- 
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judge reliability have been provided; they then reached 
a consensus diagnosis by discussion. All of the 67 
psychiatrically disturbed relatives were given diag- 
noses (8, tables 4a and 4b), and although only a few 
were clearly schizophrenic, others had soine schizo- 
phrenic or schizophrenic-like symptoms or attributes 
that might be genetically related to schizophrenia. The 
investigators decided to place these relatives in one of 
the following seven categories, which they collectively 
termed “schizophrenic spectrum disorders": 

1. Chronic or process schizophrenia (labeled B1 by 
the investigators). 

2. Acute schizophrenic reaction, including schizo- 
affective psychoses, possible schizophreniform psycho- 
ses, acute paranoid reactions, and homosexual panic 
(B2). 

3. Borderline or latent schizophrenia, including 
pseudoneurotic, borderline, and ambulatory schizo- 
phrenia; questionable simple schizophrenia; psychotic 
characters; and "severe schizoid individua's" (B3). 

4. Inadequate or schizoid personality, = somewhat 
heterogeneous group who could be classified as either 
inadequate or schizoid according to DSM-I. “Persons 
so classified often had many of the characteristics of 
the B3 [borderline or latent schizophrenia] category, 
but to a considerably milder degree" (C). 

5. Uncertain chronic schizophrenia (D1 . 

6. Uncertain acute schizophrenia (D2). 

7. Uncertain borderline or latent schizophrenia 
(D3). 

The uncertain diagnoses were made fo: two very 
different reasons: either because “information was 
lacking" or because “even if enough infcrmation is 
available, the case does not fit clearly into an appropri- 
ate B category" (8, p. 352). 


ANALYSIS OF THE STUDY DATA 


When the 21 relatives who received tic various 
schizophrenic spectrum diagnoses were sorted into the 
four series, 13 were biologically related to schizo- 
phrenic probands, 3 were biologically related to con- 
trol probands, 2 were adoptive relatives of schizo- 
phrenic probands, and 3 were adoptive relatives of 
control probands. The investigators believec that these 
data provided rather clear-cut evidence of genetic 
influences in the etiology of schizophrenia and claimed 
that the biological relatives of schizophrenic probands 
differed from the biological relatives of control pro- 
bands at the statistically significant level of p=.0072, 
one-tailed. This striking figure, however, is incorrect. 
Nine of the 13 spectrum diagnoses in the biological 
relatives of schizophrenic probands were in half-sib- 
lings, and these were given the same genetic weight as 
first-degree relatives (parents and full sibl'ngs:. The 
genetic weight given to affected half-siblings depends 
on whether the common parent is affected; whether 
the other parent is known and, if known, is affected; 
and the genetic model used. Adequate information for 
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such calculations is not available, but with so few 
parents affected, the expected risk for half-siblings is 
less than half the risk for first-degree relatives (11). 
Moreover, in a genetically determined disorder, first- 
degree relatives are affected more frequently than 
second-degree relatives, but here only 4.8% of the 
first-degree relatives and 10.5% of the second-degree 
relatives received spectrum diagnoses. 

Various studies of the prevalence of schizophrenia, 
which have almost always been based on the number 
of relatives diagnosed in a psychiatric facility or by a 
psychiatrist, have yielded the following means: 4.2% 
of parents, 7.5% of siblings, and 3.2% of half-siblings 
of schizophrenic patients become schizophrenic (12). 
A somewhat similar figure would be anticipated in this 
study, at least for the relatives of the probands with 
chronic and acute schizophrenia. A considerably high- 
er percentage of the broader spectrum diagnoses than 
of clear-cut schizophrenia would be anticipated (13). 
In this study only 1 of the 150 biological relatives of 
schizophrenic probands (.67%) received a diagnosis of 
chronic schizophrenia, less than would be anticipated 
in a sample of the general population (.8%—1.5%). 
Only 3 of the 63 biological parents of schizophrenic 
probands received any diagnosis: 1 definite and 1 
uncertain borderline or latent schizophrenia and 1 
inadequate or schizoid personality. This contrasts with 
2 “stronger” diagnoses in the biological parents of 
control subjects: 1 chronic schizophrenia and 1 bor- 
derline or latent schizophrenia. The statistically signifi- 
cant difference claimed derives from 9 spectrum diag- 
noses made in the biological half-siblings of schizo- 
phrenic probands (1 definite and 1 uncertain chronic 
schizophrenia and 5 definite and 2 uncertain border- 
line or latent schizophrenia), in contrast to none in the 
biological half-siblings of control probands. 

The absence of any schizophrenic spectrum disor- 
ders among the 88 half-siblings of control probands 
requires consideration, because the statistically signifi- 
cant difference between the biological relatives of 
schizophrenic and control probands may be more a 
function of the absence of diagnoses in the half-siblings 
of the control probands than the 9 diagnoses in the 
half-siblings of the schizophrenic probands, particular- 
ly because many were probably adopted children, in 
whom most investigators have found a relatively high 
prevalence of psychiatric disorders (14, 15). The ab- 
sence of diagnoses in the half-siblings of control pro- 
bands will be considered further in our analysis of the 
expansion of the study to cover the adoptees in the 
remainder of Denmark. 

In brief, the investigators were impressed by the 
difference in the number of spectrum diagnoses in the 
biological half-siblings of schizophrenic and control 
probands, but they were not constrained by the lack of 
any notable difference in the number of diagnoses in 
the first-degree relatives or the virtual absence of 
diagnoses of clear-cut schizophrenia in any biological 
relatives of the schizophrenic probands. The data do 
not provide evidence for their statement, “The conclu- 
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sion appears warranted that the roughly 10% preva- 
lence of schizophrenia found in the families of natural- 
ly reared schizophrenics is a manifestation of genetical- 
ly transmitted factors” (8, p. 359), because only 1 of 
the 150 biological relatives was clearly schizophrenic. 

In order to increase the size of their sample, they 
extended the study to records for all of Denmark. We 
have seen only two preliminary reports of the expan- 
sion, and these differ slightly (7, 16). Neither permits a 
proper reanalysis of the data because neither differenti- 
ates between first-and second degree relatives, which 
we have shown is essential for proper statistical analy- 
sis. 

The expansion of the study to all of Denmark 
uncovered 41 additional schizophrenic probands with 
a total of an additional 256 biological and 210 adop- 
tive relatives (table 1). Because the 33 schizophrenic 
probands in the original sample came from the Copen- 
hagen area, which makes up only 20% to 25% of the 
Danish population (8), the number of probands and 
their relatives added by the expansion to all of Den- 
mark is surprisingly small. 

In the expansion of the study, 6 of the 256 addition- 
al biological relatives of schizophrenic probands were 
given the diagnosis of chronic schizophrenia; 5 of these 
were relatives of probands with the same diagnosis. 
This is in contrast to the single diagnosis of chronic 
schizophenia in the original 150 biological relatives of 
schizophrenic probands. Although the difference is 
noteworthy, a total of 7 diagnoses of chronic schizo- 
phrenia in a series of 406 relatives constitutes only 
1.7%, just above the .8%—1.5% found in samples of 
the general population and perhaps not above the 
expectation for a study group of parents who had 
given up children for adoption and containing many 
adopted children. Contrary to expectation based on 
genetic transmission, that many more disorders less 
severe than chronic schizophrenia should be found 
(13), only 5 other biological relatives received any of 
the less severe diagnoses. Moreover, only 4.3% of the 
additional relatives in contrast to 8.696 of the original 
sample received spectrum diagnoses. Even more strik- 
ing is the paucity of diagnoses among either the 
biological or the adoptive relatives of control pro- 
bands, which emphasizes the likelihood that the statis- 
tically significant difference between the relatives of 
schizophrenic probands and control probands may not 
be due to a high incidence of disorder in the relatives of 
schizophrenic probands but, rather, to the very low 
prevalence of spectrum disorders found in the relatives 
of control probands. Only 2 diagnoses—both uncer- 
tain borderline or latent schizophrenia—were made in 
the 441 relatives not biologically related to a schizo- 
phrenic proband: biological and adoptive relatives of 
control probands and adoptive relatives of schizo- 
phrenic probands (table 1). At least 3—4 persons with 
clear-cut schizophrenia (.8%) would be expected in a 
population of 441 on the basis of various studies of the 
occurrence of schizophrenia in the general population. 

Examination of table 1 indicates that the study may 
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TABLE 1. Schizophrenic Spectrum Diagnoses of Relatives of Schizophrenic and Control Probands Based on Records? 





Relatives With Schizophrenic Spectrum Diagnoses 


Chronic Acute Borderline or Uncertain Inadequate Total 
Schizo- ^ Schizophrenic Latent Schizo- or Schizoid 22 
Group Relatives phrenia Reaction Schizophrenia phrenia* Personality N % 
BIOLOGICAL RELATIVES OF 
SCHIZOPHRENIC PROBANDS, 
BY DIAGNOSIS 
Chronic or process schizophrenia 
Original sample (17 probands) 87 1 0 4 3 1 9 103 
Additional sample (20 probands) — 130 $ 1 2 1 0 9 6.9 
Acute schizophrenic reaction 
Original sample (7 probands) 30 0 0 0 0 0 0 
Additional sample (6 probands) 31 0 0 0 0 0 0 
Borderline or latent schizophrenia 
Original sample (9 probands) 33 0 0 2 1 1 4 12.0 
Additional sample (15 probands) 95 1 0 1 0 0 2 Z1 
Totals 
Original sample (33 probands) 150 1 0 6 4 2 13 8.6 
Additional sample (41 probands) 256 6 1 3 1 0 11 4.3 
Total (74 probands) 406 Z 1 9 5 2 24 5.9 
ADOPTIVE RELATIVES OF 
SCHIZOPHRENIC PROBANDS 
Original sample (33 probands) 74 0 0 0 1 1 2 24 
Additional sample (41 probands) 99 0 0 0 0 0 0 
BIOLOGICAL RELATIVES OF 
CONTROL PROBANDS 
Original sample (34 probands) 156 1 0 1 1 0 3 1.9 
Additional sample (41 probands) 231 0 0 1 0 1 4 
ADOPTIVE RELATIVES OF CON- 
TROL PROBANDS 
Original sample (34 probands) 83 1 0 1 1 0 3 3.6 
Additional sample (41 probands) 111 0 0 0 1 0 1 9 
TOTALS*« 
Original sample (101 probands) 313 2 0 2 3 1 8 2.6 
Additional sample (123 probands) 441 0 0 0 2 0 2 a 
Total (224 probands) 754 2 0 2 5] 1 10 1.3 


aBased on table 1 in reference 16 and tables 4a and 4b in reference 8. 
"Uncertain diagnoses of chronic, acute, and borderline or latent schizophrenia, 
‘Total includes biological and adoptive relatives of control probands and adoptive relatives of schizophrenic probands. 


provide some evidence of genetic influences in the schizophrenic probands and 81% of the control pro- 
etiology of chronic schizophrenia, because 6 (2.8%) of ^ bands. Because most of the adoptive relatives were 
the 217 biological relatives of probands with chronic parents and many had died, only 50% could be 
schizophrenia developed this disorder, evidence we interviewed. The protocol was edited to delete all 


shall discuss later. However, the study provides virtu- information that might reveal the series to which the 
ally no evidence of a genetic relationship between relative belonged; it was then translated into English. 
chronic schizophrenia and the lesser, spectrum disor- Kety, Rosenthal, and Wender each recorded a primary 
ders. diagnosis for each protocol independently and later 


held a conference at which they were required to reach 
a consensus diagnosis. 


STUDIES BASED ON INTERVIEWS In contrast to the study based on records, this study 
is very difficult to reanalyze and evaluate because the 
Because the investigators recognized that more spec- ^ percentages of subjects interviewed varied from series 


trum disorders would be found if the relatives were to series; the data are presented in an inconsistent 
interviewed, and to obtain material concerning each manner, with various tables based in different ways, 
relative’s environmental background, Dr. Jacobsen ^ sometimes on the number of relatives interviewed and 
sought to interview all available relatives in the Copen- sometimes on the total number of relatives; sometimes 
hagen sample. It is primarily on this study that the the diagnoses counted derive from interviews alone 
investigators have rested their widely accepted claims ^ and sometimes from both interviews and records; and 
of having established definitive evidence of a signifi- ^ their calculations contain several important errors. 

cant genetic influence in the etiology of schizophrenic This study based on interviews did not deal with 
disorders. Jacobsen managed to interview or gain schizophrenic spectrum disorders. The investigators 
“adequate information” about 45% of the parentsand dropped the diagnosis of inadequate or schizoid per- 
83% of the half-siblings: 68% of all the relatives of the sonality from their tables and calculations and limited 
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the schizophrenia-related conditions to definite and 
uncertain chronic, acute, and borderline or latent 
schizophrenia, which they designated “Definite and 
Uncertain Schizophrenia." However, although the in- 
vestigators defined “Definite Schizophrenia" as mean- 
ing that the judges agreed that the diagnosis was either 
chronic, acute, or latent schizophrenia, the term is 
highly misleading. Because they defined latent schizo- 
phrenia to include borderline states, questionable 
schizophrenia, psychotic characters, and severe schiz- 
oid personalities, many of the subjects placed in this 
category were not definitely schizophrenic but, rather, 
were definitely not schizophrenic. 

The investigators’ rationale for excluding the sub- 
jects with the diagnosis of inadequate or schizoid 
personality was that 13 biological relatives of schizo- 
phrenic probands and 13 biological relatives of control 
probands were given this diagnosis and therefore it 
was not considered to differentiate the series. Howev- 
er, they failed to take into account the very different 
distribution of the diagnoses of inadequate or schizoid 
personality in the two series: among the relatives of 
schizophrenic probands, 7 were first-degree and 6 
were second-degree; among the relatives of control 
probands, however, 2 were first-degree and 11 were 
second-degree. As we shall see, several critical statisti- 
cally significant findings depend on the exclusion of 
the diagnosis of inadequate or schizoid personality. 
Such a post hoc change in criteria might be permissible 
if it could be shown that this diagnosis could be 
differentiated reliably from the more indefinite diagno- 
sis of uncertain borderline or latent schizophrenia as 
well as from the nonspectrum diagnosis of personality 
disorder that had been given 49 biological relatives of 
control probands and only 27 relatives of schizophren- 
ic probands (9, table 2). No estimates of interjudge 
reliability are provided, and one judge diagnosed 22 
(1396) of the relatives of schizophrenic probands and 
only 6 (3.6%) of the relatives of control probands as 
having inadequate or schizoid personality (16, p. 218), 
which suggests that the interjudge reliability could not 
have been very high. 

On the basis of the protocol of a single interview, the 
judges differentiated between inadequate or schizoid 
personality and uncertain borderline or latent schizo- 
phrenia, even though their definitions of these two 
diagnoses overlap, both are indefinite concepts, and 
the definition of uncertain borderline or latent schizo- 
phrenia is even more ambiguous than a definite diag- 
nosis of the disorder. Reliability estimates seem essen- 
tial, particularly because in the biological relatives of 
schizophrenic probands, 50% of the “Definite and 
Uncertain" diagnoses were uncertain borderline or 
latent schizophrenia, and 32% of their “Schizophrenic 
Spectrum Diagnoses" were inadequate or schizoid 
personalities, and these two diagnoses together consti- 
tuted 66% of the “spectrum” diagnoses. Moreover, 
when Spitzer and Endicott (17) attempted to differenti- 
ate the subjects diagnosed as having spectrum disor- 
ders from subjects outside the spectrum, they did not 
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differentiate definite and uncertain borderline or latent 
schizophrenia and inadequate or schizoid personality 
but grouped them together as “schizotypal personal- 
ities.” Kety and associates (16, p. 220), in commenting 
on these findings, agreed, admitting that “‘it is doubtful 
that we could demonstrate a significant differentiation 
between these categories." Thus any statistically signif- 
icant difference based on the exclusion of the diagnosis 
of inadequate or schizoid personality is questionable if 
not invalid. Indeed, Spitzer and Endicott (17) consid- 
ered their schizotypal personality, including the inves- 
tigators’ definite and uncertain diagnoses of borderline 
or latent schizophrenia, as a subcategory of what had 
been termed “schizoid personality.” 

The investigators' findings for the biological rela- 

tives of schizophrenic probands are presented in table 
2. In table 2, footnote a, we have provided as much 
information as we could find about the distribution of 
relatives diagnosed “inadequate or schizoid personal- 
ity.” 
Because 28 of the 173 biological relatives of schizo- 
phrenic probands and only 8 of the 174 biological 
relatives of control probands were given diagnoses of 
definite and uncertain schizophrenia, the investigators 
claimed that the series differed very significantly (table 
3). Even when the diagnosis of inadequate or schizoid 
personality is included, the difference is still significant, 
but again the 25 diagnoses in the half-siblings have 
been given the same genetic weighting as the 16 
diagnoses in first-degree relatives. However, table 3 
shows that in a calculation not made by the investiga- 
tors, the first-degree relatives of schizophrenic pro- 
bands received a significantly (p«.05) greater number 
of diagnoses than the relatives of control probands 
when the diagnosis of inadequate or schizoid personal- 
ity is included but not when it is left out. 

It is of importance that only 1 diagnosis of clear-cut 
schizophrenia was made in the 69 first-degree biologi- 
cal relatives of schizophrenic probands, a figure within 
the expectation for the general population. Indeed, 1 
diagnosis of chronic schizophrenia was also made in 
the 70 first-degree biological relatives of control pro- 
bands, as well as in the 71 first-degree adoptive 
relatives of schizophrenic probands and the 91 adop- 
tive relatives of control probands. 

Although 5 (2.9%) of the 173 biological relatives of 
schizophrenic probands (4 of whom were half-siblings) 
received diagnoses of chronic schizophrenia, 4 of the 5 
as well as the 1 relative diagnosed as having uncertain 
chronic schizophrenia were all members of just 2 
families. Benjamin (20) criticized the improper weight- 
ing of the half-siblings and also pointed out that the 
total number for the index and control series should be 
the number of probands, 67, and not the number of 
relatives, 349. Calculating by individuals rather than 
families gives undue weight to the relatives of a few 
probands, some of whom may have been reared to- 
gether. Kety and associates (18, p. 416) agreed that “a 
more conservative way to analyze our results would be 
by families. ... We have done that ... and the 
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TABLE 2. Diagnoses of “Definite and Uncertain Schizophrenia" in Biological Relatives of Schizophrenic Probands? 


Maternal Half- Paternal Half- U fed 
ey Pag UL) ARO Nae) ARI Ae) a a Soge A a "Hale 
Schizophrenic Schizophrenic Schizophrenic Schizophrenic Schizophrenic Schizophrenic Siblings 
Diagnosis> N Diagnosis N Diagnosis N Diagnosis N Diagnosis N Diagnosis (N=28)¢ 
Chronic or 

process 
1 1 None 1 None 0 0 0 — 
3 1 Chronic 1 None 0 1 Chronic 3 . Uncertain = 
chronic 
(N=1) 

5 1 None 1 None 1 Latent 1 None 2 None — 

6 1 None 1 Uncertain 1 None 2 None 4 None — 

latentd 

7 1 None 1 None 0 0 0 — 

8 1 None 1 None 0 0 2 Uncertain — 

latent (N=1) 

9 1 None 1 None 0 0 1 Latent — 
12 1 None 1 None 0 0 0 — 
15 1 None 1 None 0 0 0 = 
16 1 None 1 None 0 — — 1 
18 1 None 1 Latent 0 6 None 6 Chronic (N=2), — 

uncertain 
latent (N=1) 
22 1 Latent 3e None 0 2 Chronic (N=1), 12€ None — 
uncertain 
latent (N=1) 
25 1 Uncertain 1 None 0 1 Uncertain 1 Latent — 
latent latenté 
30 1 None 1 None 0 — — 15 
31 1 None 1 None 0 2 Uncertain 0 — 
latent (N71) 
32 1 None 1 None 0 0 2 Uncertain — 
latent (N=1), 
uncertain 
acute (N71) 
33 1 None 1 None 0 — — 1 
Acute 
reaction 
2 I None 1 None 0 2 None 2 Uncertain — 
latent (N=1) 
10 1 None 1 None 0 0 0 x 
14 1 None 1 None 0 Q 5 Uncertain — 
latent (N=1) 
17 1 Uncertain 1 None 0 0 0 — 
latent 
19 1 None 1 None 0 -— — 
24 1 None 1 None 0 — — 2 
28 1 None 1 None 0 4 Uncertain 1 None -— 
latent (N=1) 
Borderline 
or latent 
4 1 None 1 Uncertain 0 0 1  Latentd E 
latent 
11 1 Uncertain 1 None 0 0 3 None s 
latent 
13 1 None 0 0 — — 1 
20 1 None 1 None 0 — — 3 
2] 1 None 1 None 0 0 0 = 
23 1 None 1 None 0 — — 3 
26 1 None 1 None 0 0 0 = 
29 1 None 0 0 2 None 0 — 
34 1 None 1 None 1 None 1 None 4 Latent (N=1) — 


3Based on interviews and records. In addition to the diagnoses given in the table, there were also 7 diagnoses of inadequate or schizoid personality among first-de- 
gree relatives, 2 among maternal half-siblings, and 4 among paternal half-siblings. 

bProbands are numbered according to study of Kety and associates. 

‘The totals given in the investigators’ table 4a (reference 9) included undesignated maternal or paternal half-siblings. Total half-siblings is 104 (41 maternal and 63 
paternal). No diagnoses were ascertained 

dDiagnosis based on records alone; relatives could not be interviewed. 

‘This proband had 3 possible fathers, who had a total of 12 children. The investigators decided to include all 3 fathers rather than the father with the most children, 
even though none of the paternal half-siblings received a diagnosis (Kety, personal communication, 1979). 
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TABLE 3. Diagnoses of “Definite and Uncertain Schizophrenia" and Inadequate or Schizoid Personality in Biological Relatives of 
Schizophrenic and Control Probands@ 





Relatives With Schizophrenia 


Definite Diagnosis Uncertain Diagnosis Total 

Group Chronic Latent Total Chronic Acute Latent Total N % x? pb 
ALL RELATIVES 

Schizophrenic probands (173 relatives) 5 7 12 1 1 14 16 28 16.2 11.31 00036 

Control probands (174 relatives) 1 3 4 0 0 4 4 8 4.6 ° 
FIRST-DEGREE RELATIVES 

Schizophrenic probands (69 relatives) 3 4 0 0 5 5 9 13.0 76 dde 

Control probands (70 relatives) 1 2 3 0 0 2 2 > AX s 
ALL HALF-SIBLINGS 

Schizophrenic probands (104 relatives) 4 4 8 1 1 9 11. AD 183 11.44 <.0003 

Control probands (104 relatives) 0 1 1 0 0 2 2 3 2.9 i : 
PATERNAL HALF-SIBLINGS 

Schizophrenic probands (63 relatives) 2 4 6d 1 1 5 7 13 20.6 774 «001 

Control probands (64 relatives) 0 1 1 0 0 1 1 2 341 i ' 
BIOLOGICAL FAMILIES 

Schizophrenic probands (33 families) — — ge — — — 9 17 515 g9 001 

Control probands (34 families) — — 3 — — — 2 $ 14.7 i f 


aThe data for all relatives differ from those in the first section of the investigators’ table 2a in reference 18 and table 2,2 in reference 19, both of which, for reasons 
not made clear, are based on interviews alone. This interferes with comparisons with sections 2 and 3 of their table 2a and with the data for first-degree relatives, 
ali half-siblings, and paternal siblings in this table, which are based on both interviews and records. The investigators also counted 29 rather than 28 diagnoses of 
definite and uncertain schizophrenia. 

bOne-tailed; df=1. 

*Half-siblings were given the same weight as first-degree relatives. 

dAccording to table 4 in reference 9 and our table 2, 6 definite and 7 uncertain diagnoses were made in paternal half-siblings rather than 8 definite and 6 uncertain 
diagnoses, tabulated in the investigators’ table 2a in reference 18 and table 2.2 in reference 19. 

©The investigators had erroneously counted 14 families as containing members with "definite" schizophrenia in their table 2a in reference 18 and table 2.2 in 
reference 19, rather than the 8 shown in table 2. 


differences remain highly significant." But the differ- ^ children of schizophrenic parents (6), 17.9% of the 
ence depends largely on the diagnosis of uncertain control probands, all adopted children of nonschizo- 
latent schizophrenia and is statistically significant only phrenic parents, were found to have diagnoses in the 
when the diagnosis of inadequate or schizoid personal- ^ schizophrenic spectrum, a figure later corrected up- 
ity is excluded (table 3). ward to 25% (21). The figure is consistent with the 

Kety and associates (3, 7, 9) have repeatedly inter- investigators’ “‘crossfostering” study (22), in which 
preted the highly significant statistical difference be- they found that 10% of their control subjects suffered 
tween paternal half-siblings of schizophrenic and con- from borderline or more severe disorders, a figure 
trol probands as *compelling evidence that genetic ^ contrasting sharply with the less than 1% found in the 
factors operate significantly in the transmission of half-siblings of control probands in this study. They 
schizophrenia" (9, p. 156) because using data on also found that 25% had schizoid personalities or 


paternal relatives eliminates intrauterine and parapar- more severe disorders. Even when the 11 biological 
tum influences. As can be seen in table 3, the difference — half-siblings of control probands given diagnoses of 
is not highly significant when the diagnosis of inade- ^ inadequate or schizoid personality are included, only 
quate or schizoid personality is included. The investi- 13.5% of these half-siblings in the present study were 
gators here, as in their calculations by families, failed given spectrum diagnoses. 

to take into consideration the very different distribu- 2. The paucity of diagnoses given the half-siblings 
tion of this diagnosis in the biological relatives of of control probands stands in sharp contrast to the 
schizophrenic and control! probands. percentage given the full siblings of the biological and 


We now return to the paucity of diagnoses in the adoptive relatives of the control probands and the 
biological half-siblings of control probands, a problem adoptive relatives of schizophrenic probands: these 
noted in the studies based on records. In the study series combined contained 36 full siblings, 6 of whom 
based on interviews, only 3 of 104 half-siblings of (16.7%) received “Definite and Uncertain Schizophre- 
control probands received “Definite and Uncertain nia” diagnoses—a percentage not very different from 
Schizophrenia" diagnoses, but 19 such diagnoses were the 16.2% of the biological relatives of the schizo- 
given to the half-siblings of schizophrenic probands. ^ phrenic probands (table 3). Although 36 forms a small 
Much of the significant difference depends on this series, the figure should at least raise doubts about the 
difference between the half-siblings in the two series. findings for the half-siblings of control probands, only 
The criticism, which may at first seem unreasonable 2.9% of whom received “Definite and Uncertain 
because neither the interviewer nor the judges knew to Schizophrenia” diagnoses. 
which series the half-siblings belonged, requires seri- Table 2 shows that the schizophrenic probands with 
ous consideration for two reasons. acute and latent disorders had so few biological rela- 

1. In the investigators’ study of the adopted-away tives with “Definite and Uncertain Schizophrenia" 
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Table 3 (continued) 


Ed All Spectrum Diagnoses 
Inadequate or 
Schizoid Personality N VA x? pb 
13 41 237 
13 2j] up ee Se 
7 16 | 232 
5 o MEM sos 
6 25 24.0 
11 14 135 2156 «0 
4 17 27.0 
9 1 1 17.2 1.25 n.s. 
6 23. 69.7 
11 je pg e n.s. 


diagnoses that the study provides no evidence of a 
genetic factor in their etiology. The absence of any 
diagnosis of chronic schizophrenia in their 70 relatives 
goes against the investigators’ hypothesis of a genetic 
connection between these two conditions and chronic 
schizophrenia—and, by extension, between chronic 
schizophrenia and the less serious conditions of uncer- 
tain borderline or latent schizophrenia and inadequate 
or schizoid personality. We had pointed out that the 
study of adopted-away children of schizophrenic par- 
ents (6) also failed to confirm this hypothesis. In 
addition, Siever and Gunderson (23), in their careful 
study of the genetics of borderline conditions, were not 
convinced that the investigators had established a 
genetic connection between even borderline or latent 
schizophrenia and chronic schizophrenia, and Spitzer 
and Endicott (17) were not convinced that the investi- 
gators had established a genetic linkage between 
chronic schizophrenia and “schizotypal personality." 

The findings of the study would seem stronger if 
limited to the study of chronic schizophrenia. Five 
(5%) of 101 biological relatives of the 17 probands 
with chronic schizophrenia were diagnosed as having 
chronic schizophrenia and 1 as having uncertain 
chronic schizophrenia. The 5% is well above the 
anticipated incidence in the general population and 
would seem to indicate a genetic transmission. There 
are, however, two serious problems with accepting the 
conclusion. Here again, 6% of the half-siblings of 
probands with chronic schizophrenia but only 2.7% of 
their first-degree relatives were diagnosed as having 
chronic schizophrenia, and, as we previously noted, 
first-degree relatives should be affected more frequent- 
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ly than second-degree relatives. The discrepancy may 
be partly mitigated by the fact that a smaller percent- 
age of parents than half-siblings were interviewed. The 
next obvious difficulty is that 4 of the relatives with 
definite chronic schizophrenia as well as the 1 relative 
with uncertain chronic schizophrenia were relatives of 
just 2 of the 17 probands with the disorder. No 
information is available concerning the families in 
which the half-siblings were brought up, or even 
whether they grew up in a parental family, an adoptive 
or foster family, or an institution. Thus, on the basis of 
the material reported so far, the study did not carry out 
its primary purpose of differentiating genetic and envi- 
ronmental factors. With so few families affected, statis- 
tical comparisons with control series do not suffice. 
Kety and associates (16, p. 221) noted Spitzer and 
Endicott’s agreement (17) with almost all of their 
diagnoses of chronic schizophrenia, as well as their 
agreement with the diagnoses of the relatives of pro- 
bands with this diagnosis—only changing the definite 
and uncertain diagnoses of borderline or latent schizo- 
phrenia and the diagnosis of inadequate or schizoid 
personality to schizotypal personality. Kety and asso- 
ciates stated that this agreement supported their “‘ten- 
tative inference that in addition to chronic schizophre- 
nia...asimilar but milder syndrome. . . is genetically 
related to classic schizophrenia.” Their earlier very 
positive claims became a “previous tentative infer- 
erice." However, they did not consider (16, p. 220) 
that Spitzer and Endicott failed to confirm any of their 
diagnoses of the remaining probands—none of the 7 
with diagnoses of acute schizophrenia or the 9 with 
diagnoses of borderline or latent schizophrenia (per- 
haps this is in part a matter of classification). More- 
over, of the 20 diagnoses of borderline or latent 
schizophrenia, including the probands with this diag- 
nosis, Spitzer and Endicott diagnosed 4 as having 
chronic schizophrenia and 5 as having disorders out- 
side the spectrum. They also diagnosed 5 of the 20 
with uncertain diagnoses as having disorders outside 
the spectrum. Such differences raise further questions 
about reliability of the investigators diagnoses, and 
the acceptance of Spitzer and Endicott's diagnoses 
would alter the investigators’ findings markedly. 
Finally, assessment of the extent of the genetic 
influence requires a comparison of the diagnoses made 
according to interviews of biological relatives of 
schizophrenic subjects who were not adopted. In an- 
other study carried out by these investigators (24), 13 
of 20 (6596) of the biological parents of nonadopted 
schizophrenic patients were found to suffer from mod- 
erate to severe character disorder, including 2 or 3 who 
were borderline or clearly psychotic. These findings 
are different from the findings concerning the biologi- 
cal parents of adopted schizophrenic probands in this 
study. In Alanen's study comparing parents of schizo- 
phrenic and neurotic patients on the basis of interviews 
and projective tests (25), 16 of 54 parents (30%) 
would have received diagnoses of chronic, acute, or 
latent schizophrenia, in contrast to 596 so diagnosed in 
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this study. In addition, certainly more than 50% and 
probably as many as 75% would have received spec- 
trum diagnoses, in comparison with 23% in this study. 
Alanen’s findings are in accord with those of Lidz and 
associates (26) and Delay and associates (27~29). 
Alanen’s control subjects, the parents of neurotic 
patients, had a percentage of spectrum disorders simi- 
lar to that of the biological parents of schizophrenic 
probands in this study. 

The marked discrepancy between the amount of 
serious psychopathology in biological parents who 
rear their schizophrenic offspring and those whose 
adopted-away offspring become schizophrenic would 
seem to indicate that there is a major intrafamilial 
environmental factor in the etiology of schizophrenic 
disorders. Although few subjects with “Definite and 
Uncertain Schizophrenia” (4.1%) were found among 
the adoptive parents of the schizophrenic probands, 
the finding runs counter to Singer’s 100% correct 
identification of adoptive parents as parents of schizo- 
phrenic children on the basis of projective tests alone 
(30)—a finding more telling than any in this study. 


SUMMARY 


Analysis of the data provided by the Danish-Ameri- 
can studies of the biological and adoptive relatives of 
adoptees who became schizophrenic does not support 
the claims that the studies have provided conclusive 
evidence of a significant genetic factor in the etiology 
of schizophrenia. The findings concerning the relatives 
of chronic schizophrenic probands may indicate some 
genetic influence, but for reasons we have noted here 
they are far from definitive. Because only 3 of the 17 
families of probands with chronic schizophrenia were 
involved, environmental influences cannot be ruled out 
on the basis of the material provided. Perhaps the long- 
awaited data concerning the family environments 
gathered by Jacobsen in his interviews with the rela- 
tives may clarify this problem as well as other issues. 
When viewed together with the failure of the investiga- 
tors’ more direct study of the adopted-away offspring 
of schizophrenic parents to find statistically significant 
evidence of a genetic influence (10), these adoptive 
studies have, at most, indicated that genetic influences 
may play some role in the etiology of chronic schizo- 
phrenia. 
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Definitions of Mania: 
Concordance and Prediction of Outcome 


Ian F. Brockington, M.D., Valerie F. Hillier, Ph.D., Anthony E. Francis, M.D., 
John E. Helzer, M.D., and Susan Wainwright, M.Phil. 


The authors compare several definitions of mania in 
three series of patients. All the definitions were 
successful in selecting patients with a favorable 
outcome, but there were large differences in the 
number of patients diagnosed, ranging from 17 to 
55. The Research Diagnostic Criteria (RDC) 
distinction between mania and schizoaffective mania 
proved useful in that the schizoaffective patients 
continued to show schizophrenic and paranoid 
symptoms, had more manic episodes, and had a 
poorer social outcome. The DSM-III tripartite 
division into nonpsychotic mania and two subgroups 
of psychotic mania did not appear to have a clear 
advantage over the RDC dichotomy in the prediction 
of outcome. (Am J Psychiatry 140:435—439, 1983) 


N A ania is one of the main classes of psychosis; as 

part of the drive to standardize diagnostic prac- 
tice, a number of definitions of manic illness have been 
published during the last 10 years. They include Ca- 
tego (1), the criteria of Feighner and associates (2), the 
Research Diagnostic Criteria (RDC) (3), DSM-III, and 
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a definition used by Leff and his colleagues in a study 
sponsored by the World Health Organization (4). 
When definitions differ, as these do considerably, in 
their style and wording, there is a need to compare and 
evaluate them. In this paper we undertake this task by 
applying all of them to the same three series of 
patients, two consisting of unselected psychotic pa- 
tients and one of patients with schizoaffective mania. 
The indices of comparison are the numbers diagnosed, 
concordance between definitions, and prediction of 
outcome. 


METHOD 
Patients 


All three series of patients have already been used 
for diagnostic or prognostic studies of schizophrenia 
or schizoaffective disorders (5—9). To summarize brief- 
ly, the Netherne series consists of 134 consecutively 
admitted psychotic patients interviewed as part of the 
U.S./U.K. diagnostic project in 1966—1968 (10) and 
followed up in 1972—1975; 6 were excluded from the 
original number because of the lack of follow-up data 
and 3 because the index schedules were missing, 
leaving 125 for the present study. 

The schizoaffective series consists of 108 patients 
meeting a study definition written by R.E. Kendell (8), 
collected from 3,800 admissions to the Maudsley and 
other hospitals in 1972—1975 and followed up 1-4 
years later. At index admission these patients had 
either one or more of Schneider’s first-rank symptoms 
(11) or a preoccupying delusion involving the outside 
world or two objective signs of schizophrenia (e.g., 
affective blunting, nonsocial speech), and 32 of them 
had a concurrent manic syndrome defined by the 
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presence of at least three manic symptoms (e.g., eupho- 
ria, racing thoughts, distractibility). These criteria are 
given in full elsewhere (8). 

The Camberwell first-admission series consists of 
325 patients admitted to the Maudsley and other 
hospitals from a catchment area of 150,000 in 1973 
and 1974; 225 of the patients were aged 16—65, and 
119 received a psychotic diagnosis, as explained else- 
where (7). These patients have not been followed up 
and are used solely to enumerate the patients in a 
population-based sample of first admissions. 


Data and Diagnoses 


The index data in the Netherne series consisted of a 
history schedule and the seventh edition of the Present 
State Examination (PSE) (12). In the other two series 
they consisted of a transcript of the Maudsley Hospital 
history and the ninth edition of the PSE (1). The 
diagnoses compared were Catego, the project or hospi- 
tal diagnosis, the Feighner criteria, the RDC, DSM-III, 
and the Leff criteria. Catego diagnoses were obtained 
by computer processing of the PSE ratings. Project 
diagnoses were made in the Netherne series by the 
participating psychiatrists using the British glossary of 
the International Classification of Diseases (ICD), 
eighth revision. Similar diagnoses were made by the 
hospital consultants in the other two series (ICD 
diagnoses) Diagnoses using the Feighner criteria, 
RDC, DSM-III, and the Leff criteria were made by 
pairs of raters working independently at first, then 
comparing their findings and reaching an agreed judg- 
ment. In the Netherne series the raters were J.E.H. and 
LEB., applying the three American sets of criteria, 
while the Leff definition was applied by LE.B. alone. In 
the Camberwell series LEB. and J.P. Leff applied the 
Feighner and Leff criteria. In the schizoaffective series 
A.EF. and I.EB. applied all the criteria; in this last 
series the final decisions were made by A.EE.,, who was 
blind to the outcome data. 


Measures of Course and Outcome 


We used six measures of general outcome and eight 
of psychopathology. The general outcome measures 
were the percentage of the study period spent in any 
mental hospital, number of admissions per year, de- 
gree of clinical recovery, employment record, social 
involvement, and a composite measure (the “general 
outcome regression score"), which was the weighted 
sum of these five variables. The derivation of this 
variable by multiple linear regression from 233 pa- 
tients has been described elsewhere (13); it had a range 
of about 1 to 5 (a high score indicating a poor 
outcome), and the mean score for the Netherne series 
was 1.67. 

The psychopathology ratings were made after we 
studied the records of subsequent admissions and (in 
the schizoaffective series) previous admissions, but not 
the index admission. These ratings also took into 
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account the follow-up interview, which was done in 
96% of the Netherne patients still living and 90% of 
the schizoaffective patients. They consisted of seven 
visual analogue scales representing major axes of 
psychopathology—biological symptoms of depression, 
manic symptoms, passivity experiences, auditory hal- 
lucinations, delusion formation, persecution, and de- 
fect state. The scales were scored from 0 to 100, with 
descriptive statements indicating the level of psycho- 
pathology to be rated at 0, 20, 40, 60, 80, and 100. 
Ihe weighted sum of these variables was used to 
express the balance of schizophrenic and affective 
symptoms (“the psychopathology discriminant 
score"); its derivation by discriminant function analy- 
sis has been described elsewhere (13). A negative score 
indicates a preponderance of schizophrenic symptoms 
during episodes (excluding the index episode). 


Statistics 


Cohen’s kappa was used to measure the concor- 
dance between diagnoses. Nonparametric methods 
(chi-square and Mann-Whitney U tests) were used to 
compare the outcome of groups. 


RESULTS 
Number of Patients 


The numbers of patients with a diagnosis of mania 
varied a great deal. In the Camberwell series they 
ranged from 5 (4% of psychotic first admissions) to 10 
(8%). In the Netherne series they ranged from 8 (6% 
of psychotic admissions) to 17 (14%). The differences 
were greater in the schizoaffective series, where only 2 
patients qualified for the Feighner criteria and 28 for 
the Leff criteria. Overall, the Feighner criteria were the 
most strict: these exclude all patients with a preexist- 
ing diagnosis of schizophrenia by Feighner criteria or 
prominent schizophrenic symptoms. Seven patients 
from the Camberwell and 10 from the other two series 
met this definition. The ICD diagnoses came next, 
with 6 Camberwell patients and 23 from the other two 
series. Catego identified 5 Camberwell manic patients 
and 27 from the other series. RDC and DSM-III were 
not applied to the Camberwell series; they each diag- 
nosed 39 patients in the other series, if their schizo- 
affective and mood-incongruent psychotic subtypes 
were included. The least strict was the Leff definition 
(with 10 Camberwell patients and 45 others), which 
requires only one manic symptom besides euphoria. 

In the Camberwell series the mean kappa coefficient 
for the six pairwise concordances was .75. In the 
Netherne series the same definitions had a mean 
concordance of .56. The concordance between RDC 
schizoaffective mania and the nearest DSM-III equiva- 
lent (mood-incongruent psychotic mania) was mea- 
sured in the schizoaffective series and proved to be 


high (k=.75). 
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TABLE 1. Mean Outcome and Course Scores of Patients With RDC 
Diagnoses of Mania or Schizoaffective Mania 


Mania Schizoaffective 


Variable (N=20) Mania (N=19) pè 
Percentage of study period spent 

in any mental hospital 23:2 13.8 i99 
Social involvement score 28.6 36.7 .01 
General outcome regression score — 1.20 1.38 28 
Manic symptoms scale score 25.0 36.3 .24 
Passivity experiences scale score 2 1037 .02 
Auditory hallucinations scale 

score A 18.7 .001 
Persecution scale score 6.5 22.4 01 
Delusion formation scale score 10.9 41.3 .001 


Psychopathology discriminant 
Score t.50 moi .0005 


aThe details of the Mann-Whitney test results are available from the first 
author on request. 


Ouicome 


ICD, Feighner, Catego, and Leff Definitions. All 
these definitions were successful in selecting patients 
with a relatively good outcome. The general outcome 
regression scores ranged from 1.03 for Catego M to 
1.36 for ICD mania. They were all much better than 
the mean for Netherne psychotic patients (1.67) and 
for schizophrenic patients (1.8—2.53, depending on the 
definition). Thus there were no marked differences 
betwen the definitions in terms of general outcome. 
The differences in psychopathology, however, were 
more marked: patients diagnosed by the Feighner 
criteria, which exclude schizoaffective mania, had a 
considerable excess of affective symptoms during the 
study period (with a mean discriminant score of +.67). 
Patients diagnosed by Catego M also had an excess of 
affective symptoms (+.15), but the Leff definition 
(—.15) and the ICD guidelines (—.22) selected patients 
with an excess of schizophrenic symptoms. 

RDC. Table 1 shows the mean scores on 9 of the 14 
outcome measures of patients diagnosed as having 
mania compared with those diagnosed as having schiz- 
oaffective mania. Six of the 14 variables studied 
showed significant differences, including 3 at better 
than the 1% level. Three other variables are shown in 
the table because they reveal an interesting trend. The 
schizoaffective patients had a slightly worse general 
outcome due to their relatively poor social adjustment 
but, paradoxically, spent less time in a mental hospital. 
They showed a trend to have more manic symptoms in 
other admissions. The main differences were, as ex- 
pected, in the ratings of schizophrenic and paranoid 
symptoms. All the relevant scales showed higher scores 
for the schizoaffective patients, and the psychopathol- 
ogy discriminant score showed a contrast between the 
mainly affective symptoms of the manic patients and 
the mainly schizophrenic scores of those with schizo- 
affective mania. 

DSM-III. Table 2 compares the mean scores on 8 of 
the 14 outcome measures of patients assigned to the 
three subtypes of the DSM-III diagnosis of mania. The 
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TABLE 2. Mean Outcome and Course Scores of Patients With DSM- 
lf Diagnoses of Nonpsychotic Mania (Group 1), Mooc-Congruent 
Psychotic Mania (Group 2), or Mood-Incongruent Psychotic Mania 
(Group 3) 


— 


Group 1 Group 2 Group 3 


Variable (N=10) (N=i0  N-19) 
General outcome regression score 1:94 1:25 1.39 
Biological symptoms of depression 

scale score 23.4 10.9 24.2 
Manic symptoms scale score 31.4 pA 34.7 
Passivity experiences scale score 0 218 9.1 
Auditory hallucinations scale score 2.7 8.5 16.0 
Delusion formation scale score? Oe 18.6 38.9 
Persecution scale score 6.1 7.3 22.1 
Psychopathology discriminant 

score® t.84 x - 42 


?The score on this scale was significantly lower in group ! compared with 
groups 2 and 3 together (p=.002; details available from the frst author on 
request). 

"This score was significantly different in group 1 compare. with grovp 2 
(p=.02) and in group 1 compared with groups 2 and 3 tog't^er p -.2*: 
there were more affective symptoms in group 1 and more schizophrenic 
symptoms ín group 3 (details of the statistical tests availabie ‘rom the first 
author on request). 


19 patients with mood-incongruent psychotic mania 
were similar to the patients diagnosed as having schiz- 
oaffective mania by RDC. Those with mood-congruent 
psychotic mania had (surprisingly) fewer affective 
symptoms than those with nonpsychotic mania, but 
this difference was not significant. The only significant 
difference between these two groups was in the psy- 
chopathology discriminant scores, which showed a 
marked excess of affective symptoms in tne nonpsy- 
chotic patients and an approximate balance of affec- 
tive and schizophrenic symptoms in the mood-congru- 
ent psychotic group. Looking at the tripartite division 
as a whole, the scales concerned with schizophrenic 
and paranoid symptoms showed a gradient from non- 
psychotic through mood-congruent to mood-incon- 
gruent psychotic mania. Indeed, the mood-incongruent 
group had more psychopathology of all kinds ;manic, 
depressive, schizophrenic, and paranoid) than the oth- 
er tWo groups. 


DISCUSSION 


Two of the three series consisted of unsclected 
psychotic patients, but the third (the schizoaffective 
series) contributed a large number of atypical patients 
to this study. Approximately half the total number of 
manic patients had schizoaffective features, and this 
proportion was higher in those who were followed up. 
This will have had the effect of exaggerating the 
differences between definitions, especially between the 
Feighner definition and the rest. 

The concordance between definitions and the range 
of patients diagnosed by different systems suggests that 
the manic syndrome may stand out slightly more 
clearly than the syndrome of schizophrenia. Although, 
in the Netherene series, there was no difference in the 
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DEFINITIONS OF MANIA 


mean concordance between the definitions of schizo- 
phrenia and mania (because the figure for mania was 
.56, and the figure for schizophrenia, published else- 
where [5], was .59), the range from the strictest to the 
broadest definition was less for mania (8—17 patients) 
than for schizophrenia (18—56 patients). In the Cam- 
berwell series the mean concordance was very high for 
mania (.75), considerably higher than for schizophre- 
nia (.54). The range was again smaller for mania (5—10 
patients) than for schizophrenia (10-45 patients). In 
the schizoaffective series both diseases showed an 
enormous variation in the number of patients diag- 
nosed, ranging from 2 to 28 for mania and from 12 to 
79 for schizophrenia. 

In mania, as in schizophrenia, there is a problem of 
choosing between definitions and selecting validating 
criteria. Heritability, therapeutic response to lithium, 
and biological variables such as evoked potentials are 
all possible discriminators, but in this study we used 
only the course of illness and its effect on social 
function. The application of this crude test showed 
that all the definitions were successful in identifying 
patients with.a favorable outcome and that there was 
no reason to reject any of the definitions as invalid. 

The most interesting findings were in the compari- 
son between the RDC diagnoses of mania and schizo- 
affective mania. The patients with schizoaffective ma- 
nia were found to have a significantly poorer social 
outcome. In an earlier analysis confined to the schizo- 
affective series (8) we found a similar difference be- 
tween manic patients with passivity phenomena or 
hallucinations and those who had no more than para- 
noid symptoms. In that analysis of 32 patients with 
schizoaffective mania, several definitions of schizo- 
phrenia were successful in selecting patients with a 
relatively poor social outcome. However, social status 
was the only measure of general outcome that showed 
a significant difference, and one important variable 
(the duration of stay in a mental hospital) showed a 
trend in the opposite direction. When the psycho- 
pathology scales were considered, the differences were 
more striking. Those manic patients who had psychot- 
ic features at the index admission, especially mood- 
incongruent features, continued to display them in 
other episodes. They also showed a trend toward 
higher scores on a manic symptoms scale, indicating a 
tendency to more frequent manic episodes. These 
findings conflict with those of Pope and his colleagues 
(14), who found no differences in outcome between 
patients with schizoaffective mania and other manic 
patients, They are congruent with Clayton’s finding 
that patients with schizoaffective mania had an earlier 
onset and more episodes as well as greater overall 
severity of episodes (15) Clayton also found that a 
higher proportion of these patients’ relatives had bipo- 
lar illness rather than unipolar depression. 

It has already been shown that patients with schizo- 
affective mania have family histories of affective rather 
than schizophrenic illness (16) and that they respond 
to lithium therapy (17—19). The simplest explanation 
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of these findings, therefore, is that schizoaffective 
mania is a manifestation of the same disease process as 
mania, but in a more severe degree, at least in some 
parameters. This model views mania as a spectrum, 
with severely affected patients having a higher episode 
rate and a persistent tendency to develop bizarre 
delusions and to experience auditory hallucinations 
and passivity phenomena. It relegates some symptoms 
previously regarded as characteristic of schizophrenia 
to a less specific role as mere indicators of severity (at 
least within the manic domain). It predicts that the 
presence of schizophrenic symptoms will covary with 
other indices of the severity of mania (e.g., activity 
levels, duration and number of episodes, and resistance 
to treatment). 

The alternative hypothesis is that the manic domain 
consists of two radically different groups of patients. 
The majority are suffering from manic-depressive dis- 
ease, but a small minority are suffering from a form of 
schizophrenia (chronic expansive paranoia) in which 
there is a persistent megalomania punctuated by 
phases of excitement that mimic manic illness. 

Further studies with larger series of patients are 
required to choose between these hypotheses. Mean- 
while, it would be premature to dismiss schizoaffective 
symptoms in manic patients as unimportant epipheno- 
mena. There must be reasons for striking and enduring 
differences in the clinical picture of two groups of 
patients, even if these are only differences in severity. 
Until we can be sure that they are not related to 
etiological factors or therapeutic response, it seems 
wise to preserve the clinical distinction between mania 
and schizoaffective mania. 
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Alcoholic Men With No Alcoholic First-Degree Relatives 


Mark A. Schuckit, M.D. 


The author ascertained the family history of 
alcoholism in first-degree relatives and extended 
family members from interviews with 161 men with 
primary alcoholism consecutively admitted to an 
inpatient treatment program, as well as from one or 
two resource persons for each patient. Although 
56% (N=90) of the patients reported no history of 
alcoholism in first-degree relatives, this decreased to 
41% (N=66) when data from resource persons were 
added. An additional 10% (N=16) had evidence of 
an alcoholic second-degree family member. Men with 
alcoholic relatives had more early social problems 
and more severe alcohol-related pathology. The 
author explores the implications of these findings. 
(Am J Psychiatry 140:439-443, 1983) 


Icoholism is a familial disorder (1, 2). One-third 

or more of alcoholics report an alcoholic close 
family member, compared with 596 to 10% of the 
general population (1). The notion that the increased 
familial incidence reflects, at least in part, a genetic 
influence is supported by twin and adoption studies: 
the risk for alcoholism in adopted-away sons of alco- 
holics is four times higher than that in adopted sons of 
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nonalcoholics (2—4, and unpublished 1960 study of 
Kaij). In fact, once the existence of an alcoholic 
biological parent is controlled for, there is no evidence 
that the risk for alcoholism increases when an individ- 
ual is reared by an alcoholic, loses a parent through 
death or divorce, or is separated from the mother early 
in life (3, 4). 

If alcoholism is genetically influenced, it is interest- 
ing to speculate on why one-half to two-thirds of 
alcoholics relate no family history of this disorder. 
This question has clinical implications because alco- 
holics with and without a family history of the prob- 
lem appear to demonstrate differences in their clinical 
course. Several investigations have revealed that alco- 
holics with alcoholic close family members have lower 
levels of educational and job achievement, demon- 
strate more early-life antisocial problems, and relate 
more severe alcohol-related pathology (5, 6). These 
studies, however, may have been flawed in their man- 
ner of sample selection in that their subjects either 
were individuals appearing for alcohol treatment or 
demonstrated serious alcohol-related problems. It is 
possible that for some subjects the serious alcohol- 
related pathology coincided with preexisting affective 
disorders (e.g., some of the subjects might have had 
primary affective disorder with secondary alcoholism). 
It is also possible that these subjects were studied years 
after the onset of severe and pervasive antisocial 
problems (e.g., some might have had primary antiso- 
cial personality and secondary alcoholism) (7, 8). In 
secondary alcoholism the patient with alcohol-related 
problems may be demonstrating a symptom of his or 
her primary disorder and thus may show a relatively 
low risk for alcoholism in close relatives. 
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ALCOHOLIC MEN WITH NO ALCOHOLIC FIRST-DEGREE RELATIVES 


The study reported here excludes such individuals 
and examines a group of men with primary alcoholism 
who are separated into groups on the basis of the 
presence or absence of a family history of alcoholism. I 
reexamine demographic and background characteris- 
tics in the two groups and explore some possible 
reasons why men with primary alcoholism might lack 
a family history of alcoholism. 


METHOD 


The 161 men reported on here represent 100% of a 
consecutive series of men with primary alcoholism 
entering the alcohol treatment program at the San 
Diego Veterans Administration (VA) Medical Center 
between February 1980 and January 1981. All such 
men were interviewed within 72 hours of admission (5 
days if confusion was initially present) by trained 
personnel using a structured interview that took ap- 
proximately 60 min. Data were gathered on demogra- 
phy; drinking history, including age drinking started 
and frequency of occurrence of a number of alcohol- 
related life problems; psychiatric history; drug intake 
pattern; and family history of psychiatric disorders. 

Alcoholism was defined as the occurrence of any one 
of a series of major life problems related to drinking, 
including a marital separation or divorce, mutliple 
arrests, physical evidence that alcohol harmed health, 
or a job loss or layoff related to drinking (9). Primary 
affective disorder, schizophrenia, and drug abuse were 
defined by DSM-III. For individuals demonstrating 
multiple psychiatric syndromes, the primary diagnosis 
was given on the basis of chronology of development 
of symptoms. For instance, an alcoholic showing a 
serious depressive episode only in the midst of heavy 
drinking would be labeled as having primary alcohol- 
ism with secondary affective disorder, and a patient 
who fulfilled the criteria for affective disorder before 
the onset of the first major life problem related to 
drinking would be labeled as having primary affective 
disorder with secondary alcoholism (8, 9). Identical 
diagnostic criteria were used for family members. 

In addition to the patient interview, all individuals 
were asked to name two relatives (preferably one of 
their parents’ generation and one contemporary) who 
were most likely to know about the patient’s general 
upbringing. These individuals were then contacted and 
interviewed in person if they resided within a 20-mile 
radius of San Diego or by phone if they were unavail- 
able for a personal interview. 

All of the men with primary alcoholism admitted 
during the study period were included in the investiga- 
tion. The primary diagnosis was established using 
information given in both patient and resource person 
interviews. Two hundred sixty-seven relatives of the 
161 patients were interviewed: 2 relatives of 115 men 
(71%) and 1 relative of 37 men (23%). No relatives of 
9 of the patients (6%) were interviewed. 

For the purpose of the present study, the men with 
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primary alcoholism were divided into those with a 
positive family history of alcoholism and those with a 
negative family history on the basis of the information 
gathered from both the patient and resource persons 
regarding alcoholism in first-degree relatives (parents 
and siblings). Data were coded, keypunched, and 
analyzed by computer. Statistical significance was es- 
tablished by one-tailed chi-square (with Yates’ correc- 
tion for continuity) for categorical data and two-tailed 
Student’s t test for comparison of means. 


RESULTS 


According to information gathered from the patients 
and resource persons, 95 (59%) of the 161 men with 
primary alcoholism had an alcoholic first-degree rela- 
tive. If only the patient interview information had been 
used, 71 (44%) would have been placed in the catego- 
ry of having a positive family history of alcoholism. 
The 15% differential demonstrates the need for infor- 
mation from resource persons in establishing the fam- 
ily history category. 

The men with positive and negative family histories 
of alcoholism were the same mean (+SD) age 
(47.2+9.98 and 47.2+12.79, respectively). They were 
similar in racial background: 142 (88%) were Cauca- 
sian, 7 (4%) were Chicano, 6 (4%) were black, and 6 
(4%) were Native American. They were also similar in 
religious background: approximately half were Protes- 
tant, one-third were Catholic, 24 (15%) reported no 
religious preference, and the remainder were allied 
with a small number of different religious groups. 
More of the men with a negative family history of 
alcoholism had graduated from high school; thus a 
slightly higher proportion had attended college (table 
1). The two groups also differed in occupational status 
(more of the men with a negative history had a higher 
level of achievement) and in marital status (more with 
a negative history had never married) (table 1). 

The men with a negative family history of alcohol- 
ism were raised by their biological fathers for a mean 
(+SD) of 15.6+4.91 years and by their biological 
mothers for a mean of 16.61+3.71 years. The figures 
for the men with a positive history were 14.35.46 
and 16.3+3.67, respectively. More of the men with a 
negative history had been raised by their biological 
fathers to age 16; fewer of these men had been raised 
by an adoptive father or stepfather (table 1). 

Social and drug histories, shown in table 1, demon- 
strate that the men with a positive family history of 
alcoholism tended to have more problems. These 
included early-life difficulties with school, such as 
playing hooky on multiple occasions during their last 
school year or multiple expulsions or suspensions; 
difficulties at home, including having run away from 
home for at least overnight or being considered incor- 
rigible by parents (there was a trend rather than a 
significant difference between the men with positive 
and negative histories on this factor); and problems 


Am J Psychiatry 140:4, April 1983 


TABLE 1. Characteristics of Alcoholic Men, According to Positive or 
Negative Family History of Alcoholism 


Positive Negative 
(N-95) (N66) 
Characteristic N % N % x? 
Demographic 
Education 
Graduated from high school 53 56 44 67 1.496 
Attended college 40 42 31 47 .202 
Occupation 9.6974 
Professional, managerial 7 7 11 17 
Sales 23 24 10 15 
Skilled labor 39 41 17 26 
Unskilled 17 18 314 21 
Other 9 9 12 18 
Present marital status 4.777* 
Single 7 7 12 18 
Married 40 42 24 36 
Separated or divorced 46 48 29 44 
Widowed 3 2. d 2 
Relationship to parents 
Raised by stepfather 
or adoptive father 27 28 10 15 3.161 
Raised by stepmother 
or adoptive mother 12 13 9 14 035 
Social problems 
School 
Played hooky 43 45 18 27 4619% 
Suspended or expelled 22 23 11 17  .648 
Home 
Ran away 20 21 6 9 3.280 
Considered incorrigible 10 11 4 6 .497 
Police 
Sent to reform school 7 7 0 3.467 
Arrested before age 16 7 7 X 3 .688 
Arrested for misde- 
meanor after age 16 16 17 6 9 1.381 
Arrested for felony 
after age 16 12 13 4 6 1.216 
Peers 
Injured them 30 32 20 30 0 
Used weapon against them 10 11 10 15 .400 
Drug use history 
Marijuana 48 51 32 48 .001 
Hallucinogens 10 11 dH 17 .810 
CNS depressants 12 13 10 15 .050 
CNS stimulants 23 24 16 24 O0 
Cocaine 12 13 8 12 .009 
Opiates 2 2 4 6 473 
Solvents 1 ] d 8 2.980 
Any drug problem 1 Z 3 .102 
Alcohol-related problems 
Demoted 12 13 5 8 .587 
Fired 40 42 17 26 3.864 
Automobile accident 53 56 27 41 2880 
Driving while intoxicated 65 68 43 63 .070 
Public intoxication 435 47 25 38 1.067 
Jailed 62 65 37 56 1.031 
Divorced 49 $2 24 36 3.050 
Hospitalized 41 43 25 38 Zoe 
Psychiatric history 
Seen by mental health worker 25 26 17 26 .063 
Psychiatric hospitalization 10 11 6 9 .001 
Depressed for 2 or more 
weeks, while drinking 21 22 8 12 1996 
Depressed for 2 or more 
weeks, while not drinking 3 3 7 11 2.540 
adf=4; p«.05. 
*df-3. 
tdf=1; p«.05. 
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with the police before and after the age of 16 years. 
The two groups did not differ in the incidence of 
difficulties with peers or in the number who had used 
any of a variety of drugs or had experienced drug- 
related problems. There were no significant differences 
in the mean number of times any drug was taken, 

The larger percentage of men with a positive family 
history of alcoholism raised by stepfathers compared 
with men with a negative family history of alcoholism 
raises the possibility that this factor might have con- 
tributed to a higher risk for antisocial problems in the 
individuals with a positive family history. To explore 
that possibility, the 27 men with a positive history who 
reported having stepfathers were compared with the 
10 men with a negative history who reported having 
stepfathers: the former consistently demonstrated a 
higher risk for each of the problems, although the 
small number of individuals in each category preclud- 
ed reaching any level of statistical significance. In 
addition, within the group of 95 men with a positive 
history, the 68 who reported having had a stepfather 
were compared with the 27 who did not: there was no 
clear evidence of more problems in one group than in 
the other. The same was true within the group of 66 
men with a negative history when the 56 who reported 
having had a stepfather were compared with the 10 
who did not. Thus the greater incidence of antisocial 
problems appears to be related to the family history of 
alcoholism and not to the experience of having been 
raised by a stepparent. 

The histories of alcohol-related problems of the two 
groups of subjects are also presented in table 1. There 
was no significant difference during the 12 months 
before hospitalization in the average number of days 
per month drinking occurred: the men with a positive 
family history of alcoholism drank a mean (+SD) of 
24+9.62 days per month, and the men with a negative 
history 25.2+7.96 days. There was also no significant 
difference in the mean number of drinks per drinking 
day between the positive and negative groups: 
16.3+11.71 and 14.8+8.45, respectively. And there 
was no significant difference in the largest number of 
drinks per 24-hour day between these groups: 
25.8::15.04 and 24.6:-13.10, respectively. A drink 
was defined as 12 oz of beer, 4 oz of wine, or a single 
“shot” of 80-proof whiskey or its equivalent. Despite 
such similar drinking histories, the men with a positive 
family history of alcoholism consistently reported sig- 
nificantly more alcohol-related life problems in most 
categories (table 1). In addition, approximately 5096 
of each group had some previous experience with 
Alcoholics Anonymous (AA), and men in each group 
were equally likely to have reported an abstinence of 
approximately 1 year in duration at some time in their 
lives since the occurrence of their first major life 
problem related to alcoholism. 

Table 1 also shows that about one-fourth of each 
group had been seen by a mental health worker and 
that one-tenth had been in a psychiatric hospital. For 
most individuals, interactions with the mental health 
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ALCOHOLIC MEN WITH NO ALCOHOLIC FIRST-DEGREE RELATIVES 


TABLE 2. Psychiatric Histories of First-Degree Family Members 
and Alcoholism in Extended Family Members of Alcoholic Men, 
According to Positive or Negative Family History of Alcoholism 


Positive Negative 
(N=95) (N=66) 
Item N % N y x? 
Psychiatric illness in 
first-degree 
family members 
Any illness 
Mother 21 22 4 6 6.469 
Father 42 44 2 3 31.212> 
Sister 15 16 3 5 3.890° 
Brother 32 34 2 3 20.166? 
Alcoholism 
Mother 15 16 0 — 
Father 42 44 0 — 
Sister 3 5 0 — 
Brother 29 31 0 — 
Affective disorder 
Mother $ 5 1 2 659 
Father 0 0 — 
Sister 6 6 3 5 .175 
Brother 2 2 1 2 .074 
Other 
Mother 1 1 3 5 .784 
Father 0 1 2 .034 
Sister 4 4 0 1377 
Brother 1 1 0 .699 
Alcoholism in 
extended family 
members 
Maternal grandmother 3 3 1 2 .021 
Maternal grándfather 7 7 6 9 .010 
Maternal uncle 19 20 8 12 1.214 
Maternal aunt 8 8 3 5 411 
Paternal grandmother 0 0 — 
Paternal grandfather 11 12 0 6.4848 
Paternal uncle 15 16 9 14 .023 
Paternal aunt 6 6 2 3 330 
Any alcoholism in 
extended family 42 44 18 27 4.082¢ 
ap«.025 : 
5p«.001. 
ep«.,05. 


system occurred because of depressed mood, although 
for men with a positive family history of alcoholism 
this was usually apparent only in the midst of heavy 
intoxication. There was a trend for a higher percentage 
of men with a negative family history to report depres- 
sions unrelated to alcohol. 

The family history of psychiatric disorders as deter- 
mined from the agreement of patient and resource 
person interviews is shown in table 2. Reflecting the 
manner of division of subjects, the men with a positive 
family history of alcoholism were more likely to report 
psychiatric disorders in first-degree relatives, but this 
was usually alcoholism (most commonly in fathers) 
and not affective disorder. Consistent with the familial 
nature of alcoholism, significantly more of the men 
with a positive family history (placed in that category 
because of an alcoholic first-degree relative) reported 
alcoholism in their extended family. Table 2 also 
reveals that about one-fourth of the men with a 
negative family history did have a more distant relative 
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who was alcoholic, leaving only 48 subjects (3096 of 
the original 161) with no family history of alcoholism 
in first- or second-degree relatives. 

Finally, in an effort to identify some clues that might 
help explain alcoholism in men who truly lacked a 
family history of the disorder, all of the informants 
were asked about relevant events for the patient's 
biological father and mother in the year before the 
patient's conception and during the pregnancy. They 
were also asked about events for the patient during the 
first year of his life. In the year before conception there 
were no significant differences between those with a 
positive or negative family history of alcoholism in 
maternal or paternal patterns of caffeine intake, nutri- 
tion, or exposure to hazardous conditions at work or 
home (including industrial solvents, heavy smoke in 
the air, medications, physical trauma, etc). The groups 
did not differ in the incidence of physical problems 
during pregnancy (about 1296 of the mothers in each 
group had such histories)—not in the average length of 
gestation, caffeine intake, cigarette smoking, improper 
diet, exposure to X-rays, treatment with medications, 
or working in hazardous conditions. Less than 2% of 
each group had been placed in an incubator after birth, 
2% had a history of serious infections during their first 
month of life, and approximately 5% had a history 
of some mild congenital problem. These retrospective 
histories were not validated by hospital record checks. 


DISCUSSION 


Almost 6096 of this group of men with primary 
alcoholism had histories of alcoholism in close family 
members, and an additional 1096 of the 161 had the 
problem in the extended family. This is higher than the 
rate of approximately 33% reported by other authors 
and even exceeds the 48% figure found in a study 
using a questionnaire with a looser definition of family 
alcoholism than applied here (7). The greater percent- 
age of individuals with a positive family history of 
alcoholism probably reflects several things. First is the 
method of gathering information from additional fam- 
ily members (the resource persons), which implies that 
a sizable percentage (perhaps up to half) of patients 
who relate no family history of alcoholism may indeed 
have alcoholic relatives whom they know nothing 
about or are reluctant to report. Second, the higher 
familial prevalence probably relates to the effort to 
obtain a more homogeneous sample by limiting the 
study to men with primary alcoholism, a group that 
might be expected to demonstrate a higher familial risk 
for alcoholism than people whose alcohol problems 
are secondary to other major psychiatric disorders. 

A third factor could be that some men labeled 
primary alcoholics really had secondary alcoholism, a 
possibility supported by the trend for the group with a 
negative history to have more depressive episodes 
unrelated to drinking. However, in view of the familial 
nature of both antisocial personality and primary 
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affective disorder (10, 11), if secondary alcoholism was 
mislabeled, higher rates of those problems would be 
expected in first- and second-degree relatives of men 
with a negative family history of alcoholism. This was 
not the case; thus the data supporting this possibility 
must be considered equivocal. 

] have already noted that 10% of the individuals 
with no apparent family history of alcoholism had an 
extended family member who was alcoholic, which 
may indicate that the disorder had skipped a genera- 
tion. In such a case the patient may have been reared in 
a teetotal environment or one where alcohol use was 
severely restricted—the parents may not have had the 
opportunity to demonstrate their alcoholic predisposi- 
tion. As a sidelight, this is of interest regarding the 
demonstration in half-sibling and adoption studies 
that the children of alcoholic parents raised by nonal- 
coholic adoptive parents may have a slightly higher 
risk for developing alcoholism than similar children 
reared by alcoholic parents, perhaps reflecting the lack 
of “warning” of what alcoholism can be like, with a 
subsequent increased risk for heavy drinking (3, 4, 12). 

Thus in 30% of the men studied who had primary 
alcoholism, no alcoholism was demonstrated in their 
first-degree relatives or in their extended families; it 
does not seem that many of these men actually had 
secondary alcoholism. It is possible to speculate on 
why 30% to 40% of individuals with a familial (and 
probably genetically influenced) disorder had no fam- 
ily history of the disease. First, some of the men could 
be thought of as phenocopies for whom genetic factors 
were of no importance and environmental events (of 
unknown type) explained all of the variance in the 
disorder. Second, it must be recognized that each 
individual is the product of a recombination of genes 
from sperm and egg and that, whatever the genetic 
factors of importance might be, they will be newly 
formed in some individuals. Should this explanation 
relate to any of the men studied here, future studies can 
be expected to demonstrate a high risk for alcoholism 
in the children of the men with both a positive and a 
negative family history of the disorder. 

The present results support previous findings re- 
garding the different demographic, social problem, and 
alcohol-related problem histories for alcoholic men 
with a positive family history of alcoholism. Even in 
the group reported on here, all of whom had primary 
alcoholism, the men with a positive family history of 
alcoholism had more early-life antisocial problems, 
less educational and occupational achievement, and a 
higher prevalence of alcohol-related difficulties than 
those without such a family history. These differences 
were not explained by the fact that more of the men 
with a positive history had been raised by a stepfather. 
Although it is not possible from the present data to 
determine the sources of these differences, there are 
several possible explanations. First, even though there 
is no convincing evidence supporting a single alcoholic 
personality (13), characterologic differences between 
men with and without a family history of alcoholism 
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might affect their tendency to have social difficulties. 
Second, the clinical pictures might represent the conse- 
quences of a heavier genetic loading for alcoholism in 
the men with a positive family history. The differences 
in alcohol-related problems are especially interesting in 
the light of the great similarity in drinking frequency 
and quantity in the 12 months before admission, 
indicating that there may be unique aspects of how 
alcohol affected the men in the two groups (14, 15) or 
that the men with a positive history were likely to 
experience social difficulties either with or without 
alcohol. It is logical that the final clinical picture is a 
product of the combination of a number of genetic and 
environmental factors (14). 

Finally, data gathered on the patient’s ana resource 
person’s knowledge of the patient’s biological parents’ 
exposure to such factors as medications, hazardous 
conditions, and X-rays before conception and during 
pregnancy do not support the possibility that any of 
these factors or difficulties present soor after the 
patient’s birth help explain a predisposition toward 
alcoholism in men lacking a family history of this 
disorder. Of course, such retrospective information 
with a long time between the event (e.g., pregnancy) 
and the study may be very unreliable. 
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Commentary 


Teaching Residents the Administrative 
Aspects of Psychiatric Practice 


Jonathan F. Borus, M.D. 


As the trend toward the organization and 
bureaucratization of professional practice increases, 
psychiatrists will require a better understanding of 
the administrative aspects of their practice. However, 
a survey of the American Association of Directors of 
Psychiatric Residency Training indicated that less 
than one-third of residency programs currently 
require core training in this area. The author presents 
a curricular blueprint that specifies learning 
objectives and a series of graduated training 
experiences over the course of residency in which 
essential teaching about the administrative aspects of 
psychiatric practice can be provided. (Am J 
Psychiatry 140:444—448, 1983) 


he teaching of administration in psychiatry as an 

A important aspect of psychiatric residency training 
has been generally overlooked and underemphasized 
(1). A recent survey (2) of residency training directors 
in the United States, Australia, and Canada showed 
that they either ignore or allot very low priority to the 
teaching of basic administrative issues in psychiatry, 
The American Board of Psychiatry and Neurology (3) 
does not list administrative, organizational, or leader- 
ship issues as areas of psychiatry to be examined for 
Board certification, and only in its latest (1981) revi- 
sion of the Special Requirements for Residency Train- 
ing in Psychiatry (4) does the Accreditation Council for 
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Graduate Medical Education identify the administra- 
tive aspects of psychiatric practice as an area in which 
residency programs must provide "systematic instruc- 
tion and substantial experience" to be accredited. 

This current lack of emphasis on training in admin- 
istrative areas seems out of step with the realities of 
psychiatric practice in the 1980s. In addition to en- 
compassing new clinical areas, psychiatry has become 
increasingly intertwined over the last decade with 
political, governmental, and multiprofessional forces 
that significantly affect psychiatric practice. As the 
trend toward the organization and bureaucratization 
of clinical practice increases, psychiatrists need to gain 
relevant administrative knowledge during training if 
they are to practice effectively in the complex profes- 
sional context of the end of this century. 


RELEVANCE OF ADMINISTRATION TO PSYCHIATRIC 
PRACTICE 


Although some may argue that administrative skills 
are intrinsic and unteachable, it is my experience that 
the majority of psychiatrists are not “born administra- 
tors" and can benefit from instruction in administra- 
tive principles and practices during residency. Such 
teaching can be relevant to at least three major areas of 
psychiatric practice. 

First, many psychiatrists undertake clinical leader- 
ship positions with organizational responsibilities. The 
psychiatrist as leader of an often multidisciplinary 
team needs to understand the administrative principles 
relative to the clinical system (hospital, mental health 
center, multispecialty clinic) in which he or she prac- 
tices so that he or she may work harmoniously with 
other professionals and rationally allocate clinical re- 
sources for effective patient care. Clinical leadership 
roles that require this administrative understanding are 
basic parts of most psychiatric residencies and range 
from the initial inpatient psychiatry rotation, in which 
the resident functions within a multidisciplinary treat- 
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ment team, to the more clearly demarcated administra- 
tive and teaching roles of senior or chief residents of 
clinical service units. Unfortunately, focused teaching 
about the administrative and organizational aspects of 
these roles is frequently absent or considered an op- 
tional rather than essential aspect of the curriculum. 
Too often, young psychiatrists flounder in such leader- 
ship roles when they apply purely clinical insights to 
issues that also require administrative understanding. 

Second, the future psychiatrist’s mode of practice 
will be greatly affected by governmental and third- 
party influences. In the organized care settings encour- 
aged by federal legislation (health maintenance organi- 
zations, community health and mental health centers) 
and in increasingly popular group practices, psychia- 
trists will need to understand the administrative and 
organizational issues that govern their interactions 
with other health providers and a host of nonclinicians 
(administrators, business managers, consumer repre- 
sentatives) if they are to function effectively. In addi- 
tion, the increasing impingement of governmental and 
private third parties on psychiatric practice in the form 
of requirements for peer review, quality assurance, and 
insurance information requires that even the future 
solo private practitioner have an understanding of how 
these organizational forces will affect his or her prac- 
tice. 

Third, selected residents may choose to subspecialize 
in the clinician-executive leadership role and under- 
take major administrative responsibilities in health 
delivery or academic systems (5). Subspecialty training 
in administrative psychiatry is necessary for this rela- 
tively small number of trainees so that they can 
integrate clinical and executive skills to effectively 
manage major health systems from both administra- 
tive and patient care points of view (1). The 1980 
American Psychiatric Association action paper “Psy- 
chiatrists in Administrative and Policy Making Posi- 
tions in State and Other Governmental Mental Health 
Systems” decries the steep decline in the number of 
psychiatrists who hold directorships and other admin- 
istrative, policy-making positions in state mental hos- 
pitals, community mental health centers, and state 
departments of mental health. It suggests that the 
administrative ignorance and organizational passivity 
of many in our profession provide a convenient ratio- 
nale for bypassing psychiatrists for important adminis- 
trative roles, leading to the psychiatrist director be- 
coming an “endangered species" (6). The action paper 
recommends that APA lead a massive program aimed 
at training psychiatrists about administrative issues to 
avoid the further demedicalization and clinical frag- 
mentation of care for the mentally ill. 


CURRENT ADMINISTRATIVE TRAINING IN 
PSYCHIATRIC RESIDENCY 


In May 1978 the American Association of Directors 
of Psychiatric Residency Training (AADPRT) estab- 
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lished a Task Force on Teaching of Administration in 
Psychiatry to explore and disseminate methods of 
providing residents with adminsitrative knowledge. 
This task force surveyed residency training directors as 
part of the AADPRT's 1978—1979 annual question- 
naire and received data on the teaching of administra- 
tion from 143 programs throughout the country. 
Through the questionnaire the task force sought to 
determine what areas of administrative anc organiza- 
tional theory are taught to psychiatric residents as part 
of general residency training and what methods are 
used to teach this material. 

Although 8596 of the responding programs offered 
some training in the administrative aspects of psychia- 
try, in only 29% was this a required part of the core 
residency. Elective chief residency positions on clinical 
service units and opportunities to supervise nonpsy- 
chiatric staff were the most frequently reported admin- 
istrative experiences offered, while only a few pro- 
grams provided experiences in university department 
administration, community agency administration, or 
other organizational tasks. Almost all of the programs 
provided some supervision for their administrative 
experiences, but fewer than half (46%) offered didactic 
instruction or seminars about administration in their 
general residency. Less than one-third of al! programs 
taught quality assurance or personnel menagement, 
and less than one-fourth taught budgeting, zccredita- 
tion standards, or resource allocation. Less than 3096 
of the programs reported that they assigned any read- 
ings at all in the administrative area to their residents 
during the basic residency. 

A follow-up request was made to the 38 programs 
that had formal teaching and readings about adminis- 
tration to ascertain the focus of this training. In 
examining their curricula it became apparent that most 
were teaching residents what they considered to be the 
administrative issues of psychiatric practice. They con- 
centrated on the minimum concepts and skills that 
every psychiatrist should master to cope with the 
administrative, leadership, and organizational aspects 
of a clinical career. Few programs offered training in 
administrative psychiatry per se, which most respon- 
dents defined as a subspecialty area beyond clinical 
practice with its own career path and certification 
process. 

These curricula revealed that a surprisingly wide 
range of 24 knowledge and skill areas was taught in 
various programs under the rubric of administration. 
Ten of these areas were considered to be core learning 
for all residents by the 43 training director and resident 
participants attending the task force's workshops at 
the AADPRT's 1979, 1980, and 1981 winter meetings. 
These 10 core areas were 1) theories and sociology of 
organizations, 2) small and large group theories, 3) 
systems theories, 4) impact of patient-staff and staff- 
staff interactions on patient behavior, 5) clinical ad- 
ministration of discrete psychiatric units, 6) leadership 
uses of power and authority, 7) personne! manage- 
ment, 8) practical organizational politics, 9) financial 
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issues and third parties’ relationships to psychiatry, 
and 10) psychiatry’s relationship to local bureaucratic 
systems and regulatory agencies. The remaining 14 
areas were felt to relate to other defined psychiatric 
areas (e.g., forensic psychiatry, psychiatric epidemiol- 
ogy, community psychiatry) that overlap but are dif- 
ferent from administration or to be more appropriate 
for a curriculum for administrative psychiatry subspe- 
cialists (e.g., public opinion management, program 
evaluation, budgeting, management theories). 


A CURRICULAR BLUEPRINT 


Based on these 10 core areas, the task force designed 
a curricular blueprint for teaching residents the admin- 
istrative aspects of psychiatric practice. This blueprint 
specifies minimum learning objectives, training experi- 
ences in the residency that can facilitate this learning, 
and ways to evaluate whether residents achieve these 
objectives. The learning objectives, grouped under 
three headings—group and systems issues, issues in the 
administration of clinical psychiatric units, and finan- 
cial issues—are detailed in appendix 1. 


Training Experiences 


Opportunities for residents to achieve these objec- 
tives for learning about administrative issues can be 
built into the usual sequence of training experiences 
found in most general residencies. In particular, specif- 
ic administrative teaching, supervision, and reading 
during three rotations that provide graduated clinical 
and administrative responsibilities can greatly lessen 
residents’ confusion about and frustration with the 
administrative sides of their professional roles. 

The inpatient psychiatry rotation, usually early in 
the residency (postgraduate year 1 or 2), provides an 
excellent opportunity for achieving the objectives con- 
cerning group and systems issues. As a member of a 
multidisciplinary inpatient team the resident experi- 
ences staff-staff and staff-patient interactions as part of 
small (team) and large (milieu, community) group 
meetings. He or she also becomes aware of the systems 
interactions between the unit and the hospital, family, 
and community environments. Once the basic issues of 
clinical patient mangement have been mastered, the 
inpatient rotation can provide an excellent setting in 
which to begin to teach the junior resident about these 
group and systems issues using supervision, seminars, 
and directed readings. An elective Tavistock group 
relations experience in the second half of the inpatient 
rotation can help residents personally experience and 
differentiate the potential uses and limitations of large 
group, small group, and intergroup settings in their 
professional work (7). 

The community psychiatry rotation, often offered in 
a community mental health or primary care center 
during postgraduate year 3, usually provides experi- 
ence in population-focused, multidisciplinary mental 
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health care delivery funded by the public sector. Dur- 
ing this rotation the resident can explore the practical 
politics of mental health care delivery and examine the 
effects of government, citizens, and the organization 
and funding of a clinical system on mental health care. 
A didactic seminar accompanying this rotation serves 
in many residencies as the locus of specific teaching 
about such administrative issues in addition to explor- 
ing the clinical aspects of community-based care. 

Senior and chief residencies during postgraduate 
year 4 provide excellent opportunities for learning 
about clinical administration of discrete psychiatric 
units. These senior resident roles usually require ad- 
ministrative decision making, clinical leadership of 
multidisciplinary personnel, and supervision/teaching 
of less experienced professionals under the guidance of 
a faculty unit chief. Although not always exploited, 
these experiences can be used to teach organizational 
theory, leadership practices, personnel management, 
and the relationships of departmental, hospital, and 
local politics to the running of the clinical unit. Indi- 
vidual and group supervision with assigned readings 
about such issues should be an integral part of these 
rotations. The task force received descriptions of inno- 
vative seminars during postgraduate year 4 at Cornell, 
Einstein, Louisville, Massachusetts General, and 
UCLA that use combinations of didactic instruction, 
role playing, group consultantship, and organizational 
case presentations to help senior residents see adminis- 
tration as the creative activity of solving problems 
which arise in the leadership of clinical units. 

In addition to unit leadership roles, postgraduate 
year 4 presents other opportunities to learn about the 
administrative aspects of practice. À time-limited par- 
ticipant-observer preceptorship with the chairperson 
or another departmental leader can give selected resi- 
dents an introductory understanding of organizational 
politics, personnel management, and financial decision 
making in academia. Senior residents! exploration of 
practice possibilities in their final training year pro- 
vides another avenue for administrative teaching. A 
seminar dealing with the transition to practice (8) can 
examine the politics of academic and private practice 
as well as many of the financial issues of clinical 
practice. 


Evaluation 


Cognitive evaluation of knowledge gained about 
group, systems, organizational, and leadership theories 
and financial, political, and leadership practices can be 
assessed with written examinations at the end of the 
appropriate training rotations. A faculty supervisor's 
evaluation of the resident's demonstration and appli- 
cation of this knowledge during the rotation can 
provide an understanding of how well this material has 
been integrated into the trainee's professional activi- 
ties. Changes in attitudes about administration can 
also be evaluated. For example, at one center a test of 
semantic differences showed a significant positive 
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change in residents’ previously negative attitudes to- 
ward the word “administration” after a seminar de- 
voted to administrative leadership; after the seminar 
there was a much narrower gap between their feelings 
about “administration”? and the affectively positive 
word “leadership” (unpublished report of J.D. Burke 
and J.F. Borus). 


COMMENT 


The administrative aspects of psychiatric practice 
are not being formally taught in most residency train- 
ing programs. The AADPRT survey results show that 
less than one-third of the programs require core train- 
ing or assign any readings about the administrative 
aspects of psychiatric practice, and less than one-half 
offer any didactic instruction in this area. Despite the 
nationwide need for psychiatric clinician-executives 
who can understand both the clinical and administra- 
tive issues of mental health care delivery, current 
psychiatric training still socializes residents to regard 
administration as “paper pushing,” “mere detail," and 
“red tape" rather than part of our “real professional 
work" (5). Legitimizing resident interest in the admin- 
istrative aspects of psychiatric practice through core 
teaching in the general residency may stimulate more 
psychiatrists to go on to undertake subspecialty train- 
ing in administrative psychiatry for clinician-executive 
careers. 

Clearly the primary task of psychiatric residency is 
to prepare competent clinicians. However, most clini- 
cal care of the mentally ill occurs within some adminis- 
trative context (be it a multipractitioner delivery sys- 
tem or the interactional system between the solo 
practitioner and hospitals, insurance companies, and 
other third parties), and administrative issues do affect 
psychiatric care. The lack of specific teaching about 
these administrative issues leads to the frustration 
clinicians feel in dealing with them and the perpetua- 
tion of negative affect about this side of our profession- 
al work. As outlined, many current clinical experiences 
in residency can also serve as graduated opportunities 
for complementary administrative training. I] recom- 
mend that residency training programs reexamine and 
exploit these opportunities to provide this essential 
core teaching about the administrative aspects of psy- 
chiatric practice. 
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APPENDIX 1. Learning Objectives for Administrative Aspects of 
Psychiatric Practice 


I. GROUP AND SYSTEMS ISSUES 
Terminal Objective 


To understand the multiple interactions of staff and patient 
groups within psychiatric clinical service units. 


Enabling Objectives 


A) To be able to discuss theories of small and large group 
interactions including 
A.1 the interactions of patients with other patients in a 
clinical unit 
A.2 the interactions of multidisciplinary staff 
À.3 the interactions of unidisciplinary staff with differ- 
ent hierarchical roles 
A.4 differences in the dynamics of large and small 
groups in task performance 
A.5 the concept of role definition 
A.6 the concept and examples of various types of team 
functioning 
B) To be able to discuss systems theory as it applies to 
B.1 an inpatient unit as a self-contained svstem 
B.2 an inpatient unit as part of a larger social system 
within a hospital 
B.3 an inpatient unit as part of the social system of the 
community 
B.4 the effects of changes in one part of the inpatient 
service system on other larger and smaller systems 
C) To be able to discuss the effects on patient behavior of 
C.1 interstaff conflict 
C.2 staff change 
C.3 staff expectations of patients 
C.4 patient expectations of themselves, staff, and the 
hospital 


Il. ISSUES IN THE ADMINISTRATION OF CLINICAL PSYCHI- 
ATRIC UNITS 


Terminal Objective 


To be able to discuss administrative theories and practices 
relative to clinician-executive leadership of clinical psychiat- 
ric units. 


Enabling Objectives 


A) To be able to discuss aspects of organizational theories 
relative to clinical unit administration including 
A.1 tables of organization 
A.2 internal and external organizational boundaries 
À.3 multiple subordination 
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B) To be able to discuss clinician-executive leadership in 
terms of 
B.1 the leadership role 
B.2 methods of leading and gaining followership 
B.3 uses and abuses of authority 
B.4 methods of establishing and maintaining organi- 
zational goals 
B.5 uses of communication in organizations 
B.6 means of providing division, hierarchy, and spe- 
cialization of personnel to improve efficiency and 
effectiveness of a work group 
B.7 implications of managerial style on unit morale 
B.8 leadership roles in organizational change, whether 
caused by internal or external events 
C) To be able to discuss basic issues of personnel manage- 
ment, including 
C.1 interviewing and assessment of potential person- 
nel 
C.2 defining work and psychological contracts be- 
tween personnel and their unit 
C.3 various methods of supervision of personnel 
C.4 ways to deal with nonproductive or disruptive 
personnel 
C.5 knowledge of basic grievance and employee dis- 
missal procedures 
D) To be able to discuss the "practical politics" of a clinical 
unit within the larger social milieu, including identifying 
and briefly describing 
D.1 relationships between the leader of the clinical 
unit and the leader of the department and/or 
hospital 
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D.2 the relationship of local and state political leaders 
to the clinical unit 

D.3 the relationship between the academic and the 
hospital organizational hierarchies and local, 
state, and federal politics in terms of a) funding 
legislation, b) enabling legislation, c) restrictive 
legislation 

D.4 the impact of citizens on the delivery of mental 
health care 


III. FINANCIAL ISSUES 
Terminal Objective 


To be able to discuss the finances of mental health care and 
the effects of both private and public third parties on its 
funding. 


Enabling Objectives 


A) To be able to describe the modal private insurance 
benefits for inpatient and outpatient psychiatric visits in 
the local area 

B) To be able to identify the prevailing modal private fee for 
individual and group psychotherapy in the local area 

C) To be able to briefly describe Medicaid, Supplemental 
Security Income, Medicare 

D) To be able to describe professional standards review 
organizations, utilization review, national health insur- 
ance plans, and their current impact on mental health 
care 
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Editorial 


Phencyclidine in Umbilical Cord Blood: 
Some Cautions 


i their article “Phencyclidine in Umbilical Cord Blood: Preliminary Data” in this 
issue, Kenneth R. Kaufman, M.D., and associates report that 12% of a random 
sample of 200 newborns from the obstetrical service at the Los Angeles County- 
University of Southern California Medical Center had measurable quantities of 
phencyclidine (PCP) in their cord blood. Such a high incidence is astounding. If these 
data are correct and the findings can be replicated by more specific methods and in 
other areas of the country, we may face a problem with major social, legal, medical, 
and psychiatric implications. 

The data base for findings of great potential import must be impeccable. This is 
not yet the case with the data from this preliminary paper. The investigators 
employed a gas chromatographic method with a nitrogen detector and found 
concentrations ranging from 1xX107!° gm/ml to 5.8x10^? gm/ml in cord blood. 
These tiny quantities push the sensitivity and reliability of chemical technology to 
the limit. Their method is reported to be sensitive and specific for PCP in pure 
samples and in the tissues of animals on controlled diets. Whether it is specific for 
human studies has not been demonstrated. Gas chromatography with mass 
spectrometry would have assured such specificity, but results with this combined 
method are not reported. 

There are other uncertainties. The clinical implications of these findings are not 
clear because PCP-positive newborns did not significantly differ from PCP- 
negative ones in neonatal weight, Apgar scores, or neonatal complications. Long- 
range studies have not yet been conducted; they may or may not reveal 
developmental deficits. It is also noteworthy that while PCP-positive maternal 
blood levels were significantly associated with PCP-positive cord blood levels, the 
distribution revealed that most (73.7%) of the PCP-positive cord blood samples 
were paired with PCP-negative maternal blood samples. The meaning of these 
findings is not yet known, although speculations are offered by the authors. 

There are many gaps in our knowledge about the metabolism of PCP. On the 
one hand, there is evidence that it has a very short half-life in circulating body 
fluids. On the other hand, PCP may sequester into body lipids where it may 
remain for weeks. The finding that it is present in neonatal cord blood may 
therefore reflect maternal exposure weeks before delivery. The nature of the 
exposure is, of course, totally unknown. 

It is the policy of the American Journal of Psychiatry to publish new and 
important research findings. Although we may have reservations about the 
validity and significance of these findings, their potential import is so great that 
they deserve to be brought to the attention of our reading audience. Further 
studies in different institutions, on different populations, and by different investi- 
gators using impeccable methods should be conducted before we can assess the 
true significance of this work. 


MORRIS A. LIPTON, PH.D., M.D. 
Address reprint requests to Dr. Lipton, Biological Sciences Research Center— 


220H, University of North Carolina School of Medicine, Chapel Hill, NC 27514. 
Copyright 9 1983 American Psychiatric Association. 
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Brief Communications 


Phencyclidine in Umbilical Cord Blood: Preliminary Data 


Kenneth R. Kautman, M.D., Ruth A. Petrucha, M.D., Ferris N. Pitts, Jr., M.D., 
and Ettie R. Kaufman, Pharm.D. 


The epidemic abuse of phencyclidine (PCP) has 
become a major psychiatric issue within the past 
decade. With the assistance of highly sensitive 
capillary gas chromatographic-nitrogen detector 
measurements, PCP’s true pervasiveness is only now 
being appreciated. To further quantitate the severity 
of the problem, the authors analyzed samples of 
umbilical cord blood from 200 patients on the 
obstetrics service of a major university medical 
center. Preliminary results revealed that 24 (12%) of 
the samples were positive for PCP (.10—5.80 ng/ml). 
The authors discuss the significance of this finding 
with regard to psychiatry, obstetrics, pediatrics, and 
juvenile law. (Am J Psychiatry 140:450—452, 1983) 


hencyclidine 1-(1-phenylcyclohexyl) piperidine 
(PCP) is a highly lipophilic arylcyclohexylamine 
developed in the 1950s as a dissociative anesthetic (1). 
Due to its long duration of action and the presence of 
severe emergence psychosis, PCP is currently approved 
only as an animal anesthetic. During the late 1960s 


PCP first surfaced as a street drug (2). Since that time. 


there has been increasing evidence of its use through- 
out all major cities (3—5). This widespread use oc- 
curred in part because PCP can be made from common 
and inexpensive precursors (6, 7), because it is often 
used to cut or replace less potent drugs (8), and 
because it can be used in a variety of ways (swallow- 
ing, skin absorption, incidental inhalation, intramus- 
cular injection, snorting, and smoking) (9—11). 

The epidemic abuse of PCP has become a major 


Presented at the 135th annual meeting of the American Psychiatric 
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psychiatric issue within the past decade (12). With the 
assistance of highly sensitive capillary gas chromato- 
graphic (GC)-nitrogen detector measurements, PCP's 
true pervasiveness is only now being appreciated (13). 
In an attempt to further quantitate the severity of the 
problem, Pitts and associates (14, 15) surveyed a series 
of services in a major university medical center. While 
measuring samples from pregnant patients on the 
inpatient psychiatric service, we noted placental trans- 
fer of PCP as well as its presence in amniotic fluid and 
breast milk (16, 17). This led us to expand the services 
surveyed to include obstetrics. 

We report preliminary results from the first 200 
umbilical cord blood samples analyzed from a larger 
population. The results are discussed in the context of 
psychiatry, obstetrics, pediatrics, and juvenile law. 


METHOD 


The patient population consisted of 200 women 
randomly selected from the labor and delivery unit of 
Los Angeles County-University of Southern California 
Women's Hospital during a 7-week period. This hospi- 
tal provides services for a predominantly lower socio- 
economic Hispanic population with approximately 
14,000 deliveries annually. We assessed the age of the 
mothers, the weight and sex of the neonates, method 
of delivery, anesthesia, Apgar scores, and neonatal 
complications. 

At the time of delivery a tube of clotted blood was 
obtained from the placental umbilical cord. Blood 
samples were routinely drawn from the mothers on 
admission to the labor and delivery unit. Those sam- 
ples not needed for the clinical management of the 
patient were allotted to the study. These samples were 
extracted and analyzed for PCP by the GC-nitrogen 
and GC?-nitrogen methods previously reported (13). 
We calculated means and standard deviations for the 
mothers’ ages, neonates’ weight, and Apgar scores at 1 
and 5 min after delivery. Statistical significance of 
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TABLE 1. Epidemiologic Differences Between Groups With Blood Samples Positive or Negative for PCP 


Neonate Data 
Mother’s 


Age Weight Sex _ Apgar Score 

Group (years) (g) M F 1 min 
PCP Positive 

(N26) 

Mean 26.27 3318 8.56 

SD 7.37 700 87 

N 8 18 

% 30.7 693 
PCP Negative 

(N=174) 

Mean 24.20 3364 8.24 

SD 5.94 494 1.36 

N 77 97 

% 44.3 55.7 


3None of the differences was significant. 
>General, spinal, epidural. 


TABLE 2. Complications Among 12 Neonates in the Groups With 
Blood Samples Positive or Negative for PCP 


PCP Positive PCP Negative 
(N=3) (N=9) 
Complication N Sex N Sex 
Polycythemia 1 F 1 F 
Small for gestational age 1 F 0 
Hyperbilirubinemia 1 M 1 F 
Rule out sepsis 0 2 F 
Congenital heart murmur 0 1 F 
Macrosomia 0 1 F 
Respiratory distress 
syndrome—prematurity 0 2 F 
Meconium aspiration 0 1 F 


findings in the PCP-positive and PCP-negative groups 
was determined by chi-square and defined as p<.05. 


RESULTS 


PCP was detected in 24 (12%) of the 200 cord blood 
samples and in 7 (8.43%) of the 83 maternal blood 
samples. Levels ranged from .10 to 5.80 ng/ml for the 
cord blood samples and from .70 to 5.50 ng/ml for the 
maternal blood samples. Due to technical difficulties, 
not all paired maternal samples could be analyzed. 

Of the 24 cord blood samples positive for PCP, 19 
paired maternal blood samples were analyzed; only 5 
of them were positive for PCP. The remaining 2 
maternal blood samples positive for PCP were associ- 
ated with negative cord blood samples. For the pur- 
pose of data analysis, we combined the 24 positive 
cord blood samples and the 2 positive maternal blgod 
samples to form the PCP-positive group. 

There were no significant differences between the 
PCP-positive and PCP-negative groups regarding ma- 
ternal age, neonatal weight and sex, Apgar scores at 1 
and 5 min, anesthesia, method of delivery, and neona- 


Am ] Psychiatry 140:4, April 1983 


5 min. 


9.13 
.34 


8.99 
.49 


Delivery 
Mn Neonatal 
Eno Cae- Complica- 

Local None Other Vaginal sarian tions 
15 11 0 26 0 3 
57.7 42.3 100 LES 
98 67 9 168 6 2 
56.3 38.5 3.4 96.6 3.4 5.2 


tal complications (table 1). Of the 12 neonates with 
complications, only 1 (1 of the 3 in the PCP-positive 
group) was male (table 2). 


DISCUSSION 


The findings we have presented are astounding and 
may have marked implications concerning the future 
health of our society. If these preliminary data were 
replicated and extrapolated for the entire obstetrical 
service of this medical center, it would suggest that 
more than 1,500 neonates exposed to PCP in utero are 
born within this complex annually. Other medical 
centers have reported women’s use of PCP during 
pregnancy as well as positive levels of PCP in neonates 
(18, 19). Thus the national incidence of neonatal PCP 
intoxication may be markedly greater than what has 
often been considered incorrectly to be a phenomenon 
endemic to southern California. When one considers 
that our work involved a population that was predom- 
inantly (greater than 90%) Hispanic and that data 
from the National Youth Polydrug Study suggest that 
42% of whites taking drugs use PCP, compared with 
only 9% of Hispanics (12), the potential enormity of 
the problem can be readily appreciated. 

To our knowledge, no thorough prospective study 
has been attempted to answer the question, “What 
happens to babies exposed to PCP in utero?” An 
abstracted paper presented at a conference on muta- 
gens stated, “Users of phencyclidine had increased 
rates of fetal loss, decreased fertility, extensive chro- 
mosome breakage, and increased presence of a small 
chromosome that resembled the Philadelphia chromo- 
some. Their offspring had an abnormally large inci- 
dence of spinal defects, limb reduction anomalies, 
triploidy and trisomy” (20). Although teratogenicity 
has been described in a neonate exposed to both PCP 
and marijuana in utero (18), our study revealed no 
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gross neonatal abnormalities or complications. Al- 
though not addressed in our work, PCP intoxication 
and withdrawal symptoms have been described in the 
human neonate (19), and preliminary animal data 
suggest different activity levels in normal baby rats 
weaned on PCP-positive mother rats and in PCP- 
positive baby rats weaned on normal mother rats 
compared with appropriate controls (B. Rosenberg 
and associates, unpublished data). 

We found that PCP-positive maternal blood levels 
were significantly associated with PCP-positive cord 
blood levels (N=83, x?=7.42, p<.01). However, the 
distribution revealed that the majority (14 of 19 
samples, or 73.7%) of PCP-positive cord blood sam- 
ples was paired with PCP-negative maternal blood 
samples. This finding is not surprising in light of 
experimental animal research in which serum PCP 
levels were 10 times higher in the plasma of the piglet 
than in the sow’s plasma (21). One would expect PCP 
levels in amniotic fluid to be even greater, and this 
finding has been documented (17). Since the differen- 
tial diagnosis of psychosis in pregnant patients is often 
difficult, the use of amniocentesis might be considered 
for women who are known to be drug dependent and 
appear to have a toxic psychosis. 

Since PCP is a weak base (pKa=8.5), treatment of 
PCP ingestion (abuse, toxic psychosis, overdose) usual- 
ly consists of urine acidification with ammonium 
chloride and/or gastric suction, depending on the 
severity of the patient’s condition (22, 23). Since it is 
postulated that clearance of PCP is due to ion trapping, 
the question of selective ion trapping in the fetus and 
amniotic fluid before and during administration of 
ammonium chloride must be considered. In addition, 
the effects of high-dosage ammonium chloride on the 
fetus must be reviewed. Serial amniocentesis with 
concomitant samples of amniotic fluid, maternal 
blood, and maternal urine is indicated to establish PCP 
clearance from the fetus and amniotic fluid. This 
research, done in an animal model, must be performed 
using human subjects before ammonium chloride is 
routinely administered to PCP-positive pregnant pa- 
tients. 

Under juvenile law, narcotic abuse by the pregnant 
mother is considered child abuse if the neonate is born 
intoxicated (24, 25). One specific trial case involving a 
chronic PCP abuser and a viable fetus resulted in the 
prospective neonate (i.e., the viable fetus) being made a 
ward of the court before its birth (26). Since breast 
milk has been shown to contain PCP (17), breast- 
feeding by PCP-positive mothers may also be consid- 
ered child abuse and may be prevented by court order. 

In conclusion, exposure to PCP appears to be higher 
in the obstetric population than previously recognized. 
Although we found no obvious effects on the neonate 
from PCP exposure, future abnormalities cannot be 
ruled out. Further epidemiologic studies with prospec- 
tive follow-up of PCP-positive neonates, as well as 
pharmacologic studies of ammonium chloride use dur- 
ing pregnancy, are indicated. 
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Ventricular Enlargement in Child Psychiatric Patients: 
A Controlled Study With Planimetric Measurements 


David Reiss, M.D., Carl Feinstein, M.D., Daniel R. Weinberger, M.D., 
Robert King, M.D., Richard Jed Wyatt, M.D., and David Brallier, M.D. 


Data from adult schizophrenic patients suggest that 
patients with enlarged ventricles have a poorer 
premorbid history and may have an earlier onset of 
their illness than patients with ventricles of normal 
size. The authors examined a group of child 
psychiatric patients to discover whether these 
children at risk for major psychopathology had 
enlarged ventricles. Twenty psychiatric patients 
showed significantly enlarged ventricles compared 
with 19 control patients. There were no clear 
relationships between the children’s psychiatric 
diagnosis and ventricular size. (Am J Psychiatry 
140:453—456, 1983) 


everal groups of investigators have reported en- 

larged lateral ventricles in a subgroup of adult 
schizophrenic patients (1—4). Evidence suggests that 
this subgroup may be more difficult to treat with 
neuroleptics (5), have more negative rather than posi- 
tive signs of schizophrenia (6), have more neuropsy- 
chological abnormalities (1, 3, 7), and have a poorer 
premorbid history (8) than patients with ventricles of 
normal size. If a poor premorbid history is characteris- 
tic of patients with enlarged ventricles, they might also 
have an earlier onset of illness. This possibility 
prompted us to look at a group of children who were 
at high risk for serious adult psychopathology to 
determine if a significant proportion of them had 
enlarged ventricles. If such a group could be identified, 
they might be at particularly high risk for developing 
the chronic, unremitting course characteristic of their 
adult counterparts. Caparulo and associates (9) and 
Campbell and associates (10) have reported a sub- 
group of child psychiatric patients with enlarged ven- 
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tricles assessed by computerized tomography (CT). 
Caparulo and associates did not use a control group 
and reported only subjective scan readings. Campbell 
and associates used a problematic method for quanti- 
fying ventricular size rather than the more precise 
planimetric methods used in many adult studies. 


METHOD 


CT scans expose patients to as much as 4 rads of 
radiation, which may be an unacceptable exposure for 
children being studied only for research purposes (11). 
Therefore, we examined CT scans of children referred 
to radiology because of suspicion of neurologic illness; 
the scans had been read by an experienced neuroradi- 
ologist as normal. Research-trained, Board-certified 
child psychiatrists (C.E. or R.K.) diagnosed 20 psychi- 
atric patients by strictly applying DSM-/I/ criteria. 
Most of the 20 patients received more than one 
psychiatric diagnosis and were classified as follows: 11 
patients had one diagnosis of a pervasive, severe, and 
generalized disorder (i.e., borderline personality, per- 
vasive developmental disorder, schizophrenia, or schi- 
zotypal personality); 7 patients did not have any of 
these diagnoses but had at least one diagnosis of a less 
severe or more focal psychiatric disorder /i.e., atten- 
tion deficit disorder or a specific developmental disor- 
der); 1 patient had a single psychiatric diagnosis of 
separation anxiety; and 1 patient had a diagnosis of 
Tourette syndrome. All 20 patients had soft neurologic 
signs or clinical history suggesting underlying neuro- 
logic illness. In addition, all showed evidence of severe 
behavioral and adjustment problems (11 required hos- 
pitalization). Many also had severe language and 
cognitive attention impairments, and 5 patients al- 
ready showed disorders in the schizophrenic spectrum. 
Evidence (12—14) suggests that this kind of group is at 
considerable risk for mental disorder in adult life, 

To develop a control group, each of the 20 psychiat- 
ric patients was matched for age and gender with a 
patient who had been referred to a neuroradiologist 
from nonpsychiatric sources and who had had CT 
scans that had been read as normal by an experienced 
neuroradiologist. A. careful review of the charts of 
these control patients, as well as contacts with attend- 
ing physicians when possible and when there was a 
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diagnostic question, revealed an absence of diagnosed 
psychiatric disturbance except in 1 control who was 
dropped from the sample. Of the remainder, 5 had 
been referred for evaluation of a seizure disorder and 
14 for evaluation of headache. 

Nine of the psychiatric patients had diagnosed neu- 
rologic disorders: 5 had seizure disorders, 2 had 
paresis of unknown etiology, and 2 had congenital 
deafness secondary to rubella. An additional 4 psychi- 
atric patients had abnormalities on neuropsychological 
testing or EEG records that were not sufficient to make 
a neurologic diagnosis. Of the 20 psychiatric patients, 
8 had been treated with psychoactive medication, 6 of 
the 8 for 3 months cr longer before the CT scan. One 
control child had been treated with diphenylhydantoin 
for 3 months and another with thioridazine for 5 
years. 

The age range for psychiatric patients and for con- 
trols was 5—15 years (mean ages=9.8 and 9.9 years, 
respectively). Among the 20 psychiatric patients were 
12 boys and 8 girls; among the 19 controls were 12 
boys and 7 girls. 

All CT scans were performed with a 256x256 Ohio 
Nuclear Delta 25 scanner at the Children's Hospital 
National Medical Center. A minimum of 8 and a 
maximum of 12 cuts were taken for each subject. The 
CT slice showing the ventricles at their largest (usually 
through the body of the lateral ventricles) was selected 
for each subject. The films were coded, mixed random- 
ly, and measured separately and blindly by two people 
(D.R. and D.R.W.). A fixed-arm planimeter was used 
to trace the inner table of the skull and the borders of 
the lateral ventricles; the former was done twice and 
the latter three times, and a mean score was obtained 
in each case. The instrument determines, in this way, 
the brain area and the ventricle area, and dividing the 
latter by the former and multiplying by 100 provides 
the ventricle-brain ratio. This method correlates well 
with computer-derived assessments of ventricular vol- 
ume in contrast to simpler linear measurements of 
width and length (15). The agreement between the two 
planimetrists was very high: the intraclass correlation 
coefficient was .87. 


RESULTS 


Figure 1 shows that the ventricle-brain ratios for 
psychiatric patients were greater than those for con- 
trols. Only 4 of the psychiatric patients had the 
narrow, slit-like ventricles very characteristic for 
young children (16), whereas 10 of the controls 
showed such ventricles. Of the 20 psychiatric patients, 
16 had ratios above the mean for the controls, 6 had 
ratios above all but the highest ratio of the control 
patients, and 3 had very large ventricles. The two 
largest ratios were for patients diagnosed as having 
schizotypal personality and schizophrenia, respective- 
ly. Otherwise, there was no discernible relationship 
between psychiatric diagnosis and ventricular size: the 
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FIGURE 1. Ventricle-Brain Ratios in Psychiatric and Control Pa- 
tients 
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mean ratio for psychiatric patients with generalized 
disorders was 3.8 and for those with focal disorders 
was 3.4. 

Table 1 shows our analysis of the differences be- 
tween psychiatric patients and controls and of the 
potential contribution of neurologic diagnoses to our 
findings. Using a narrow definition of neurologic 
disease, we divided our patients into those who had 
definite neurologic diagnoses and those who did not, 
and, using a broader definition, those who had definite 
diagnoses or abnormal EEGs or abnormal neuropsy- 
chological testing and those without any of these 
abnormalities. According to either the narrow or the 
broad definition, the neurologic patients had some- 
what smaller ratios than did the patients free of 
neurologic findings, although this difference was not 
significant. Using either the broad or narrow definition 
of neurologic status, we found that psychiatric patients 
had significantly larger ratios than did the controls. 
The nonsignificant interactions indicate that these 
differences were the same in the patients with a 
neurologic abnormality and in those without one. 
Because of skewed distribution, this analysis was 
checked with the nonparametric Mann-Whitney U 
test: psychiatric versus all control patients: U=88, 
p«.002; neurologic patients, psychiatric versus con- 
trols: U=15, p<.10; and nonneurologic patients, psy- 
chiatric versus controls: U=26, p<.10. Taken together 
these statistical tests suggest that the difference be- 
tween psychiatric and control patients was not due to a 
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TABLE 1. Ventricle-Brain Ratios for 20 Children With Psychiatric Diagnoses and 19 Control Children 


Psychiatric Patients 


Controi Patients 


Ventricle-Brain Ratio 


Neurologic Status of Patients N Ventricle-Brain Ratio N 
Narrow definition? 
Neurologic diagnosis 9 2.76 5 s 
No neurologic diagnosis 11 4.28 14 1.3 
Broad definition^ 
Any neurologic abnormality 13 3.48 5 Fi 
No neurologic abnormality 7 4.04 14 mE 


2ANOVA for effect of psychiatric status: F=7.03, df=1, 38, p=.012. ANOVA for effect of neurologic status: F- 1.36, df=1, 38, p.252. Interaction: F=.208, 


df=1, 38, p=.651. 


bANOVA for effect of psychiatric status: F=6.01, df=1, 38, p=.019. ANOVA for effect of neurologic status, F=.310, df=1, 38, p.585. Interaction: F=.003, 


df=1, 38, p.957. 
‘Diagnoses and/or EEG or neuropsychiatric abnormalities. 


few children with large ventricles; rather, the entire 
distribution of psychiatric patients was shifted toward 
large ventricular size. 

The mean ventricle to brain ratio of psychiatric 
patients who had taken psychoactive medication for 3 
months or longer (3.4) was not significantly different 
from that of psychiatric patients who had not (3.8). 
There was also no statistically significant difference 
between the mean ratio of the 6 psychiatric patients 
with mild mental retardation (2.24) and that of the 14 
psychiatric patients without mental retardation (4.16). 
Spearman's rank order correlations between age and 
the ventricle to brain ratio for the psychiatric patients 
(r,=.32) and for the controls (r,=.20) were not signifi- 
cant. 


DISCUSSION 


Research ethics imposed constraints on our sample. 
First, we examined CT scans only for subjects who had 
been referred to the neuroradiologist for suspicion of 
neurologic disorder. In many cases the suspicion was 
vague and unspecified. Nonetheless, we cannot know 
from these data whether enlarged ventricles would be 
found in a child psychiatric sample in which there was 
no clinical suspicion of neurologic illness. A second 
constraint follows from the first: our psychiatric and 
our control samples contained some patients who had 
neurologic diagnoses or who did not have neurologic 
diagnoses but did have abnormal EEGs or neuropsy- 
chological test results. This second constraint is unlike- 
ly to have influenced our main findings because, 
regardless of psychiatric status, the patients with neu- 
rologic abnormalities actually had slightly smaller 
ventricles than those without, and we found signifi- 
cantly larger ventricles among the psychiatric patients 
from both groups (those with neurologic abnormalities 
and those without) than among the control patients 
from both groups. 

The ventricle-brain ratio for our controls was very 
similar to that of a group of children who were free of 
neurologic illness (16). Further, in our psychiatric 
patients and in our control patients we found small, 
positive correlations between age and ventricle size, 
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consistent with the findings of Barron and associates 
(16). Taken together these data suggest that our psy- 
chiatric patients had abnormally large ventricles (rath- 
er than our controls having abnormally small ventri- 
cles) and that young psychiatric patients were as apt to 
have large ventricles, relative to their age-matched 
controls, as were adult psychiatric patients. Thus, 
whatever factors lead to large ventricles in child psy- 
chiatric patients must operate at an early agc—certain- 
ly by 8 or 9 years, if not earlier. These findings are 
consistent with hypotheses derived from recent studies 
of adult psychiatric patients (17) which suggest that 
ventricular enlargement in patients with major psychi- 
atric illness is the result of early developmental phe- 
nomena. 

The causes of ventricular enlargement in our pa- 
tients, and its relationship to symptomatology and 
clinical course, cannot be determined from our data. 
Causes may include toxic effects, abnormal CSF 
dynamics, infections, or birth and developmental de- 
fects. However, our report, along with tose of Ca- 
prulo and associates (9) and Campbell and associates 
(10), now justifies a much closer look at ventricle size 
in child psychiatric patients. New studies should use 
CT scans in a representative sample free of actual 
neurologic illness or the suspicion thereof, a protocol 
that is more ethically acceptable now that lower dose 
CT scanners are available. 
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L-5-Hydroxytryptophan for LSD-Induced Psychosis 


Henry David Abraham, M.D. 


The serotonin precursor L-5-bydroxytryptopban 
reversed the symptoms of a 23-year-old man 
suffering from LSD-induced psychosis who 
participated in a randomized, double-blind crossover 
study of the drug and a placebo. This finding is 
compatible with the speculation that some LSD- 
induced psychotic disorders may be caused by a 
relative deficiency of CNS serotonin. (Am J 
Psychiatry 140:456—458, 1983) 


ysergic acid diethylamide, a potent hallucinogen, 

causes in humans a characteristic toxic state last- 
ing 6 to 12 hours. However, in certain individuals the 
use of LSD, not necessarily in large doses, has also 
been associated with the development of psychosis 
preceded by a lucid interval of weeks or months (1). 
Such psychoses related to psychostimulants may 
evolve over years (2, 3) and have a poor prognosis (4). 
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In the 1950s, Gaddum (5) and Woolley and Shaw (6) 
suggested that serotonin mechanisms might have a role 
in the pathogenesis of certain mental disorders. This 
hypothesis was based on the idea that the mind- 
altering capabilities of LSD were possibly related to the 
drug's ability to antagonize serotonin-dependent neu- 
ronal systems. Since then, CSF from patients with 
hallucinogen-related psychoses has been found to have 
a low level of 5-hydroxyindoleacetic acid, a primary 
metabolite of serotonin (7). In addition, a therapeutic 
trial of the serotonin precursor L-$-hydroxytrypto- 
phan (S-HTP) in 11 chronic schizophrenic subjects 
was related to an improvement in 6 (8). It follows that 
if LSD is associated with a psychosis based on a 
serotonin deficiency in the CNS, 5-HTP may have 
therapeutic value in this disorder. The following study 
tested this hypothesis. 


CASE REPORT 


Mr. A, a 23-year-old former college student, was psychotic 
when he was seen at the age of 20. The disorder was 
characterized by auditory and visual hallucinations and by 
grandiose delusions. He had taken LSD five times between 
the ages of 18 and 21, and he had a paternal great aunt who 
had been psychotic. Before the onset of his present ilIness, he 
had been a high school honors student, athlete, and editor of 
the school's yearbook. Following the first use of LSD in his 
freshman year of college, his work had deteriorated, and he 
had dropped out. Psychotic symptoms emerged 11 months 
later. 
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A medical evaluation at the onset of his illness included a 
physical examination, routine chemistries, urinalysis, hemo- 
gram, determination of serum copper and lead levels, skull 
films, sleep EEGs, and a computerized tomography (CT) 
scan of the cerebrum, all of which were unremarkable. 

For the 29 months after the onset of his illness, Mr. A was 
treated continuously with large doses of antipsychotic 
agents, including trifluoperazine, chlorpromazine, and lithi- 
um carbonate, without clinical remission. The onset of 
tardive dyskinesia occurred during this time. 

With the informed consent of Mr. A and his parents, a 
double-blind crossover trial of 5-HTP was begun; the aro- 
matic-L-amino-acid decarboxylase inhibitor carbidopa, 25 
mg q.i.d., was also given to increase the amount of active 
agent reaching the CNS. During control periods the carbi- 
dopa was continued but the 5-HTP was replaced with an 
inert, identical placebo of lactose. Measures of psychosis 
included evaluations by psychiatrists two to seven times a 
week; taped interviews; the MMPI; the Brief Psychiatric 
Rating Scale (BPRS) (9); a follow-up scale for prognosis in 
hallucinogen-induced psychosis (4); and the Fourteen-Symp- 
tom Behavior and Mood Rating Scale for Longitudinal 
Patient Evaluation by Nurses (10). 

The follow-up scale measures prognosis in chronic psycho- 
sis with scores for hospitalization, treatment, symptoms, 
social adjustment, vocational performance, and overall out- 
come. The scale score varies directly with favorable progno- 
sis. 

The behavior and mood scale was administered daily by 
one to five observers, who were nurses and psychologists 
involved in Mr. A's treatment. This 14-point scale had been 
used to measure psychosis during a previous trial (8) of 5- 
HTP in chronic schizophrenic patients but was modified to 
score 10 items (false beliefs, appears delusional, suspicious/ 
distrustful, paranoia, senses imaginary things, hallucinating, 
unexplainable euphoria, great self-opinion, mentally ill, and 
psychiatric sickness). To increase interrater reliability a refer- 
ence manual was prepared by assigning to each item of the 
scale the most appropriate description of each from the 
Present State Examination (11) (Present State Examination 
symptom numbers 72, 73, 125, 74, 61, 118, 41, 76, 107, and 
4, respectively). 

The drug trial was preceded by a 10-day washout period. 
The assignment of order of drug and placebo was made 
randomly by the pharmacist. 5-HTP was given twice, first 
while Mr. A was an outpatient, then while he was an 
inpatient; the doses and results are shown in figure 1. During 
the last 7 days (days 9—15) that Mr. A was taking placebo as 
an outpatient, his mean (+SD) behavior and mood scale 
score was 51.0+6.0; during the last 7 days (days 59—65) of 
the subsequent trial of 5-HTP, his score was 18.2+6.7 
(t=9.58, p<.001; two-tailed t test), His follow-up scores 
during these two periods were 1.60+1.34 and 2.80+.84 
(t=1.70, p=.128). During Mr. A's inpatient treatment, his 
behavior and mood scale score for the last 7 days of the 
placebo period (days 180—186) was 55.7::6.3 and for the 
last 7 days of the 5-HIP trial (days 202-208) it was 
13.5: 13.6 (t=7.44, p«.001); his follow-up score rose from 
1.405..89 to 3.40.55 (t=4.26, p.003). 

While Mr. À was taking placebo, his condition rapidly 
deteriorated in a week, but this process was reversed when he 
was treated with 5-HTP. Following a return to placebo on 
the 66th study day, Mr. A relapsed into a marked psychosis, 
again with bizarre and erratic behavior, which interrupted 
the protocol until the 173rd day, when the crossover was 
replicated in an inpatient setting. While he was taking 
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FIGURE 1. Psychosis Ratings of a Man With LSD-Induced Psychosis 
Treated With L-5-Hydroxytryptophan (5-HTP) 
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210-item version of the Fourteen-Symptom Behavior and Mood Rating Scale 
for Longitudinal Patient Evaluation by Nurses (10). 


placebo, Mr. A’s mental status again deteriorated in a matter 
of a few days to the point that he required four limb 
restraints, suffered continual hallucinations and delusions, 
and was unable to hold logical discourse beyond sentence 
fragments. After the reinstitution of S-HTD, the number and 
intensity of psychotic symptoms rapidly decreased. During 
both trials of 5-HTP the BPRS score fell, from 33 to 18 and 
from 63 to 6. The MMPI showed reduced paranoia and 
more control over hypomania. As of this writing, Mr. A 
continues to take 400 mg/day of 5S-HTP and 100 mg/day of 
carbidopa, is out of the hospital, works full-time, lives 
independently, is involved in his first stable heterosexual 
relationship, and remains at the most functional level since 
the onset of his illness 46 months ago. Tardive dyskinesia 
remitted with the prolonged avoidance of phenothiazines. 


DISCUSSION 


5-HTP improved the condition of this patient to a 
more functional level than that achieved with any 
other treatment during his illness. The hypothesis that 
his illness represents an LSD-induced psychosis, how- 
ever, is not proven. Deception in illicit drug use is 
common. The lucid interval between the time of drug 
use and the onset of symptoms has not been widely 
described. The mechanism by which LSD may exert 
chronic effects on the CNS is not known, and the 
relevance of the LSD state as a model psychosis is 
controversial (12). On the other hand, an experience 
with a major hallucinogen is unique and not easily 
confused with the effects of nonhallucinogenic agents 
(H.D. Abraham, “‘Visual Disturbances in a Population 
of LSD Users,” presented at the 134th annual meeting 
of the American Psychiatric Association, New Orleans, 
May 9—15, 1981). In a chemical analysis of illicit drugs 
(13), the likelihood that a drug claimed to be LSD was 
actually LSD was 80.3%. In addition, a number of 
other chronic LSD effects have been found, including 
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flashbacks (14), thought disorder (15), EEG abnormal- 
ities (16), decrease in cortical functions (17), abnormal 
MMPI scores (18), deviant scores on the Reitan trail 
making test (19), and a defect in color vision (20). 

It is widely hypothesized (21) that the therapeutic 
mechanism of conventional antipsychotic agents such 
as the phenothiazines involves the blockade of post- 
synaptic receptors for dopamine. Such agents were not 
effective for this patient, however, suggesting that his 
illness was resistant to such an effect. In a follow-up 
study of patients with hallucinogen-related psychoses 
(3), half had poor prognoses despite phenothiazine 
treatment, and 2 of 15 committed suicide. The fact 
that 5-HTP was helpful for this patient adds credence 
to the speculation that such an illness may represent a 
relative serotonin deficiency. It is noteworthy that 
when 5-HTP was effective in the treatment of chronic 
schizophrenic subjects (8) the mean effective dose was 
more than 12 times the therapeutic dose for this 
patient, raising the possibility that 5-HTP for some 
LSD-induced psychoses represents a chemotherapeutic 
specificity. It remains to be shown whether chronic 
administration of 5-HTP 1s effective for this disorder 
and whether in a crossover with conventional antipsy- 
chotic agents it is clinically superior. 

The public health consequences of LSD use may not 
be small. A 1980 survey (22) of American high school 
seniors representative of the nation found that 35.396 
of the boys reported that LSD was *'very easy to get," 
and 7.296 of the same group had used the drug at least 
once in each of the preceding 5 years. 
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Suicide in a Psychiatric Emergency Room Population 


James R. Hillard, M.D., Dietolf Ramm, Ph.D., William W.K. Zung, M.D.. 
and Jacqueline M. Holland, R.N. 


Twenty-two suicides were identified in a series of 
5,284 psychiatric emergency room patients, yielding 
a suicide rate of 111.1 per 100,000 “patient-years at 
risk”’—-more than seven times the age- and sex- 
adjusted rate for the general population. 
Subpopulations at high risk were white people, men, 
depressed and schizophrenic patients, substance 
abusers, and patients with multiple emergency room 
visits. No patients had killed themselves immediately 
after an emergency room visit, but several had killed 
themselves without following through on a referral 
from the emergency room to another facility for 
treatment. The authors discuss the implications of 
these findings for emergency room practice and for 
further research. (Am J Psychiatry 140:459—462, 
1983) 


pros of suicide is a major rationale for the 
existence of psychiatric emergency services, but it 
has never been established that the psychiatric emer- 
gency room population is, in fact, at high risk for 
suicide. It has been argued that psychiatric emergency 
rooms, like other suicide prevention facilities, see 
mainly the demographic groups at lowest risk for 
suicide (i.e., young adults, black people, women) and 
thus may not see a high-risk population at all (1). The 
patient characteristics associated with highest suicide 
risk in this special population have not been estab- 
lished. Nor has it been established how frequently 
patients kill themselves immediately after discharge 
from the psychiatric emergency room or without hav- 
ing made or kept an appointment when they were 
referred to another facility. 

Previous studies of unselected psychiatric emergency 
room patients have demonstrated that some suicides 
do occur during 6—18 months of follow-up, but the 
small number of suicides observed (4 certain plus 1 
equivocal) makes confident assessment of rates impos- 
sible (2, 3). One study (4), part of the Monroe County 
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Psychiatric Case Register Project in New York State, 
identified suicides in a series of emergency room 
patients seen after earlier suicide attempts and con- 
vincingly demonstrated that this subpopulation of 
emergency room patients was at high risk for eventual 
suicide. That study did not, however, allow assessment 
of risk for the overall population of psychiatric emer- 
gency room patients or for other segments of that 
population. Identification of suicides in a large series 
of unselected psychiatric emergency room patients in 
the present study made analyses possible. Examination 
of the individual cases identified allowed assessment of 
suicide in relation to the emergency services and 
referrals provided. 


METHOD 


The Duke University Medical Center cmergency 
room serves as the only 24-hour psychiatric facility in 
a mixed urban-agricultural county of 150,000 people. 
The population seen there approximates that of other 
psychiatric emergency rooms (2, 3, 5). During the 
course of this study there was no special suicide 
prevention program in operation, and patients re- 
ceived the sort of care that would be expected in a 
well-functioning psychiatric emergency roon with ad- 
equate disposition resources. 

From July 1972 through June 1979, tke names, 
demographic data, DSM-II diagnoses, ard times of 
visit were recorded for all patients seen by psychiatric 
personnel in the emergency room. We did not include 
patients requiring immediate medical or surgical hos- 
pitalization after suicide attempts. In order to assess 
which patients subsequently committed suicide, we 
obtained from the North Carolina State Center for 
Health Statistics the list of all North Carclina deaths 
from 1972 through 1979 that were ruled as suicide or 
as "injury undetermined whether accidentaliy or pur- 
posely inflicted" and matched the names on this list 
against names of patients seen in the Duke emergency 
room between July 1972 and June 1979. Ir the case of 
apparent matches, further data, including cate of birth 
(listed on medical records and on death certificates), 
were compared to verify the matching. A number of 
patient suicides may have been missed by this method, 
e.g., patients who killed themselves outside the state or 
who changed their names, as by marriage, before 
committing suicide. 
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TABLE 1. Descriptive Data for Patients Who Committed Suicide? and for the Total Psychiatric Emergency Room Population 


Suicides 

Variable N y^ 
Sex 

Male 15 62.5 

Female 7 (9) 37.5 
Race 

Black 2 (3) 12.5 

White 20 (21) 87.5 
Age at time of last emergency 

room visit (years) 

20 3 12.5 

20-29 2305 29.2 

30—39 4 16.7 

40-49 5 20.8 

50-59 4 16.7 

60 or older 1 4.2 
Diagnosis 

Affective psychosis: 4 16.6 

Depressive neurosis 8 33.3 

Drug abuse 2 8.3 

Alcoholism 5 20.8 

Schizophrenia 3 (4) 16.7 

All other psychiatric 0 (1) 4.2 
Number of psychiatric emer- 

gency room visits 

1 13 $4.2 

2 5 (6) 25.0 

3 2 (3) 12.5 

4 or more 2 8.3 
Totalé 22(24) 100 


National suicide rate for 1975 


: Patient- Suicide Rate 
eiiergeucy Room PODUSUON Years at per 100,000 
N % Risk Patient- Years 
2,307 43.8 8,289.6 181.0 
2,957 56.2. 11,199.9 62.5 (80.4) 
2,009 38.8 7,288.0 27.4 (41.2) 
3,175 61.2 12,148.4 164.6 (172.9) 
644 12.4 2,500.8 120.0 
1,677 32.3 6,221.2 80.4 (112.5) 
1,081 20.8 4,041.1 99.0 
752 14.5 2,862.0 174.7 
$92 11.4 2,152.3 185.8 
442 8.6 1,652.1 60.5 
428 8.1 1,411.1 283.5 
1,436 27.3 5,201.9 153.8 
118 2.2 546.5 366.0 
867 16.5 3,188.4 156.8 
$54 10.5 1,822.8 164.6 (219.4) 
1,863 35.4 7,261.9 0 (13.8) 
3,898 73.8 15,459.3 84.1 
733. 14.3 2,573.7 194.3 (233.1) 
287 5.4 864.2 231.4 (347.1) 
342 6.5 901.6 221.8 
5,284 100 19,798.8 111.1 (121.2) 


12.7 (15.0) 


aFigures include only deaths ruled definitely suicides. Figures in parentheses include possible suicides. 
bComputed by summing over all patients in a group the amount of time between each patient's last emergency room visit and the end of the period for which sui- 


cides were matched. 


Includes manic-depressive patients and those with involutional melancholia and psychotic depression. 
dNumber of patients and number of patient-years at risk in each set of subgroups add up to slightly less than the grand total because of missing data on some varia- 


bles. 


We computed rates of suicide for the overall popula- 
tion and for various subpopulations by dividing the 
number of suicides in any given group of patients by 
the number of “patient-years at risk” in that group. 
Patient-years at risk were computed by summing over 
all patients in a group the amount of time between 
each patient’s last emergency room visit and the end of 
the period for which suicides were matched. No cor- 
rection was made for known or actuarially predictable 
deaths in the population; hence computed patient- 
years at risk are certainly an overestimate of actual 
patient-years at risk. Since our method tended to 
overestimate patient-years at risk and to underestimate 
suicides, the resulting computed rates may be reliably 
assumed to be underestimates. 

In order to assess compliance with referrals from the 
emergency room of patients who subsequently com- 
mitted suicide, hospital and outpatient clinic records 
were searched, but relatives and acquaintances of the 
patients were not asked for information. 


RESULTS 


We identified 22 cases of unequivocal suicide and 2 
cases of possible suicide during a follow-up period 
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ranging from 6 months to 7 years (mean=3.7 years) 
among 5,284 patients seen in the emergency room over 
a 7-year ‘period. The patient-years-at-risk method we 
have described yields an overall suicide rate of 111.1 
per 100,000 patient-years for this population. This 
rate is to be compared with the 1975 U.S. suicide rate 
of 12.7 per 100,000 population and the age- and sex- 
adjusted rate of 15.8 per 100,000 population (6). 

Table 1 shows the distribution of suicides by sex, 
race, age, diagnostic category, and number of psychiat- 
ric emergency room visits compared with overall pop- 
ulation distribution on those variables, along with a 
suicide rate computed for each subpopulation defined 
by the variables. White people were more frequently 
found in the group of definite or possible suicides than 
would be expected from the overall population distri- 
bution (x^-7.0, df=1, ps 01). Women tended to be 
less frequently found 2 = 3.4, df=1, p<.10). Distribu- 
tion by diagnosis (using aggregate categories of affec- 
tive disorders, substance abuse, and other) was signifi- 
cantly different than expected (x?=6.14, df=2, 
p«.05). 

Five of the 24 patients were seen in the emergency 
room after suicide attempts, and 11 were noted to have 
expressed suicidal ideation during their emergency 
room visit. The time interval between last emergency 
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room visit and death ranged from 16 days to 4 years 
and 5 months (median=13 months). Only 6 suicides 
occurred within the first 6 months of follow-up. Fif- 
teen patients were hospitalized directly from the emer- 
gency room. Eight were referred to outpatient treat- 
ment, but 3 of these failed to make or keep their 
appointments and it could not be documented that 
they had been seen in other mental health facilities 
before they died. In 1 case, no referral was made. 


DISCUSSION 


These data indicate that our psychiatric emergency 
room did see a population at much greater risk for 
eventual suicide than the general U.S. population. The 
overall rate of suicide for the emergency room popula- 
tion, however, tended to be similar to or lower than 
that for other clinical psychiatric populations, as as- 
sessed by studies with methodology comparable to 
ours which include enough information to allow com- 
putation of rates based on patient-years at risk. Studies 
of patients who committed suicide after discharge 
from psychiatric hospitals have generally shown over- 
all rates of suicide in the range of 100—200 per 
100,000 patient-years (7-9). Follow-up of hospitalized 
psychotic patients has shown rates of 200—500 per 
100,000 patient-years (8—11), with patients suffering 
from depressive psychosis having the highest rates. 
Follow-up of patients hospitalized after suicide at- 
tempts has repeatedly yielded very high rates, generally 
in the range of 800—2,000 per 100,000 patient-years 
(7, 12, 13). If patients requiring immediate medical 
hospitalization after serious suicide attempts had been 
included in our series, it is probable that the overall 
computed rates of subsequent suicide would have been 
substantially higher. 

In our population, sex and race bore the same 
relationship to risk of suicide as in the general popula- 
tion, but age was less strongly related to risk than 
expected (6). 

Risk of suicide was heavily concentrated in the 
group of patients diagnosed as suffering from affective 
disorders, substance abuse, or schizophrenia. These 
findings are consistent with those of a wide variety of 
posthospitalization (7—9) and community-based (14— 
16) studies. A particularly disturbing fact about the 
schizophrenic patients in our series who committed 
suicide is that all were under 30 years old when last 
seen in the emergency room, yielding a rate of suicide 
for these patients of over 700 per 100,000 patient- 
years. 

Another group at high risk in our population were 
patients who made repeated visits to the psychiatric 
emergency room. Eight of 9 of these patients met 
Bassuk and Gerson's definition of “chronic crisis pa- 
tients" (17) by having two or more visits to the 
emergency room during a 12-month segment at some 
time during the study period. Most had only two or 
three visits during the study, but 1 had six and another 
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had eight. These patients, like Bassuk and Gerson's, 
were frequently referred to in charts as hostile, suspi- 
cious, or uncooperative. Eight of 9 were given diag- 
noses of depression or alcoholism. The mean length of 
time between last emergency room visit and suicide 
was comparable for repeating and nonre»cating pa- 
tients. Part of the explanation for the higher rate of 
suicide in repeaters must be related to the fact that 
patients with high-risk disorders such as substance 
abuse and affective disorders tend to make repeated 
visits. The higher rate may also be releted to the 
difficulty of providing adequate continuity of care to 
this group of patients (17, 18). 


CONCLUSIONS 


It is reassuring that in our series of over 5,000 
patients, accounting for more than 8,000 visits during 
a 7-year period, there was no instance of suicide 
immediately after discharge from the emergency room 
or even during the 2 weeks following discharge. These 
results are consistent with those of previous studies 
using smaller series of patients (2, 3), which found no 
immediate suicides after 648 visits. It is reasonable to 
conclude from these data that patients who are acutely 
suicidal are being dealt with appropriately in our 
emergency room and that the error most feared by 
emergency psychiatry personnel (i.e., discharging a 
patient who immediately commits suicide) is actually 
very rare in well-functioning emergency departments. 

The rate of suicide might have been lowered, howev- 
er, by some improvement in the continuity of care for 
patients not judged to be acutely suicidal. We can 
assume that some suicides might have been prevented 
had referrals for continuing treatment been made for 
all patients and had more patients complied with the 
referrals that were made. 

There are repeated references in the literature to the 
low rate of patients’ compliance with referrals from 
the emergency room to outpatient facilities (19, 20), 
but there have also been reports on the effectiveness of 
several techniques for increasing the success of these 
referrals. A patient is more likely to keep the appoint- 
ment 1) if the referral is negotiated during the course of 
the interview rather than merely mentionec at the end 
without an opportunity for discussion (21, 22), 2) if 
the patient is given a specific appointment with a 
specific individual rather than referred to ar. imperson- 
al agency at an unspecified time (23), and 3) if the 
patient does not have an excessive wait before the 
appointment (23). All of these techniques could be 
implemented in most emergency room settings without 
a major increase in expenditure of time or money and 
with a reasonable expectation of improved compliance 
and perhaps improved prevention of suicide. 

Other techniques to improve compliance and conti- 
nuity of care have been shown to be effective but 
would require an increased expenditure of resources. 
These are instituting a systematic program to monitor 
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the success of individual physicians in making referrals 
(22), setting up communication between different facil- 
ities to ensure that patients using multiple services (the 
high-risk repeater group) are dealt with in a consistent 
manner (17, 18), and recontacting patients to remind 
them of appointments and to help them to reschedule 
if necessary (24). 

Given the rarity of suicide (little more than 1 per 
1,000 population per year, even in this relatively high- 
risk population), it is not really possible to target a 
small group of individuals for intensive intervention. 
However, more intensive follow-up of a larger group 
(e.g., repeat patients or patients with certain diag- 
noses) could be reasonably justified on the grounds of 
suicide prevention as well as on the grounds of preven- 
tion of less extreme morbidity. 

Further research is needed to pinpoint those patients 
who would benefit from intensive follow-up and to 
identify the techniques that would be most effective in 
increasing compliance with referral of various subpop- 
ulations of patients. We also need further research into 
more effective methods of bringing suicide prevention 
services to high-risk populations (such as the elderly) 
who tend not to use the psychiatric emergency room. 
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Bilateral Versus Unilateral Electroconvulsive Therapy: 
Efficacy in Melancholia 


Richard Abrams, M.D., Michael Alan Taylor, M.D., Raymond Faber, M.D., 
Timothy O.T. Ts'o, M.D., Ph.D., Robert Allen Williams, M.D., and Gary Almy, M.D. 


The authors compared the therapeutic efficacy of 
bilateral and unilateral electroconvulsive therapy 
(ECT) in 51 patients with endogenous depression 
who were randomly assigned to bilateral (N=24) or 
unilateral (N=27) ECT. Seizures were monitored by 
oscilloscope. After 6 treatments blind assessment on 
a modified Hamilton depression scale showed an 
81.1% improvement in the bilateral group compared 
with a 55.596 improvement in the unilateral group. 
Additional treatments were prescribed ad libitum by 
a hospital psychiatrist who was unaware of each 
patient’s electrode placement. The unilateral group 
received more total treatments and were more 
frequently switched to bilateral ECT. These results 
were independent of age, severity of illness, or 
sedative drug administration. (Am J Psychiatry 
140:463—465, 1983) 


D espite numerous studies demonstrating the equiv- 
alent therapeutic efficacy of bilateral and unilat- 
eral ECT in the treatment of endogenous depression 
(melancholia), most U.S. psychiatrists surveyed pre- 
ferred bilateral ECT (1), as did one-half of British 
consultants surveyed (2). Moreover, many investiga- 
tors who reported that the two methods were thera- 
peutically equivalent according to objective measures 
nonetheless expressed their clinical preference for bi- 
lateral ECT, asserting that it works faster, requires 
fewer treatments, or is indicated in more severely 
depressed patients (3). D’Elia and Raotma (4) re- 
viewed these clinical impressions as reported in 29 
published studies and found that 13 studies claimed an 
advantage for bilateral ECT, 14 found the methods 
equal, and only 2 found some advantage for unilateral 
ECT. (The probability that such a distribution of 
clinical impressions differs from chance is 1074.) An- 
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other pertinent observation is that of 3 studies compar- 
ing genuine versus sham ECT in patients with endoge- 
nous depression, the 2 studies employing bilateral 
placement found an advantage for ECT (5—6) whereas 
the 1 study using unilateral placement did not (7). 

We undertook the present study to further clarify the 
issue and employed operational diagnoses of melan- 
cholia, random assignment to treatments, blind out- 
come assessments, and objective measures of treatment 
response. 


METHOD 


Our study was conducted on the inpatient teaching 
service of the Department of Psychiatry and Behavioral 
Sciences, University of Health Sciences/the Chicago 
Medical School. All patients referred for ECT and who 
signed informed consent forms for this trearment were 
included in the study if they satisfied all three of the 
following criteria: 1) sad, dysphoric, or anxious mood; 
2) at least three of the following symptoms: early 
morning waking, diurnal mood swing that was worse 
in the morning, more than a 2.2-kg weight loss in 3 
weeks, retardation or agitation, suicidal thoughts or 
behavior, or feelings of guilt, hopelessness, or worth- 
lessness; and 3) no diagnosable coarse brein disease, 
no use of steroids or reserpine during the previous 
month, and no medical illness known to cause depres- 
sive symptoms. 

All patients also satisfied DSM-III criteria for mel- 
ancholia, and none satisfied DSM-III criteria for 
schizophrenia. 

Patients were randomly assigned to one of two 
standard treatments: bilateral ECT administered 
through bifrontotemporal electrodes or right-sided 
unilateral ECT administered according to the electrode 
placement of Lancaster and associates (8). (There were 
no left-handed patients in the unilateral group.) Treat- 
ments were administered three times weexly with a 
Medcraft sinusoidal current treatment apparatus set to 
deliver 170 V for 1 sec. Anesthesia was induced with 
50—80 mg of methohexital, followed by 40—80 mg of 
succinylcholine. The patients were forcibly ventilated 
with 100% oxygen when they became unconscious, 
and this was continued throughout the session until 
the patients began to breathe spontaneously. Seizures 
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were monitored by oscilloscope from bitemporal sub- 
dermal electrodes (T4-T4). The oscilloscope was dis- 
connected from the recording electrodes during the 
passage of current in order to avoid blocking the 
amplifiers. No minimum seizure duration was pre- 
scribed, but patients with clinically incomplete or 
abortive seizures received additional electrical stimula- 
tion until a generalized tonic-clonic seizure was ob- 
tained. The subjects were not prescribed any antide- 
pressants, neuroleptics, or lithium during the study 
period. Administration of barbiturates or anxiolytic 
sedatives was permitted ad libitum. 

After the 6th ECT, the unit psychiatrist was free to 
prescribe additional treatments until he felt that maxi- 
mum benefit had been achieved. After 10 treatments, 
the unit psychiatrist was also free to switch to the 
alternate form of electrode placement. A concerted 
effort was made to keep the unit psychiatrist blind as 
to the method of treatment. Staff members were in- 
structed not to discuss specific treatment techniques 
with the psychiatrist, and no notation was put in the 
chart regarding the placement of electrodes. 

On a day before the 1st ECT and 24 hours after the 
6th ECT, a Board-certified research psychiatrist who 
was blind to treatment assignment evaluated each 
patient using a modified 15-item Hamilton Rating 
Scale for Depression (9). 

Statistical analyses were two-tailed, and differences 
between means were analyzed by t tests; contingency 
tables were analyzed by a chi-square test or Fisher’s 
exact probability test where appropriate. We used the 
residual percent improvement as the definitive measure 
of treatment outcome. This represents the arithmetical 
difference between the percent improvement actually 
obtained and that predicted by regression analysis 
from the distributions of the Hamilton scale score 
before ECT, patient age, and sedative drug administra- 
tion (10). Thus, the residual percent improvement is 
adjusted for any differences between groups on these 
three variables before treatment and represents the 
differential effects of treatment after accounting for the 
variance contributed by these items. A negative residu- 
al score results when the percent improvement is lower 
than predicted, and a positive one when the percent 
improvement is higher than predicted. 

Of the 70 patients who entered the study during a 2- 
year period, 33 were assigned to the bilateral ECT 
group and 37 were assigned to the unilateral ECT 
group. There were 9 dropouts (27%) from the bilateral 
group (3 withdrew consent, 2 had incomplete Hamil- 
ton scale score data, 1 had medical complications, 1 
received psychotropic drugs, 1 had a changed diagno- 
sis, and 1 dropped out for unknown reasons); there 
were 10 dropouts (27%) from the unilateral group (3 
withdrew consent, 2 had incomplete Hamilton scale 
score data, 2 had medical complications, 1 received a 
psychotropic drug, 1 developed hypomania, and 1 
dropped out for unknown reasons). Thus, the final 
sample included 24 patients in the bilateral group and 
27 patients in the unilateral group. All patients except 
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TABLE 1. Treatment Results of Patients Receiving Bilateral or 
Unilateral ECT 


Bilateral Unilateral 
Group Group 

Item (N=24) (N=27) Significance 
Number of patients who 

received sedatives 6 1 p=.07 
Hamilton scale results 

Mean score before 

treatment 19.2 16.5 n.s. 

Mean score after 

treatment 3.5 7.4 p=.039 

Percent improvement 81.1 35:3 p=.004 

Residual percent 

improvement? 12.2 —10.9 p=.014 
Total number of ECT 

given 6.3" 9.15 p=.002 
Number of patients who 

required more than 9 

ECT 0 10 p=.0007 
Number of patients 

switched to alternate 

form of ECT 0 rj p-.008 


?Adjusted to account for age, pretreatment Hamilton scale score, and sedative 
` drug administration. 

*Range-6-9 ECT. 

“Range=6~—23 ECT. 


1 were men. The mean age of the bilateral and uni- 
lateral groups was 51.2 and 50.0 years, respectively. 


RESULTS 


Table 1 displays the treatment outcome for the two 
methods. The Hamilton scale scores for both groups 
before ECT were somewhat lower than those usually 
reported for patients with endogenous depression (11). 
This was because the modified Hamilton scale that we 
used contains 15 instead of 17 items (loss of libido and 
weight loss were dropped because of their doubtful 
validity in hospitalized patients). Assuming an average 
rating of 1.5 points for each excluded item, we calcu- 
lated that the mean Hamilton scale score for the whole 
sample would be more than 20, well within the usual 
reported range. 

Both the posttreatment scores and the percent im- 
provement significantly favored bilateral ECT. More 
important, the residual percent improvement was sig- 
nificantly higher for the bilateral ECT group, demon- 
strating that the advantage for this method was inde- 
pendent of differences in age, severity of illness, or the 
administration of sedatives. Patients treated by unilat- 
eral ECT received more treatments, and it is striking 
that no patient who was started on bilateral ECT 
received more than 9 treatments, whereas 10 patients 
in the unilateral group received more than 9. No 
patient receiving bilateral ECT was switched to unilat- 
eral ECT, and none ever reached the cutoff point of 10 
treatments, where such a decision would have been 
required. In contrast, 7 (26%) patients who were 
started on unilateral ECT were switched to bilateral 
ECT after an average of 9.7 treatments. (The figure is 


Am ] Psychiatry 140:4, April 1983 


lower than 10 because 2 patients were switched before 
the 10th treatment at the request of their psychiatrist, 
who felt they were deteriorating seriously.) After these 
7 patients were switched to bilateral ECT, they re- 
ceived an additional mean of 6.2 bilateral treatments. 
We did not obtain objective rating scale data for these 
7 patients because of the confounding effects of their 
having received both forms of treatment, and they 
were considered dropped from the study. A review of 
their charts, however, revealed that of the 7 patients, 4 
were discharged and sent home as fully recovered, 2 
showed modest to moderate improvement, and 1 was 
unimproved. 


DISCUSSION 


To our knowledge this is the first random treatment 
assignment and blind outcome assessment study to 
demonstrate a substantial and significant advantage 
for bilateral over unilateral ECT. Our study confirms 
many of the clinical impressions previously described 
in this paper and is consistent with the reported use of 
bilateral and unilateral ECT in the United States and 
Great Britain. 

It would be incorrect to conclude from our data 
alone that bilateral ECT is the preferred treatment 
method, as many investigators have found the two 
methods to be therapeutically equal (12); furthermore, 
two studies (13, 14) have even found an advantage for 
unilateral ECT. Consideration must also be given to 
the important clinical fact that there have been sub- 
stantially reduced side effects of confusion and amne- 
sia in patients who have received unilateral ECT 
administered to their nondominant side compared 
with patients who have received bilateral ECT (15). 
Furthermore, in our study a substantial number of 
patients improved markedly after a course of unilateral 
ECT; 9 patients (33%) who received unilateral ECT 
achieved Hamilton scale scores of 2 or less, and 11 
(41%) received a total of only 6 treatments. The 
possibility must also be considered that differences in 
stimulus waveform (sinusoidal versus pulsed unidirec- 
tional) or interelectrode distance for unilateral elec- 
trodes might have yielded different results from those 
we found. We used the unilateral electrode placement 
originally described by Lancaster and associates (8), 
which is the standard method in England and the 
United States. Although the suggestion has been made 
(4) that a somewhat greater interelectrode distance 
might be more effective, to our knowledge no study 
has been done to demonstrate this. We also used 
sinusoidal current for all treatments, as do most U.S. 
(but not British) psychiatrists. Pulsed unidirectional 
currents are more efficient in inducing seizures (16), 
but they are not more clinically effective in reducing 
depression (14). 
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The main task facing researchers in this area is to 
develop methods for predicting which patient will be 
responsive to which treatment. It appears from ou~ 
data that there is an important subgrou» of patient: 
with endogenous depression that is unresponsive tc 
unilateral ECT, an observation also made recenth 
by Price (17). Our specific task is to determine why 
these patients are unresponsive to unilateral ECT so 
that they may be identified in advance and bilatera’ 
ECT initiated directly. The patients’ plasma cortiso: 
response to dexamethasone, ECT stimulus parame- 
ters, electrode placement, EEG seizure duration, anc 
clinical psychopathological profile before treatmen: 
may all be important variables to consider in this 
regard, and we are in the process of investigating these 
aspects. 
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Dimensions of Delusional Experience 


Kenneth S. Kendler, M.D., William M. Glazer, M.D., and Hal Morgenstern, Ph.D. 


The authors describe a scale designed to measure five 
dimensions of delusional experience: conviction, 
extension, bizarreness, disorganization, and pressure. 
Reliability was adequate to excellent on four of the 
dimensions, but only fair on the dimension of 
bizarreness. In 52 delusional patients, no two 
dimensions correlated highly with each other, 
indicating that the dimensions were not redundant. 
Factor analysis identified two factors from the five 
dimensions—delusional involvement and delusional 
construct. On the basis of these results the authors 
suggest that delusions are a multidimensional 
phenomenon; the results have implications for the 
measurement of delusions in clinical research and for 
the understanding of the structure of psychotic 
experience. (Am J Psychiatry 140:466—469, 1983) 


he ability to assess psychopathologic symptoms 

accurately is crucial for psychiatric research and 
practice. Few symptoms are as important to measure 
accurately as delusions, which are frequent target 
symptoms for treatment and often the basis for diag- 
nosing severe psychiatric illness. Historically, the clas- 
sification of delusions has been approached in several 
different ways. DSM-III emphasizes the dominant 
theme of the delusions, i.e., persecutory, grandiose. 
Others, however, have focused on the hypothesized 
etiology of the delusion, i.e, primary versus secondary 
(1); the diagnostic significance of specific forms of 
delusions, i.e., delusions of passivity (2); and the 
presumed unconscious conflicts that produced the 
delusion (3). 

In this article, we view delusions as a multidimen- 
sional clinical phenomenon (4). To test the validity of 
this viewpoint, we developed a rating scale to measure 
five dimensions of delusional experience. This prelimi- 
nary investigation was designed to answer three ques- 
tions. First, could these postulated dimensions of delu- 
sional experience be measured reliably? Second, would 
these dimensions correlate highly with one another, 
which would suggest that they were measuring closely 
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related phenomena? Third, could factor analysis ex- 
tract from these five dimensions a small number of 
factors that could provide an empirical basis for 
understanding the structure of delusional experience? 


METHOD 


This investigation began as a discussion between 
two of us (K.S.K. and W.M.G.) that attempted to 
derive from our clinical experience the important 
dimensions of delusions. From this discussion and a 
review of the literature, we selected five dimensions of 
delusional experience for inclusion in this preliminary 
investigation. Several of these dimensions have already 
been described in slightly different form by Strauss (4). 
The five dimensions we chose, their definitions, and 
brief clinical examples of low and high scores follow. 


Dimensions of Delusional Experience and Examples 


1. Conviction—the degree to which the patient is 
convinced of the reality of the delusional beliefs. 
Example of low conviction: A 48-year-old woman was 
concerned that she might be infecting those around her 
with a horrible disease. During an examination she 
stated that she thought that these ideas were probably 
her imagination. She said, however, that during the 
week before her examination she would occasionally 
become convinced of the reality of her fears and that 
she had to reassure herself that these were just “my 
sick thoughts coming back.” Example of high convic- 
tion: A 38-year-old man stated that he had been in 
communication with aliens for the past 8 years. When 
he was asked if this could possibly be his imagination, 
he replied, “Absolutely not!" 

2. Extension—tbe degree to which the delusional 
belief involves various areas of the patient’s life. Specif- 
ically, are family, friends, coworkers, hospital person- 
nel, other patients, and/or strangers involved in the 
delusion? Example of low extension: A 42-year-old 
woman believed that she was being poisoned at work 
by radioactive particles emitted from the lights above 
her desk. She believed that her boss was plotting to get 
rid of her. When she was not at work, she noticed 
nothing unusual, and no one tried to bother her. 
Example of high extension: A 22-year-old man was 
convinced that everyone, including his family, friends, 
doctors, and even strangers on the street, knew that he 
was a homosexual and that they would deride and 
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persecute him. After several job changes and moves 
from one town to another, he continued to be unsuc- 
cessful at evading his persecutors. 

3. Bizarreness—the degree to which the delusional 
belief departs from culturally determined consensual 
reality. Example of low bizarreness: A 36-year-old 
man believed that ever since he had telephoned a radio 
talk show to express his support for Castro and Cuban 
communism, he had been harassed by the FBI. When 
he was asked how he knew this, he replied that his 
telephone had been tapped because when he picked it 
up he could hear a “special buzz.” Example of high 
bizarreness: A 27-year-old woman believed that when 
the Pioneer space vehicle “penetrated the rings of 
Saturn, my picture was broadcast throughout interga- 
lactic space, and I was universally declared to be queen 
of the galaxy.” 

4. Disorganization—the degree to which the delu- 
sional beliefs are internally consistent, logical, and 
systematized. Example of low disorganization: A 48- 
year-old man was able to describe in detail the work of 
the “committee” that had been persecuting him for 
more than 20 years. The committee was made up of 
individuals from his law school class who had wanted 
to keep him down “because they are jealous of my 
great legal mind.” The persecution consisted of an 
extensive network of “actors” hired by the committee 
to jeer at him and insult him in public places. The 
committee had placed cameras and microphones in his 
apartment to monitor his daily activities and to alert 
the actors when he was about to leave. Example of 
high disorganization: A 24-year-old woman expressed 
the following series of beliefs during the course of one 
Interview: Her parents had leukemia, she was being 
turned into a lesbian, people were being killed down- 
stairs in a “torture chamber” and being put into the 
food, her face was being turned into a man’s face by a 
special machine, and she was being poisoned by ‘“‘se- 
cret injections” of experimental drugs. She made no 
attempt to relate these delusional beliefs to one anoth- 
er sponaneously or to do so when she was question- 
ed. 

5. Pressure—the degree to which the patient is 
preoccupied and concerned with the expressed delu- 
sional belief. Example of low pressure: A 28-year-old 
woman was convinced that for the past 6 years she had 
been the Virgin Mary. When she was asked how often 
she thought of herself as the Virgin, she replied, “Oh, it 
comes to me now and then.” She denied being much 
concerned or excited about the fact that she was the 
Virgin Mary. Example of high pressure: A 56-year-old 
man was convinced that the CJA had been using him as 
a double agent to give the Russians false information 
about nuclear secrets. In the week before his interview, 
he had spent all of his waking hours trying to deter- 
mine (by talking with friends and relatives and by 
reviewing his old scrapbooks) when and how the CIA 
had recruited him. 

Extension and disorganization were measured on a 
3-point ordinal scale, conviction on a 4-point ordinal 
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scale, and bizarreness and pressure on a 5-point ordi- 
nal scale. The time period covered by the rating was 
the week before the interview. To test the reliability o: 
the rating scale, 23 psychiatric patients were selectec 
from inpatient and outpatient settings on the basis o' 
the presence of delusions and the absence of organic 
impairment. A 45-minute semistructured psychiatric 
interview was conducted with these patients by one of 
us (either K.S.K. or W.M.G.) while the other watched. 
After the interview, both of us blindly rated the patient 
on the five dimensions of delusional experience. Pa- 
tients with multiple delusions were noted on the most 
prominent delusion as mutually agreed on by thc 
interviewer and the patient. Twenty-nine additional 
patients, similarly selected, were then interviewed and 
rated by one of us (either K.S.K. or W.M.G.) indepen- 
dently. All patients gave informed consert to partici- 
pate in this study. 

We calculated the reliability of the ratings by means 
of a weighted kappa (5), although results based on the 
unweighted kappa are also reported. To avoid assump- 
tions regarding the normality of the distribution of 
scores on the dimensions, we calculated correlations 
using the nonparametric Kendall tau corrected for ties 
(6). Factor analysis was carried out to extract statisti- 
cally independent (i.e., orthogonal) factors. The fac- 
tors were not rotated. 

The study sample consisted of 52 patients; 26 (5096) 
were men. The mean (+SD) age of all patients was 
37.1+13.6 years. The diagnoses in this patient group 
according to the Research Diagnostic Crizeria (RDC) 
(7) were as follows: 34 (65%) were schizophrenic, 8 
(15%) had a schizoaffective disorder, 3 '6%) had a 
major depressive disorder, 5 (10%) had an unspecified 
functional psychosis, and for 2 (4%) of the patients a 
definitive diagnosis could not be established. 


RESULTS 


The interobserver reliability on the dimensions of 
delusional experience is displayed in table 1. A correla- 
tion matrix for the five dimensions of delusional 
experience (table 2) revealed that the correlations 
between the dimensions were low (the highest was 
+.36). 

A factor analysis of the patients’ scores produced 
two factors that accounted for significant proportions 
of the variance (table 3). The first factor, called 
“delusional involvement,” had highest loadings on the 
dimensions of conviction and pressure. The second 
factor, termed “delusional construct," had highest 
loadings on the dimensions of bizarreness, extension, 
and disorganization. Of the five dimensions, only 
extension contributed substantially to both factors. 
Because bizarreness was rated with relatively low 
reliability, the factor analysis was also conducted 
with that dimension removed. The two factors that 


emerged were similar to the original factors (table 
3). 
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DIMENSIONS OF DELUSIONAL EXPERIENCE 


TABLE 1. Interobserver Reliability on the Dimensions of Delusional 
Experience of 23 Patients 


Numb p i 
ps er dO ad Kappa? 
Dimension Categories Agreement Unweighted Weighted 
Conviction 4 83 76 80° 
Extension 3 74 42 49¢ 
Bizarreness 5 we ed 304 
Disorganization 3 65 43 A 
Pressure 5 74 63 50% 


*Statistical significance is reported only for the weighted kappa, which was the 
more appropriate statistic for this analysis because "the relative seriousness of 
the different possible disagreements can be specified” (5). The weights for the 
cells of the cross-classification table used in the calculation of the weighted 
kappa and ranging from the main diagonal (perfect agreement) to the two 
opposite corners (perfect disagreement) are as follows: 1, .5, and 0 (for the 3- 
category scales); 1, .67, .33, and 0 (for the 4-category scale); and 1, .75, .50, 
.25, and 0 (for the 5-category scales). 

*ps.001. 

eps.01. 

dpx.05. 


TABLE 2. Correlation Matrix? for Dimensions of Delusional Experi- 
ence for 52 Patients 


Convic- Exten- Bizarre- Disorga- 
Dimension tion sion ness nization 
Conviction 
Extension + .36> 
Bizarreness -—.15 + 23 
Disorganization —D5 +.09 til 
Pressure +.36P +.07 —.14 — 10 
aBy Kendall tau correlation coefficient. 
bpz.05. 


TABLE 3. Factor Analysis of the Dimensions of Delusional Experi- 
ence With and Without the Dimension of Bizarreness 


Factor Loading Pattern 


Factor 1 Factor 2 
With Bi- Without Bi- With Bi- Without Bi- 

Dimension zarreness X Zarreness zarreness Zarreness 
Conviction T.85 +.85 +.11 t.12 
Extension 4.50 -.63 +.67 + 52 
Bizarreness —.25 +.73 
Disorganization se: T9 p09 Oy t.83 
Pressure +.70 +.65 —.20 -—.40 
Proportion of 

variance ac- 

counted for by 


the factor 31 39 27 .28 


DISCUSSION 


Of the five postulated dimensions of delusional 
experience, four were ratable with adequate to excel- 
lent interobserver reliability. The difficulty in reliably 
rating bizarreness of delusions is worrisome because of 
the diagnostic importance given to the distinction 
between bizarre and nonbizarre delusions in DSM-III 
and the RDC. 

We had the most difficulty rating bizarreness in the 
following kind of delusion. A 23-year-old man be- 
lieved that his mother was a virgin when he was born. 
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Because of that, strangers regarded him as special and 
would bow down to him “in a secret way" as he 
walked past. This belief, though implausible, is none- 
theless similar to commonly accepted religious beliefs 
about the birth of Christ. Further clarification of the 
meaning of bizarreness as applied to similar delusions 
could, in our opinion, result in reliable ratings for the 
bizarreness of delusions. 

The intercorrelations between different dimensions 
of delusional experience were uniformly low. Of the 
two statistically significant correlations found, at least 
one would have been expected by chance. These results 
suggest that none of the five dimensions measures the 
same basic phenomenon to. any substantial extent; 
thus, these results support the hypothesis that delu- 
sions are multidimensional. 

If delusions are a multidimensional phenomenon, 
this hypothesis raises questions regarding the validity 
of single items in psychiatric rating scales designed to 
measure the severity of delusions (usually entitled 
unusual, odd, or bizarre thoughts) (8, 9). For example, 
if a patient’s delusions become less bizarre while the 
patient’s conviction and pressure regarding the delu- 
sions increases, has the patient become more or less 
delusional? 

The multidimensionality of delusional experience 
also has implications for the conceptualization of the 
temporal course of psychotic decompensation and 
resolution. As suggested by Hole and associates (10) 
and by our preliminary observations, individual di- 
mensions of delusional experience often change inde- 
pendently of one another during the course of a 
psychotic episode. An investigation of the pattern of 
change in dimensions of delusional experience during 
psychotic decompensation or resolution might provide 
insights into the nature of the psychotic process. 

Factor analysis of the five dimensions of delusional 
experience isolated two factors. Clinical interpretation 
of statistically derived factors is fraught with hazards; 
however, the loading of the first factor, delusional 
involvement, suggests that this factor expresses the 
intensity of the patient’s involvement with the delu- 
sional beliefs. This involvement is both cognitive (i.e., 
the degree of conviction) and emotional (ie. the 
degree of pressure). The high loading of delusional 
extension on this factor indicates that patients who are 
very involved in their delusional beliefs often extend 
those beliefs into many areas of their lives. The loading 
pattern of the second factor, delusional construct, 
indicates that this factor expresses the manner in 
which the patient structures the delusional belief. This 
structuring involves the internal organization of the 
delusion (i.e., the degree of disorganization), the de- 
gree to which the delusional belief departs from con- 
sensual reality (i.e., the degree of bizarreness), and the 
extent to which the delusion is encapsulated or is 
involved in many areas of the patient's life (i.e., the 
degree of extension). The results of this factor analysis 
suggest that there are at least two fundamental proc- 
esses that underlie the five dimensions of delusional 
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experience. Although it is premature to speculate 
further about the possible clinical significance of these 
two factors, we may gain insight into the internal 
structure of the psychotic delusional experience from 
them. 

Several limitations of this preliminary investigation 
merit consideration. The number of patients examined 
was relatively small, and 80% of the patients suffered 
from schizophrenia or schizoaffective disorder. Al- 
though we attempted to obtain a representative sample 
of delusional psychiatric patients, it cannot be assumed 
that the results of this study are applicable to other 
psychiatric populations. Only future investigations can 
determine the generalizability of these results. 
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A Comparison of Patients Who Refuse and Consent 
to Neuroleptic Treatment 


Stephen R. Marder, M.D., Andrew Mebane, M.D., Ching-piao Chien, M.D., 
William J. Winslade, Ph.D., J.D., Elizabeth Swann, M.D., and Theodore Van Putten, M.D. 


A recently enacted regulation in California requires 
that voluntary mental patients give signed informed 
consent for treatment with antipsychotic drugs. To 
evaluate the law's effects on schizophrenic patients, 
the authors compared 15 patients who refused to 
give consent with a matched group of 15 who gave 
consent. Refusers bad significantly higher scores on 
the Brief Psychiatric Rating Scale for conceptual 
disorganization, emotional withdrawal, and unusual 
thought content. They were also more hostile, 
uncooperative, and mistrustful of the treatment team 
and more likely to believe they were not ill. The 
authors raise questions regarding the most 
appropriate consent process for schizophrenic 
patients. (Am J Psychiatry 140:470-472, 1983) 


A new regulation in California requires that written 
informed consent be obtained from all voluntary 
mental patients treated with neuroleptics, antidepres- 
sants, or lithium. Patients are not necessarily afforded 
a new right by this law; voluntary patients in Califor- 
nia and elsewhere have always had the right to refuse 
treatment. The new regulation seeks to protect patients 
by a formal consent procedure in which patients are 
given information emphasizing the risks of drug treat- 
ment and their right to refuse it. It differs from usual 
clinical practice in that the treating psychiatrist no 
longer has complete control over what patients are 
told about their medication. Furthermore, whereas in 
the past patients could passively accept the physician’s 
advice, they are now required to do something affirma- 
tive, that is, sign a consent form. In order to study the 
effects of this procedure, we located and characterized 
those most affected—patients who refuse medication. 
We compared their clinical psychopathology and atti- 
tudes toward treatment with those of a matched 
control group of consenting patients. 
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West Los Angeles VA Medical Center, Brentwood Division; and the 
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Dr. Marder, West Los Angeles VA Medical Center, Brentwood 
Division, 11301 Wilshire Blvd., Los Angeles, CA 90073. 
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METHOD 


The subjects were men aged 20 to 60 years (mean 
age=35.7, SD=10.2) who were admitted voluntarily 
to any 1 of the 10 general psychiatry wards at the 
Veterans Administration Medical Center of Los Ange- 
les, Brentwood Division. We requested that psychia- 
trists on all of the wards refer to us any patients who 
refused to take neuroleptic drugs. Within 24 hours of 
receiving a referral, one of us (A.M., E.S., or S.R.M.) 
interviewed the patient and reviewed the medical 
record after securing informed consent. Whenever we 
located a refuser, we also interviewed the most recently 
admitted patient from the same ward who consented 
to take neuroleptics; we conducted the interview either 
before this individual received drug treatment or with- 
in hours afterward. If we could not locate such a 
patient, we selected the next consenting patient admit- 
ted to the ward. In this way, we selected a control 
group that matched the group which refused medica- 
tion insofar as they were treated by the same physi- 
cians and the same treatment staffs. There were 15 
patients in each group. 

The consent form used in this study fulfilled the 
requirements outlined by the California Department of 
Mental! Hygiene. It outlined areas that the physician 
was required to discuss with the patient. Included were 
a description of the drug’s side effects and possible 
interactions with other substances. The physician was 
required to describe tardive dyskinesia if the patient 
was being treated with a neuroleptic. The patient's 
right to refuse treatment was also mentioned. 

All patients, except for 2 diagnosed as schizoaffec- 
tive, had been assigned a diagnosis of schizophrenia by 
their ward psychiatrist. (Excluding the 2 schizoaffec- 
tive patients had no effect on the study findings.) 
Although all patients gave consent to participate in this 
study, 5 patients who refused medication and 1 in the 
control group refused to complete a self-rating form. 
One of us (A.M., E.S., or S.R.M.) rated clinical 
psychopathology with the Brief Psychiatric Rating 
Scale (BPRS). The physician, by means of a semistruc- 
tured interview, rated each patient on a 5-item scale 
that measured attitudes toward treatment. Patients 
were also asked to rate their agreement or disagree- 
ment with several statements related to attitudes to- 
ward treatment. 
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TABLE 1. Ratings on Selected BPRS Items of 15 Patients Who 
Refused and 15 Patients Who Consented to Neuroleptic Treatment 


Score 
Refusers __Consenters | : 

Measure Mean SD Mean SD  (df-28) 
Somatic concern 3.40 1.55 2.27 2.27 2,238 
Emotional withdrawal 3.80 2.67 2.67 1.18 2.134 
Conceptual disorga- 

nization 4.87 1.46 2.93 1.53 3.545 
Hostility 3.40 1.24 2.20 1.82 2.118 
Suspiciousness 4.47 1.51 3.47 1.60 1.77 
Hallucinations 2.33 1.95 3.13 1.73 1.19 
Excitement 3.13 1.41 1.27 70 4,60¢ 
Uncooperativeness 3.87 1.92 1.47 99 4.30€ 
Unusual thought 

content 4.53 1.51 3.33 1.68 2.063 
Blunted affect 3.20 1.86 3.27 1.58 .10 
Total BPRS score 58.20 12.22 43.93 10.69  3.406b 
2p«.05. 
bp«.01, 
ep«.001. 


TABLE 2. Self-Ratings of 10 Patients Who Refused and 14 Pa- 
tients Who Consented to Neuroleptic Treatment 


Score 
Refusers 


Consenters 
Mean SD 


f 
Mean SD (df=22) 


Measure 


Belief that patient 

is ill 2.50 2.07 5.71 1.68 
Felt better from 

medications 2.30 2.21 5.93 1.44 
Belief that medica- 

tions are impor- 

tant for treating 

patient's illness 2.20 — 2.15 6.00 1.18 
History of side ef- 

fects 4.30 2.91 4.00 2.29 28 
Belief that there are 

alternatives to 

drugs 4,33 2.78 4.36 2.24 .02 
Satisfaction with 

ward staff 4.30 2.06 6.29 .73 
Satisfaction with 

physician 4.70 2.36 6.36 63 
Patient’s physician 

understands him 3.60 2.07 5.57 1.45 
Physician has pa- 

tient’s best inter- 

ests in mind 4.00 1.89 6.43 1.09 
Reason for drugs 

explained by 

physician 2.20 1.81 5.00 1.88 
Side effects ade- 

quately ex- 

plained 240 185 543 2417 


2p«.001. 
bp«.01. 
*p«.02. 


4.202 
4.882 


5.588 


3.365 
2.53¢ 
2.75¢ 


3.992 
3.65h 


3.933 


RESULTS 
Table 1 compares ratings on selected BPRS items for 


those who refused and those who consented to neuro- 
leptic treatment. Refusers had significantly higher rat- 
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ings on somatic concern, emotional withdrawal, con- 
ceptual disorganization, hostility, excitement, unco- 
operativeness, unusual thought content, and total 
BPRS score. Group scores on typical schizophrenic 
symptoms such as hallucinations, suspiciousness, and 
blunted affect were not significantly different. Physi- 
cians rated refusers as demonstrating significantly less 
confidence in ward staff (t=4.82, df=28, p<.001) and 
their own physician (t=5.53, df=28, p«.001), as well 
as less insight into their illness (t=6.18, df=28, 
p<.001) and more impaired understanding of the 
rationale for treatment (t=6.21, df=28, p<.001). Phy- 
sicians did not detect a significant difference between 
groups in history of side effects. 

The self-ratings of refusers and consenters are pre- 
sented in table 2. Consenters were more likely to 
believe that they were ill. They also claimed that 
medication had made them feel better in the past, and, 
perhaps as a result, they were significantly more likely 
than were refusers to believe that medications were 
important for treating illnesses such as theirs. 


DISCUSSION 


The patients who refused and those who consented 
to neuroleptic treatment differed in both clinical psy- 
chopathology and attitudes toward treatment. Higher 
scores on the total BPRS, emotional withdrawal, con- 
ceptual disorganization, and unusual thought content 
indicate that patients who refused drugs were more ill 
than those who consented. In addition, refusers were 
more mistrustfu] of the treatment team, more hostile, 
more uncooperative, and less likely to believe that they 
were ill. 

The higher ratings of refusers on conceptual disorga- 
nization suggest that thought disorder plays a role in 
drug refusal. This observation is consistent with our 
clinical impression of what frequently occurs when 
psychotic schizophrenic patients are asked to partici- 
pate in a formal consent process. Even relatively brief 
documents, such as the one used in this study, require 
considerable amounts of complex information proc- 
essing. Patients are told about risks, side effects, bene- 
fits of drugs, and their legal rights and are asked to 
decide in favor of drug treatment. Patients often 
appeared bewildered and confused by a form they had 
difficulty understanding. Some had difficulty making 
decisions in favor of or against drug treatment. This 
difficulty appeared to be a manifestation of what 
Bleuler (1) termed “ambivalence of will,” a clinical 
symptom in which the desire to do something is 
accompanied by an almost equally powerful desire not 
to do it. 

Bleuler observed that ambivalence often deteriorates 
into negativism (2). Unable to make decisions and yet 
living in a world in which demands are made of them, 
patients often withdraw and refuse to do what is 
expected of them. Our impression is that the hostility 
and uncooperativeness of many refusers was a mani- 
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festation of schizophrenic negativism. This impression 
is supported by our observation that drug refusal was 
often associated with a refusal to participate in other 
ward activities. In addition, patients were often unable 
to explain their refusal to take drugs. 

Despite having been rated as more symptomatic as a 
group on the BPRS, drug refusers did not believe that 
they were ill; as a likely result, psychiatrist raters 
viewed them as lacking insight. Some of our drug 
refusers resembled a group of patients labeled by 
Appelbaum and Gutheil (3) as "symptomatic refus- 
ers.” These patients often had delusional ideas about 
their illness that stymied treatment efforts. Van Putten 
and associates (4) found, as we did, that drug refusers 
lacked insight into their illness. They also found that 
grandiose delusions prevented habitual drug refusers 
from acknowledging their need for medication. 

We found that the BPRS rating of suspiciousness did 
not discriminate between refusers and consenters. Both 
groups demonstrated substantial suspiciousness. Re- 
fusers, however, were more mistrustful of both the 
treatment staff and their own physician. Conversely, a 
number of suspicious patients tended to confine their 
paranoid concerns to individuals not on the treatment 
team. These patients willingly and, in our experience, 
often gratefully consented to take medication. 

We had predicted that drug refusal would be associ- 
ated with a history of severe drug side effects, as 
previously reported by Van Putten (5). This did turn 
out to be the case for several drug refusers and 
certainly suggests that for some schizophrenic patients, 
refusal to take medication is not necessarily irrational. 
However, when the drug refusers were grouped, they 
did not have a history of severe drug side effects. This 
finding is consistent with that of Applebaum and 
Gutheil (3), who studied drug refusals on an inpatient 
service. They also found that drug side effects were not 
a common reason for refusal to take medication. More 
commonly, illness-related symptoms, such as delu- 
sions, were responsible for refusals. 

Pooling the findings from all refusers or consenters 
obscures what really happened with the patients. As 
Appelbaum (6) has pointed out, there is no single 
reason for drug refusal. Rather, drug refusal comprises 
a group of behaviors that in large part depend on a 
patient’s experiences, his or her clinical state, and 
other variables. In our patients, the reasons for refusal 
varied from the completely reasonable to the bizarre. 
The medical-legal approaches to the different types of 
refusal also differed. Refusals that were a result of 
conceptual disorganization were usually dealt with by 
assuming the patient was incompetent and changing 
the patient’s status to involuntary. Patients who were 
coherent but did not acknowledge their need for drugs 
presented the most difficult problem. As recently dis- 
cussed by Roth and associates (7), such patients’ 
competency to consent or refuse can be difficult to 
assess. The 7 drug refusers who left the hospital 
untreated all fell into this group. 

In our study raters were aware of whether patients 
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were refusers or consenters. This knowledge may have 
biased the raters and thus influenced the findings. An 
additional source of error stems from the fact that 
refusers were by definition in conflict with ward staff. 
Their uncooperativeness and hostility could have been 
a result of this conflict rather than the cause. In our 
experience, however, uncooperativeness antedated 
drug refusal. 

Others have also found that newly admitted psychi- 
atric patients are frequently incapable of meaningful 
participation in an informed consent process. Appel- 
baum and associates (8) reported that a large percent- 
age of the voluntary patients they studied were clearly 
not competent to consent to their own admission. 
Conspicuous in their study was the patients! percep- 
tion that there was no need to be in the hospital, 
despite their having volunteered to enter just a day or 
two before the assessment. Others (9, 10) have also 
found that most voluntary patients have little under- 
standing of the form they signed on admission. Gross- 
man and Summers (11) concluded that a group of 
schizophrenic patients were severely impaired in their 
ability to comprehend an informed consent form. 

Requiring severely ill schizophrenic patients to en- 
gage in a formal consent process before treatment is, in 
our view, unreasonable. At the start of treatment 
verbal assent is more appropriate. Since the more 
serious risks of neuroleptics are associated with long- 
term use, a detailed discussion of risks and benefits can 
wait. A consent or refusal obtained after a patient has 
recovered from an acute episode of illness will more 
likely be based on rational concerns and better serve 
the goals of informed consent. 
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The Role of Social Support in the Functioning of Patients 
With Unipolar Depression 


Joseph A. Flaherty, M.D., F. Moises Gaviria, M.D., Elizabeth M. Black, M.D., 
Edward Altman, M.S., and Timothy Mitchell 


The authors studied 44 outpatients with unipolar 
depression to determine the association among social 
support systems, life events, social adjustment, and 
depressive symptoms. Social support had a 
reasonably high correlation with outcome measures. 
Patients with high social support had significantly 
better scores than those with low social support on 
the Hamilton Rating Scale for Depression and the 
Social Adjustment Rating Scale Self-Report. These 
data corroborate the hypothesis that social support 
systems play a critical role in the ongoing functioning 
of a defined group of depressed patients. (Am J 
Psychiatry 140:473—476, 1983) 


S ince the early discussions by Cannon (1) and Meyer 
(2), research investigators have attempted to link 
stressful life events to the onset of physical and psychi- 
atric disorders. In the mid 1950s Hinkle and his co- 
workers (3—5) were able to show a strong association 
between life events and onset of illness. Since that time 
efforts have been made to find reliable quantitative 
methods for measuring life events. Some investigators, 
including Brown and associates (6), have used catego- 
ries of stressful events expected to cause psychiatric 
illness, while others, including Holmes and Rahe (7), 
Dohrenwend and Dohrenwend (8), and Paykel and 
Uhlenhuth (9), have included both desirable and unde- 
sirable events on the assumption that life change is the 
basis for precipitating illness. Life events have been 
linked to a variety of physical illnesses such as hyper- 
tension (10), asthma (11), and peptic ulcer (10), as well 
as to the onset of schizophrenia (12) and depression 
(13). In most of this work significant correlations were 
found due in part to the large size of the samples used. 
However, life stress measures have seldom accounted 
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for more than 15% of the variance in depression and 
frequently less than 10% (14). 

In the mid-1970s reports appeared that were critical 
of the failure to investigate other social variables which 
might broaden our understanding of the development 
of physical and psychiatric illness. These reports urged 
the inclusion of social support factors in future re- 
search endeavors (15). The term “social networks" 
usually refers to a set of linkages and intcractions 
between an individual and his family, friends, co- 
workers, and neighbors. Social networks have been 
characterized by their structure (numbers and relation- 
ship of members to each other), interaction (frequency 
and means of contact among members), and function 
(the help and support provided by network members 
in real or hypothetical situations). Studies of social 
networks have indicated that they are influential in 
determining whether one is recognized as being ill (16), 
whether one has sufficient resources to cope with 
illness and stress and seeks help for one’s illness (17), 
and whether one can adapt to community life follow- 
ing discharge from a hospital (18). The terms "social 
support systems" and “social support networks" have 
been used synonymously to emphasize those network 
factors which provide practical help, advice, reassur- 
ance, and understanding to an individual in his occu- 
pational and personal life situation. 

Several studies have measured the influence of spe- 
cific aspects of social support on the development of 
depressive symptoms in both general and at-risk popu- 
lations. The work by Brown and associates (19) in 
London suggests that the presence of a close, confiding 
relationship offers considerable protection against the 
development of depression in women subject to con- 
tinuing stressful situations. Clayton and associates (20) 
have found that the geographic proximity of newly 
widowed women to their children appears to prevent 
the development of depressive symptoms. More re- 
cently, Chan (21) has provided evidence that individ- 
uals with low social support are at much greater risk 
for the development of depressive symptoms. In addi- 
tion, these investigators have provided data proving 
that social support factors have considerably greater 
predictive power for depressive symptoms than do 
measurements of life events. Similar evidence has been 
provided by Warheit (22). 

In contrast to previous studies that have attempted 
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to understand the influence of stress and social sup- 
ports on the onset of depressive disorders, we investi- 
gated the influence that these social variables have on 
the social functioning and symptoms in a population 
already suffering from depressive illness. Prior to data 
collection we posited the following hypotheses: 1) 
Patients with high social support will have better social 
adjustment and fewer symptoms than those with low 
social support, and 2) social support will enjoy a 
stronger association with these two outcome measures 
than will the measurement of life events. 


METHOD 


Forty-four unipolar patients diagnosed by the Re- 
search Diagnostic Criteria (23) were selected for the 
study. This sample was taken from a population of 
unipolar patients in the affective disorder clinic of the 
University of Illinois Medical Center. We excluded 
patients with serious medical illnesses, an additional 
diagnosis of substance abuse or borderline personality, 
and those currently in a major depressive episode. The 
latter was defined by either the DSM-III criteria for a 
major depressive episode or by a score of over 19 on 
the Hamilton Rating Scale for Depression (24). All 
patients were receiving tricyclic antidepressants, were 
followed in medication groups, and had been treated 
in the clinic for 8—36 months (mean=23 months). 

Thirty-seven of the patients were women, and 7 
were men. Their average age was 41 years (range 19— 
71), and the mean socioeconomic level (25) was 3.5 
(range 2—5). 

Four psychosocial assessments were made on each 
patient. First, a clinician rated each patient on the 
Hamilton Rating Scale for Depression after a clinical 
interview. Next, a research assistant blind to this 
rating administered the following 3 measures: 

1. The Schedule of Recent Events (7), which is a 43- 
item inventory of common life events. Patients were 
instructed to check any event that had occurred in the 
last year. Scoring was based on the point system 
derived by Holmes and Rahe. 

2. The Social Adjustment Rating Scale Self-Report. 
This measure has been shown to have a strong correla- 
tion with the Social Adjustment Scale completed by 
clinicians (26). The scoring schema allows for an 
overall mean score as well as mean scores for separate 
factors such as marital, familial, and leisure time 
functioning. The maximum score of 5 indicates the 
worst functioning, whereas the lowest score of 1 
indicates optimal functioning. 

3. The Social Support Network Inventory. Patients 
assessed the amount of support received from their 5 
closest network members in response to 11 questions 
(5X11 matrix). The questions are related to 4 areas of 
support: availability, emotional support, practical sup- 
port, and specific event-related support. Previous psy- 
chometric testing has shown that the 11 items have a 
high internal consistency (alpha coefficient=.89) and 
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TABLE 1. Scores on the Hamilton Rating Scale for Depression and 
the Social Adjustment Rating Scale of Patients With High or Low 
Social Support and Life Events Ratings 


Scale Scores 


Hamilton Social Adjustment 

Group Mean SD Mean SD 
Social support? 

High (N=22) 5.00 . .87 1.92 .32 

Low (N=22) 12.27 3.24 2.55 58 
Life events 

High (N=22) 9.86 3.29 2.38 202 

Low (N=22) 7.44 2.78 2.09 .38 


?There was a significant difference in both depression scores (F=29.17, 
df=43, p.001) and social adjustment scores (F=11.74, df=43, p<.001) 
between the high and low social support groups. 


that scores markedly differentiate a population pre- 
dicted to be high in support from the general popula- 
tion (a religious commune). The major scoring schema 
for the inventory is the mean score (1—5 scale) of the 
55 responses, with higher scores indicating greater 
support. 


RESULTS 


The patients’ mean Hamilton scale score (+SD) was 
8.6::3.8 (range-0—19), their mean social adjustment 
self rating was 2.24+.45 (range-1.40—3.88), and 
their mean social support network score was 3.27 3:.75 
(range 35—298). 

We also examined the correlations between the 2 
independent variables (ratings on the Social Support 
Network Inventory and the Schedule of Recent Events) 
and the 2 outcome measures (ratings on the Hamilton 
scale and the social adjustment scale). Social support 
was significantly correlated with both depression rat- 
ings and social adjustment (r— —.57 and —.60, respec- 
tively, p«.001). Recent events were not significantly 
correlated with these 2 ratings (r=.17 in both cases). 
There was a significant correlation between the 2 
outcome measures themselves (r=.46, p<.001). 

Next, we performed separate and one-way analysis 
of between-group variance after recoding the 2 inde- 
pendent variables into high/low support and high/low 
life events; for both variables the median score was 
used as the division point so 22 patients would be in 
each group. The results of this analysis indicated a 
strong difference in both depression scores and social 
adjustment between the high and low social support 
groups but not between the high and low life events 
groups (see table 1). 

Finally, we performed two-way analysis of variance 
to examine the interactive effects between social sup- 
port and life events; there was not a significant interac- 
tive effect. Although multiple regression analysis might 
have shown a strong predictive power of social sup- 
port on outcome measures, the population size was too 
small to warrant an analysis of this type. 
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DISCUSSION 


As we predicted, depressed individuals with high 
social support enjoyed better social adjustment and 
fewer depressive symptoms than those individuals with 
low support. It should be noted, however, that the 
mean social support rating (+SD) for the entire group 
(3.27+.49) was lower than the mean score for the 
general population (3.87+.55) or for a medical stu- 
dent population (3.93+.57) on the basis of our present 
work with this instrument. Although one might argue 
that these high correlations reflect the lower subjective 
assessment of support by patients who are depressed, 
our initial longitudinal assessment indicated that social 
support is relatively stable over time and not depen- 
dent on the symptom picture. Still, systematic longitu- 
dinal assessments of social support and outcome varia- 
bles at different times will be essential in further 
elucidating the relationship between these variables. 

The fact that life events did not have a significant 
association with the outcome variables is important, 
particularly in view of the relatively high life event 
scores and the wide range of scores. In addition, there 
was not a significant interactive effect between life 
events and social support, nor did the two enjoy a 
significant association (r=.12, n.s.). To some extent 
these data support the community studies by Chan 
(21) and Lin and associates (27), which showed that 
social support accounts for a greater amount of vari- 
ance in depression than do life events. It should be 
recognized, however, that those studies were aimed at 
examining the predictive power of these variables on 
depression in a general population and differ from our 
study of the clinical and social status of patients 
already diagnosed as depressed. Our study shows that 
with a depressed population, the effects of social 
support are more directly related to outcome and do 
not serve merely to buffer the deleterious effects of life 
events. 

The incidental finding that social adjustment and 
depression scores have a significant association 
(r=.46) deserves further comment. Although signifi- 
cant, this correlation indicates that only 2196 of the 
variance in social adjustment is accounted for by 
depression scores. From the early outcome studies by 
Jerome Frank (28) to the more recent work by Weiss- 
man and associates (29) on depressed women, it has 
been made clear that social functioning and clinical 
symptoms are relatively independent variables, each 
affected by different treatments. Individual examina- 
tion of our data confirms this notion; many individuals 
with relatively good social adjustment had very high 
Hamilton scale scores, and vice versa. We suggest that 
in future longitudinal work in depression it would be 
useful to distinguish 3 separate outcome variables: 
social functioning, clinical symptoms, and biochemical 
outcome (e.g., return to normal of dexamethasone 
suppression test results and sleep patterns). 

The treatment implications of these findings cannot 
be ascertained until longitudinal work is undertaken. 
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Although it is tempting to assume that providing 
increased social support to those individuals who score 
low on the Social Support Network Inventory will 
have a positive effect on their ongoing social adjust- 
ment and clinical picture, this may be an overly 
optimistic and naive assumption. It is possible that the 
capacity to elicit a strong support network is a measure 
of ego functioning that leads both to high scores on the 
Social Support Network Inventory and to better adap- 
tation to depressive illness. If so, it is questionable 
whether enriching one's support system by support 
groups, family, or systems therapy would exert a 
positive effect. An experimental design compzring the 
longitudinal course of a support-enrichment group 
versus a control group would be necessary to examine 
this possibility. 
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Effects of Diet on Urinary Excretion of MHPG 
in Normal Preadolescent Boys 


Walid O. Shekim, M.D., Marjorie J. Rutledge, M.S., R.D., Javaid Javaid, Ph.D., 
Henry Dekirmenjian, Ph.D., and John M. Davis, M.D. 


Tbe autbors examined the effect of diets witb low 
and bhigh monoamine content on the 24-hour urinary 
excretion of 3-methoxy-4-hydroxyphenylglycol 
(MHPG) and creatinine in eight healthy 
preadolescent boys. The subjects were admitted to a 
clinical research center and were placed on a diet low 
in monoamines—the vanillylmandelic acid (VMA)- 
exclusion diet—for 5 consecutive days. They were 
switched on the 6th day to a diet rich in 
monoamines, and urine specimens were collected for 
4 more consecutive days. There were no differences 
in MHPG or creatinine excretion between the urine 
taken on the low and high monoamine diet days. 
(Am J Psychiatry 140:476-479, 1983) 


he main metabolite of CNS norepinephrine in 
humans is 3-methoxy-4-hydroxyphenylglycol 
(MHPG) (1, 2). It is recognized that urinary MHPG 
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derives, in part, from the central nervous system as 
well as from the sympathetic peripheral nervous sys- 
tem. The amount of the contribution of CNS norepi- 
nephrine to the urinary excretion of MHPG and the 
extent to which urinary MHPG reflects CNS norepi- 
nephrine metabolism remain controversial. For exam- 
ple, although Maas and associates (3) presented data 
suggesting that some 63% of the urinary excretion of 
MHPG in healthy adult volunteers is derived from the 
metabolism of norepinephrine pools in the brain, 
Blombery and associates (4) suggested only 20%. 

Measurement of the urinary excretion of MHPG is 
gaining popularity in the study of a variety of child 
psychiatric disorders, i.e., childhood depression (5), 
attention deficit disorder with hyperactivity (6—8), 
infantile autism (9), and congenital sensory neuropa- 
thy with anhydrosis (10). However, the results of these 
studies are not always consistent (11). Because of the 
inconsistencies and the increased interest in MHPG in 
children, it is important to examine sources of variance 
in MHPG excretion in urine, such as diet. 

Some foods, particularly certain fruits and vegeta- 
bles, contain catecholamines and phenol derivatives 
(12—14). Several studies involving normal adults have 
demonstrated the lack of dietary influence on MHPG 
excretion (14, and unpublished 1976 data of Dekir- 
menjian and associates). However, the effect of diet in 
children on the excretion of MHPG has not been 
determined, and to our knowledge there are no reports 
in the literature examining such effects. This study 
examines the effects of dietary alterations on the 
urinary excretion of MHPG in normal children. 
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METHOD 


Eight boys, aged 8 to 12 years (range, 97—151 
months; meantSD, 120-17) participated in the 
study. Informed consent was obtained from the chil- 
dren and their parents before the children were admit- 
ted to the Clinical Research Center, located at the 
University of Missouri Health Sciences Center at Co- 
lumbia. The children were free from any medical or 
psychiatric abnormalities. They had a full-scale IQ of 
more than 80 on the WISC-R. None of the children 
was receiving medication. Nine 24-hour urine collec- 
tions were placed on ice in plastic bottles containing 
.5 g of sodium metabisulfite for each liter of urine. 
Aliquots were frozen and later analyzed by electron- 
capture gas-liquid chromatography according to the 
method of Dekirmenjian and Maas (15). The children 
were put on a special low-monoamine diet from the 
first day of admission for 5 days. This initial 5-day 
period will be called the restricted diet period. Foods 
that were restricted during the 5 days included 1) 
beverages: chocolate, chocolate milk, cocoa, cola 
drinks, coffee, orange juice, tea; 2) dairy products: 
aged cheese, sour cream, ice cream, ice milk, milk 
shakes; 3) desserts: pudding, baked goods containing 
chocolate, baked goods containing vanilla, candies 
containing chocolate or vanilla, chocolate or vanilla 
flavored cereals, sherbet; 4) fruits and nuts: avocado, 
banana, pineapple, plums, prunes, oranges, raisins, 
nuts, tomatoes; 5) meats: chicken livers, herring, 
smoked fish; 6) vegetables: broad beans and eggplant. 

On the 6th, 7th, 8th, and 9th days of admission, 
food items restricted during the first 5 days were added 
to the diet. This phase was called the loading phase of 
the study. During the two phases, the children selected 
food items from the medical center hospital menus 
after the appropriate subtractions and additions had 
been made by a registered dietitian. During the loading 
phase of the study the children selected at least four 
servings of the restricted foods each day. They were 
permitted to choose more than four of the restricted 
items if they wished to do so. Popular items most 
frequently chosen by all the children were chocolate 
milk, hot chocolate, bananas, oranges, Italian spaghet- 
ti containing tomatoes and cheese, puddings contain- 
ing vanilla, ice cream, and peanut butter and cheddar 
cheese served with crackers for evening snacks. 

Daily food intake record sheets were maintained for 
each child. Trays were delivered from the main kitchen 
to the Clinical Research Center, where each tray was 
checked for accuracy by the kitchen staff on the 
metabolic studies unit before the tray was delivered to 
the child. At the end of each meal, trays were collected 
by the same kitchen staff, who recorded the amount 
and kind of food consumed by each child. 

Each child participating in the study consumed at 
least four servings of the restricted foods during the 
loading phase. During the restricted phase all restricted 
food items were eliminated from the children's food 
intake. 
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While on the unit the children attended the in-house 
school, which was located on the same floor as the 
Clinical Research Center, and engaged in everyday 
routine activities. The data were analyzed using a onc- 
way analysis of variance (ANOVA). 


RESULTS 


As noted in figures 1 and 2, the restriction or 
addition of food substances containing vanilla, phe- 
nols, or monoamines to the diet did not affcci the 24- 
hour urinary excretion of MHPG or creaiinine in 
normal preadolescent children. We used an ANOVA 
with repeated measures on the day-of-study cffects (9 
days) to compare the levels of 24-hour urinary MHPG 
and creatinine. There were no significant day effects 
for MHPG (F=.51, df=8, 45, p>.8) or creatinine 
(F=.54, df=8, 46, p>.8). Then we used the crror term 
and error degrees of freedom from the AINOVA to 
perform the F tests comparing 1) the mean of days 
1-5 with the mean of days 6-9 (MHPG, F=1.24, 
df=1, 47, p>.25; creatinine, F=.42, df=1, 45, p>.25) 
and 2) the mean of days 3—5 with the mean of days 
8—9 (MHPG, F=.60, df=1,47, p>.25; creatinine, 
F=.82, df=1, 46, p>.25). 

Figure 1 shows the urinary excretion of daily MHPG 
over the 9 days, days 1 and 2, days 3, 4, and 5, days 6 
and 7, days 8 and 9, days 1 to 5, and days 6 to 9. (The 
reason for presenting the data in this way is to 
compare MHPG excretion 48 hours after the children 
had been on the restricted or loaded diet. I his ts a 
practice many researchers and clinicians require of 
their subjects and patients when urine is collected.) 
Neither monoamine diet restriction nor monoamine 
diet loading affected urinary excretion of creatinine. 
Urinary creatinine is often determined in catechol- 
amine metabolite studies to reduce collection error and 
error due to variation in renal clearance when the 
values are expressed in micrograms of metabolite per 
milligram of creatinine (16). Differences in food pro- 
tein intake of 1 g/kg are known to change urinary 
excretion of creatinine by approximately 100 mg/day 
(17). For this reason, we wanted to determine if the 
diets often used in catecholamine metabolism studics 
have any effect on creatinine excretion. Th» results 
were clearly negative in this study. 


DISCUSSION 


Our negative finding clearly demonstrates tne lack 
of effect of the vanillylmandelic acid (VMA)-esclusion 
or low-monoamine diet on the urinary excretion of 
MHPG in normal children. Furthermore, it raiscs some 
doubt as to the usefulness of placing subjects who arc 
participating in research studies on monoamine mctab- 
olism on a low-monoamine or VMA-exclusion diet. 
The finding of Muscettola and associates (14) of a 
positive effect of diet on depressed patients and a 
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FIGURE 1. 24-Hour Urinary MHPG Excretion of Eight Normal 
Preadolescent Boys on Diets Low (Restricted) and High (Loading) in 
Monoamines 
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negative effect on normal healthy adults adds impor- 
tance to the issue. If a diet affects urinary excretion of 
MHPG in patients and does not affect it in normal 
subjects, then normal control subjects may not be 
suitable for comparison when one is evaluating the 
contribution of variance in catecholamine metabolites 
in patients whose catecholamine metabolism may be 
disturbed. However, the findings of Muscettola and 
associates are not consistent with other findings in the 
literature. For example, Dekirmenjian and associates 
(personal communication) placed the entire patient 
population of one floor of the Illinois State Psychiatric 
Institute on a VMA-exclusion diet and placed the 
entire population of another floor on a regular hospital 
diet. When the two patient populations were com- 
pared, there were no differences in urinary excretion of 
MHPG in the depressed patients. Similarly, Dekirmen- 
jian and associates in another study did not find any 
effects of diet on MHPG excretion (unpublished 1976 
data). Therefore, it would appear that a low-mono- 
amine diet does not affect MHPG excretion in normal 
and adult psychiatric patients. We are unaware of any 
studies in the literature on the effect of diet in child- 
hood psychiatric disorders. Until the effect that a low- 
monoamine diet has on the excretion of urinary 
MHPG in childhood psychiatric disorders is clarified, 


478 


FIGURE 2. 24-Hour Urinary Creatinine Excretion of Eight Normal 
Preadolescent Boys on Diets Low (Restricted) and High (Loading) in 
Monoamines 
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we should interpret with caution the results of differ- 
ences in catecholamine metabolites in experimental 
and control subjects placed on VMA-exclusion and 
low-monoamine diets. We would like to emphasize 
that because we did not report on the excretion of 
other catecholamine metabolites in this study, the data 
presented apply only to urinary MHPG excretion. 
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Predicting AWOL Discharge at a Community Mental 
Health Center: A “Split-Half” Validation 


David J. Miller, M.A., Maggie Stone, M.S.W., Niels S. Beck, Ph.D., 
Carolyn Fraps, M.S., and Walid Shekim, M.D. 


The authors examined the predictive power of 21 
demographic and situational variables in a study of 
100 absent without leave (AW OL) and 100 non- 

AW OL discharges at a community mental health 
center. A double cross-validation of findings using a 
discriminant function method of data analysis 
revealed that statistically significant predictions could 
be made regarding the likelibood that patients would 
be AWOL. Factors contributing to these predictions 
included diagnosis and length of stay. (Am J 
Psychiatry 140:479—482, 1983) 


B etween 5% and 35% of the admissions to open 
psychiatric wards subsequently leave the hospital 
without the sanction of treatment staff (1). Although 
the majority of these patients sign out against medical 
advice (AMA), a substantial number simply abscond 
from the hospital without giving formal notice and are 
subsequently discharged as absent without leave 
(AWOL). Opinion is at times sharply divided regarding 





Received June 29, 1981; revised Dec. 7, 1981, and Jan. 11, 1982; 
accepted March 3, 1982. From the Departments of Psychology and 
Psychiatry, University of Missouri-Columbia, Mid-Missouri Mental 
Health Center, Columbia. Address reprint requests to Dr. Beck, 
Mid-Missouri Mental Health Center, 803 Stadium Rd., Columbia, 
MO 65201. 

Copyright © 1983 American Psychiatric Association. 


Am ] Psychiatry 140:4, April 1983 


the management of these patient groups; however, 
there is general consensus that irregular discharges 
present complex ethical and legal problems to treat- 
ment personnel (2). Identification of individuals likely 
to leave AMA or AWOL may permit either the provi- 
sion of special attention in an effort to forestall an 
irregular discharge or reconsideration of the appropri- 
ateness of hospitalization in the first place. 

Although incidence data indicate that AMA rates 
are approximately 3 to 4 times higher than AWOL 
rates, by their very nature AMA discharges present 
clinical staff with an opportunity to dissuade the 
patient or to institute commitment proceedings in 
cases where release from the hospital is clearly inap- 
propriate and/or dangerous. AWOL discharges, on the 
other hand, do not provide staff with these options and 
for this reason probably involve more risk, both to the 
patient and to society. 

Past research on irregular discharges has focused 
almost exclusively on patients who sign out AMA (3— 
7) and has often failed to treat AMA and AWOL 
discharges as distinct and separate phenomena (8). In 
general, results of this research have demonstrated that 
AMA patients are younger, more often male, and more 
likely to carry substance abuse and antisocial diag- 
noses than patients discharged through regular chan- 
nels (3). 

In the only study we are aware of to date that 
considered AWOL discharges separately, Atkinson (8) 
compared 6-year trends in AMA, AWOL, and regular 
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discharges with respect to a number of social and 
demographic characteristics. The three groups did not 
differ significantly with regard to sex, race, religious 


affiliation, or ward assignment. The AMA group did. 


not differ significantly from the regular discharge 
group in terms of age and diagnosis but did differ 
significantly with regard to length of hospitalization. 
The AWOL group, on the other hand, was younger 
and contained a higher proportion of diagnoses of 
personality disorder than either of the other two 
groups. 

Although Atkinson’s study (8) should be regarded as 
a pioneering effort in the area, his findings need to be 
replicated and expanded, because the multiple inde- 
pendent t and chi-square tests of significance he used 
capitalize on chance differences between groups and 
can lead to spurious conclusions regarding the popula- 
tions of interest. Furthermore, information in the 
general form of “AWOL patients tend to be signifi- 
cantly younger than non-AWOL patients” Jacks heu- 
ristic value from a clinical point of view. Individual 
patients at admission typically are characterized by a 
myriad of personal and social characteristics, some of 
which may be positively and others of which may be 
negatively associated with the probability of leaving 
AWOL. The problem thus becomes one of summing 
the probabilities associated with each characteristic 
and arriving at a composite index of risk. 

When considered from this viewpoint, predictive 
correlation research strategies emerge as the most 
parsimonious method of generating research findings 
that are of practical utility. The specific predictive- 
correlational strategy that is most appropriate is dis- 
criminant function analysis. Use of this method in- 
volves the computerized derivation of a predictive 
statistical equation that classifies patients into AWOL 
or non-AWOL groups based on combinations of scores 
on selected predictor variables. It is then possible to 
cross-reference predicted group membership with real 
group membership and thereby arrive at a series of 
percentages that describe the rate of “hits” and 
"misses" produced by the predictive equation. If the 
equation generates an acceptable “hit” rate, it can then 
be used to predict the likelihood that subsequent 
admissions will leave AWOL. 

The study reported here used a variety of situational 
and demographic variables to predict the occurrence of 
AWOL discharge in an initial sample of 50 AWOL and 
50 non-AWOL patients. The predictive equation de- 
rived from this sample was then used to predict 
discharges in a second sample of 50 AWOL and 50 
non-AWOL patients. Finally, a predictive equation 
derived from an analysis of the second sample was 
used to predict discharges in the first sample. 


METHOD 


The study was conducted at a community mental 
health facility that serves a 10-county, largely rural 
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catchment area. Subjects were selected from two gen- 
eral psychiatric wards and one alcohol and drug abuse 
treatment unit. The units were staffed by multidis- 
ciplinary teams of mental health professionals, and the 
average length of stay ranged from 10 to 20 days. 

Using a stratified random sampling procedure, we 
collected the first sample of patients (N=100: 50 
AWOL, 50 non-AWOL) from admissions to the three 
units during the years 1977-1980. The second sample 
of patients (N=100: 50 AWOL, 50 non-AWOL) was 
collected during the same years and in an identical 
manner. Both AWOL discharges and non-AWOL dis- 
charges for each month were proportional to the 
total number of discharges that occurred during that 
month. 

Only patients whose hospital discharge summaries 
noted that they had absconded from the hospital 
without signing an AMA form were included in the 
AWOL group. Patients who signed AMA discharge 
forms were not included in the sample (9). 

For each patient 21 predictor variables were record- 
ed, including age, sex, race, education, employment, 
marital status, ward, time (day and month) of admis- 
sion, referral source, type of referral (involuntary or 
voluntary), day and month of discharge, number of 
previous admissions, diagnosis, admitting physician, 
mental status on admission (intoxicated or sober), 
county of origin, length of stay, and indications of 
verbal or physical hostility during the course of hospi- 
talization. 

In the analysis of data for the first sample of 100 
patients, most variables were transformed by means of 
rescoring procedures in order to generate additional 
predictors. For instance, education was recoded to 
generate such variables as high school education versus 
college education. Combined, these procedures pro- 
duced a total of 95 variables for use in the analysis of 
the first sample. As is explained later on in this pa- 
per, only a limited number of the most promising 
variables were retained in the discriminant function 
equations. 


RESULTS 


An initial analysis of the first sample was made in 
order to examine the correlations between each of the 
95 predictor variables and the criterion (i.e., AWOL 
versus non-AWOL). Twenty-two variables were cho- 
sen for use in the discriminant function analyses, and 
selection was made on the basis of three criteria: 1) the 
magnitude of the correlation of the coefficient in 
question, 2) the attempt that was made to include at 
least one variable from each of the major classes listed 
above, and 3) the choice of the variable with the best 
correlation with the criterion in cases where the inter- 
correlation between conceptually related predictor 
variables was high. 

In order to have confidence in the stability of a 
statistical test one must first consider the sample size 
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TABLE 1. Correct and Incorrect Predictions of Absent Without 
Leave (AWOL) and Other Discharges 


Percent of Patients 


Equation® and Patient Sample Not AWOL AWOL 
First equation—first sample 
Predict not AWOL 29 11 
Predict AWOL 21 39 
First equation—second sample 
Predict not AWOL 32 16 
Predict AWOL 18 34 
Second equation—second sample 
Predict not AWOL 40 10 
Predict AWOL 19 31 
Second equation—first sample 
Predict not AWOL 42 8: 
Predict AWOL 30 20 


aFirst equation included the first 2 variables that reached significance: 1) 
diagnosis of alcohol or drug abuse versus all other diagnoses, which 
accounted for .082 of the cumulative variance, and 2) length of stay less than 
8 days versus longer, which accounted for .145 of the variance. The second 
equation included 1) diagnosis of depression versus all other diagnoses (.107 
of the cumulative variance) and 2) length of stay less than 8 days versus 
longer (.159 of the variance). 


on which it was based. (Although many variables may 
reach significance in a statistical sense, the purpose of 
this study is to report findings that are reliable and, we 
hope, generalizable to other populations [10].) With 
an initial sample size of 100 patients, we felt that 
inclusion of only the first 2 variables which reached 
statistically significant levels in the predictive equa- 
tions would be appropriate. 

The discriminant function analysis used the stepwise 
inclusion procedure (11), without use of the “‘jack- 
knife" method (Jennrich and Sampson, reference 12, p. 
711). For the first sample of patients the first 2 
variables that reached significant levels and therefore 
contributed maximally to the predictive power of the 
equation were diagnosis of alcohol or drug abuse 
versus all other diagnoses (step 1) and length of stay 
less than 8 days versus longer (step 2). 

Table 1 provides correct and incorrect classifications 
that were generated by using this predictive equation 
to predict group membership. Note that this first 
equation correctly classified 68% of the patients in the 
first sample. À chi-square analysis of this contingency 
table yielded a corrected value of 12.042, which is 
significant beyond the .005 level. A binomial test 
correcting for chance classification was also highly 
significant (z=3.6), 

In the cross-validation phase of the data analysis, the 
same equation was used to predict type of discharge in 
the second sample of 100 patients. Table 1 shows the 
correct and incorrect classifications generated by this 
procedure. Note that 6696 of the cases were correctly 
classified (y7=9.014, p«.002). The binomial test gen- 
erated a z score of 3.2. 

The second leg of the cross-validation was complet- 
ed by reversing the order of the samples so that a 
predictive equation derived from an analysis of the 
second sample was used to predict group membership 
in the first sample. The 2 variables that maximally 
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contributed to the predictive power of the equation for 
the second sample were diagnosis of some type of 
depression versus all other diagnoses (step 1) and 
length of stay less than 8 days versus longer (step 2). 
Table 1 provides the correct and incorrect classifica- 
tions generated by using this equation derived from the 
second sample to predict group membership in the 
second sample (x7=16.53, p<.001, 71% correct clas- 
sification rate, binomial z-4.2). Table 1 also lists the 
correct and incorrect classifications that were generat- 
ed by cross-validation of the equation derived from the 
second sample by means of prediction of type of 
discharge in the first sample. This procedure resulted 
in an overall correct classification rate of 62% 
(x*=6.00, p<.01, binomial z=2.4). 


DISCUSSION 


Use of a discriminant function method of data 
analysis makes it apparent that correct classification 
regarding type of discharge can be made between 62% 
and 71% of the time, depending on whether original 
or cross-validation samples are used. As expected, 
there is a slight shrinkage in predictive power when 
moving from the original to cross-validation samples 
(table 1). However, it is important to note the high 
levels of stability encountered when examining the 
percentage of correctly classified patients across sam- 
ples. That is, in four separate analyses, correct classifi- 
cation rates varied only from 62% to 71%. 

In clinical settings, accurate identification of individ- 
uals who will leave AWOL is the ultimate criterion of 
success. Thus our greatest concern should be with 
committing type II statistical errors (i.e., erroneous 
identification of AWOL patients as non-AWOL pa- 
tients). It appears that the equations fare well when 
judged by this standard, because misclassifications of 
this type occurred, on the average, only 11% of the 
time (table 1). 

The most powerful predictor variables that emerged 
from the discriminant function analyses were two 
specific types of diagnosis and length of stay. Specifi- 
cally, individuals carrying diagnoses involving depres- 
sion and substance abuse were more likely to be 
discharged AWOL. The fact that these diagnostic 
groups emerged as significant predictors suggests that 
a new predictive equation, which includes the variable 
depression or substance abuse versus all other diag- 
noses, might provide more predictive power. Because 
this is an a posteriori hypothesis, it would be most 
properly examined within the context of yet another 
sample of patients. The fact that data regarding length 
of stay are not available at the point of admission does 
not render this variable useless from a clinical or 
predictive standpoint. Rather, this finding suggests 
that the first few days of hospitalization need to be 
considered a critical period for patients leaving 
AWOL. Efforts to decrease the probability of AWOL 
departures might include increased vigilance during 
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the first week of hospitalization, with special attention 
given to the diagnostic groups that we have identified 
here. 

It is interesting to cross-reference the findings of the 
present study with a recent discriminant function 
analysis performed on a sample of AMA patients taken 
from the same treatment population. Beck and asso- 
ciates (9) obtained correct classification rates that 
ranged from 56% to 81% in a double cross-validation 
design that was identical in format with the present 
analysis. Both length of stay and substance abuse 
diagnoses emerged as predictor variables, although 
Beck and associates (9) found that length of stay was a 
more powerful predictor than diagnosis, whereas the 
present study found the opposite. 

Future research in this area needs to replicate and 
extend the findings of the present study, with particu- 
lar reference to the discovery of other predictor varia- 
bles that will provide more accurate definitions of 
higher-risk patients. Additional inquiry needs to focus 
on the topic of cross-situational validation, because 
various sociodemographic and situational factors 
could exert influences in such a way that a predictive 
equation derived in one treatment setting (e.g., a 
community mental health center with a largely rural 
catchment area) might not generalize well to other 
settings (e.g., urban psychiatric hospitals). 
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Pseudohallucinations in Cancer Chemotherapy Patients 


Randolph M. Nesse, M.D., Thomas Carli, M.D., 
George C. Curtis, M.D., and Peter D. Kleinman, M.D. 


Of 22 patients attending an outpatient cancer 
chemotherapy clinic, 8 reported experiencing clinic- 
associated odors and tastes when away from the 
clinic. These experiences are best described as 
pseudohallucinations and are closely associated with 
pretreatment nausea and extensive chemotherapy. 
The authors suggest possible explanations for this 
phenomenon. (Am J Psychiatry 140:483—485, 1983) 


Dz a study of patients receiving outpatient 
cancer chemotherapy, a number of them reported 
“smelling the clinic smell even when I’m not at the 
clinic." Usually, the experience immediately followed 
thinking about the clinic. Patients who experienced 
this phenomenon thought it was unusual, and a few 
said it made them fear "going insane.” The original 
focus of the study was nausea experienced by patients 
in anticipation of chemotherapy treatments; we con- 
cluded that pretreatment nausea was an example of the 
“Garcia effect” (1) and was best explained as a classi- 
cally conditioned response, learned by repeated pair- 
ings of the clinic odor and the medication-induced 
nausea and vomiting (2). In this paper we report 
descriptions of the phenomenon, clinical correlates, 
possible explanations, and implications. 


METHOD 


We randomly selected 22 outpatients who were 
being treated for lymphoma and who were scheduled 
for outpatient chemotherapy clinic appointments at 
times when an interviewer could be present. We had no 
knowledge of the patients’ history of treatments or side 
effects or of whether they had experienced pretreat- 
ment nausea. Of the 23 patients we approached, 22 
(13 men and 9 women) agreed to participate; their 
mean age was 35 years. Sixteen of the patients had 
Hodgkin’s disease, and 6 had related lymphomas. Two 
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patients had stage II disease, 10 had stage III disease, 
and 10 had stage IV disease (3). The median length of 
chemotherapy was 6 months. All had received the 
standard treatment, a combination of mechloretha- 
mine, vincristine, procarbazine, and prednisone 
(MOPP) (4), or some other combination chemothera- 
py that often causes nausea and vomiting. No patient 
was severely debilitated at the time of the interview. 

A staff psychiatrist interviewed each patient for 30— 
60 min using a semistructured format that included 
ratings of many aspects of treatment and side effects. 
Nausea and vomiting in various situations were rated 
on a scale of 1 (none) to 5 (very severe, incapacitating). 
Other factors, such as tendency to gastrointestinal 
symptoms at times of anxiety, smoking habits, etc., 
were rated on a scale of 1 (never) to 5 (very frequent). 
Each patient was asked, in an open-ended way, about 
unusual experiences that reminded him or her of the 
clinic. Patients were then asked more specifically about 
gustatory and olfactory hallucinatory experiences. 
Tape recordings of each interview, made with the 
patient's permission, were reviewed as necessary to 
clarify details. 


PATIENTS' DESCRIPTIONS OF 
PSEUDOHALLUCINATIONS 


A 21-year-old woman with stage IV Hodgkin's 
disease was very aware of a 'chemical odor in the 
clinic building" that made her nauseated. When asked 
if she experienced a similar odor even when chemicals 
were not present, she at first said no. Later, with great 
embarrassment, she admitted that twice, while think- 
ing about her treatments, she vividly experienced a 
strong chemical odor which her husband could not 
detect. She said her reluctance to discuss this stemmed 
from her fear that “maybe I was going bats." 

A middle-aged woman was being treated with bleo- 
mycin and vinblastine for a recurrence of histiocytic 
lymphoma. She said that simply thinking about com- 
ing to the clinic “immediately brings the taste of the 
bleomycin to my mind and I can smell it.” She said she 
experienced the smell and taste of the medication 
several times during the week, and it often nauseated 
her. 

A 26-year-old woman was receiving MOPP for 
recurrent Hodgkin’s disease. She said that she tried to 
suppress thoughts of the clinic because such thoughts 
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resulted in vivid experiences of chemical odors that 
nauseated her. Once, she unexpectedly saw her hospi- 
tal registration card when opening her checkbook; she 
immediately experienced the odor of the clinic and 
became nauseated. On occasion, she will experience 
the odors associated with the treatments while walking 
outside to the clinic building. 

A 24-year-old man receiving MOPP for Hodgkin’s 
disease said that when he got out of his car (about 100 
yards from the clinic building) he could clearly “smell 
the building itself and the chemicals I get for treat- 
ment." 

A 26-year-old man receiving MOPP for stage IV-B 
Hodgkin's disease said that a number of times each 
week he could “‘taste the mustard coursing through my 
system." Sometimes he associated these experiences 
with thinking about the clinic. 

A 20-year-old, man was receiving chemotherapy for 
histiocytic lymphoma. When interviewed shortly be- 
fore his 10th treatment, he said, “That stuff they shoot 
in your arm, you can taste it in your mouth. I can taste 
that stuff, honest-to-God, I’m thinking of it now, and I 
can taste it.” 


RESULTS 


Of 22 subjects, 8 reported experiencing odors or 
tastes associated with the clinic and 14 could detect 
nothing. For 6 patients, the experiences occurred at 
home and were precipitated by thinking about the 
clinic. The other 2 patients experienced unexplained 
odors only immediately before treatment sessions. In 
most cases, the perception of the odor was immediate- 
ly followed by nausea. Most patients felt the experi- 
ence was quite unusual, and some worried that it 
might be a symptom of mental illness. Patients said 
that the experience was different from a memory—the 
stimulus was perceived as being outside of the self—yet 
when nearby persons said they could not smell any- 
thing, patients acknowledged that the odor was not 
actually present. The 8 patients who reported such 
pseudohallucinations were not significantly different 
from the 14 patients who did not in terms of age, sex 
ratio, diagnosis, and kind of treatments received. No 
pátient reporting pseudohallucinations was rated as 
unusually sensitive to taste or odors, and these patients 
were not rated as significantly different from the others 
on frequency of anxiety-induced gastrointestinal 
symptoms, nausea caused by watching emesis, or 
susceptibility to motion sickness. The 8 patients who 
reported pseudohallucinations had been treated signif- 
icantly longer than the other 14 patients (mean=9.75 
months versus 5.14 months, two-tailed t-3.05, 
p«.01), and a larger proportion of them had stage IV 
disease (6396 versus 2996). All 8 of the patients who 
had pseudohallucinations but only 2 of the other 14 
patients reported experiencing pretreatment nausea 
and/or vomiting. No patient was psychotic or suffering 
from a major affective disorder. The clinic building 
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did, in fact, have a distinctive odor, but only patients 
were nauseated by it. 


DISCUSSION 


We found olfactory and/or gustatory pseudohallu- 
cinations in nonpsychotic chemotherapy patients who 
were in a state of clear consciousness. These pseudo- 
hallucinations usually consisted of the odor of the 
clinic or medications and were precipitated by 
thoughts of the clinic. Both the actual odor and the 
hallucinations of the odor often caused nausea. This 
phenomenon developed slowly and was experienced 
by 8 of the 13 patients who had had more than 6 
months of treatment but none of the 9 patients with 
less than 6 months of treatment. Could there have been 
olfactory stimuli present to account for the perception? 
This seems unlikely, since relatives in the same room 
noticed nothing. Were the perceptions a result of 
medications still in the body? This is conceivable, but 
the phenomenon was most commonly experienced 
during the days immediately before a treatment, when 
drug levels in the body were the lowest. Also, some 
patients reported smelling the odor of the clinic, not of 
the drugs. Were these perceptions simply vivid memo- 
ries? The subjects did not think so; they said that the 
stimulus seemed to be clearly outside of themselves. 
The fact that many subjects could not control the 
experience and were frightened by it also suggests that 
it is more than vivid remembering. The phenomenon is 
best described as a “‘pseudohallucination”; i.e., sub- 
jects experienced perceptions in the absence of external 
stimuli, yet they recognized that the experience was 
not an accurate reflection of reality (5). 

A number of explanations for this phenomenon are 
possible. Is it a stress reaction (6, 7) or a traumatic 
neurosis? Although the stress response syndrome is a 
helpful model, some aspects of the phenomenon do not 
fit well. These patients do not experience a single 
trauma that immediately results in overwhelming af- 
fects that are repressed and associated with night- 
mares, anxiety, and intrusive thoughts. Instead, the 
pseudohallucinations occur only after many treat- 
ments and are not associated with the other psycholog- 
ical findings. 

Because the phenomenon occurs only after many 
chemotherapy treatments and because pretreatment 
nausea is always associated with it, the role of learning 
must be considered (1, 2, 8, 9). Are the olfactory 
pseudohallucinations analogous to the pain some peo- 
ple experience in response to the sound of a dentist's 
drill? Is the distress associated with both situations a 
crucial factor? For most patients the stimuli that 
triggered thoughts about chemotherapy led to vivid 
experiences of clinic-associated odors and to nausea. 
Whether conceptualized as a “conditioned perception" 
or as a vivid intrusive memory, the phenomenon itself 
is more clear-cut than its explanation. The presence of 
vivid pseudohallucinations in most patients receiving 
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extensive chemotherapy suggests that the phenomenon 
does not result from psychopathology but instead from 
some basic psychological capacity. As a model for 
hallucinations, this phenomenon offers an alternative 
to models that involve drugs or sensory deprivation. 
Finally, the phenomenon deserves wider recognition 
for the sake of cancer chemotherapy patients who are 
unnecessarily frightened by it. 
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Low Urinary MHPG Preceding Relapse 
in a Unipolar Depressed Woman: A Case Report 


Suhayl J. Nasr, M.D., Javaid Javaid, Ph.D., Edward Altman, M.A., 
and Henry Lahmeyer, M.D. 


The authors present a 16-week study of urinary 3- 
methoxy-4-hydroxyphenylglycol (MHPG) in a 42- 
year-old woman with atypical depression. Her 
MHPG levels were very low the week before each of 
the two clinical depressive episodes during this time. 
(Am J Psychiatry 140:486—488, 1983) 


Aree longitudinal case study offers some unique 
opportunities to examine the relationship be- 
tween biochemical and behavioral events in the same 
individual. 3-Methoxy-4-hydroxyphenylglycol 
(MHPG) is a metabolite of norepinephrine that has 
been extensively studied in patients with affective 
disorders. The excretion of MHPG in 24-hour urine 
samples has been reported (1) to be lower than normal 
in some but not all depressed patients. The relationship 
between central norepinephrine metabolism and uri- 
nary MHPG remains unclear. However, repeated mea- 
surement of MHPG excretion in the depressed individ- 
ual may be as useful as the repeated measurement of 
blood pressure in the hypertensive individual: both are 
end-point measurements of the interaction of many 
metabolic factors (J.W. Maas, personal communica- 
tion, 1982). Intraindividual variation in MHPG excre- 
tion has been reported in bipolar patients (lower 
during depression than during mania) (2, 3), in women 
with premenstrual tension syndrome (4), and in nor- 
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mal women during menstruation (H.W. Lahmeyer, F. 
DeLeon-Jones, M. Miller, et al.; paper presented at the 
3rd World Congress of Biological Psychiatry, Stock- 
holm, July 1981). To our knowledge, there are no 
reports on intraindividual variation of urinary MHPG 
in recurrent unipolar depression. Following is a report 
of a woman who suffered from atypical depression and 
was studied over 16 consecutive weeks. 


CASE REPORT 


Ms. A, a 42-year-old woman, was self-referred for evalua- 
tion and treatment of depression. She said her illness began 
when she was 24, when, after the birth of the third of her 
four daughters, she periodically became withdrawn, sad, and 
anxious, lost weight, and had poor self-esteem and excessive 
guilt. She was hospitalized and treated with electrocon- 
vulsive therapy (ECT), to which she had a good response. 
She had recurrences of these episodes every 6 months, 
necessitating several hospitalizations and a total of 49 ECT 
sessions. Ms. A described a gradual change in the frequency 
and symptoms of her depression such that for the past 10 
years she typically had had a depression of 1 week’s duration 
about every 2 months. Her current symptoms during a 
depressive episode consisted of sadness, lethargy, excessive 
sleep, tiredness, irritability, puffiness in the face, loss of 
appetite, neglect of personal hygiene, and suicidal ideation. 
Five years previously, Ms. A had been given imipramine (up 
to 100 mg/day), then desipramine (up to 50 mg/day) and 
lithium (up to 900 mg/day) for short periods of time, but she 
complained of excessive side effects (no blood levels were 
available), stopped taking the medications, and refused to try 
any others. She had also been in individual, group, and 
marital therapy but reported minimal benefit from any of 
these modalities. At the time of our study, she was seeing a 
clinical psychologist weekly for individual supportive thera- 
py. Ms. A had never experienced any manic or hypomanic 
episodes. Her behavior when she was not depressed was 
generally characterized by an average of 8 hours of mostly 
uninterrupted sleep, efficient handling of her household 
chores and budget, social involvement in her community and 
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her children’s schools, and smooth family relationships. 

Ms. A had had extensive medical workups, the results of 
which were normal except for possible cervical spine arthri- 
tis, nonspecific delta wave changes in her left temporal lobe 
seen on one of two EEGs, and a hysterectomy for endometri- 
osis 7 years previously. A computerized tomography (CT) 
scan had been normal. Her family history was positive for 
alcoholism and depression in her father, possible alcoholism 
in her brother, and epilepsy and depression in her 11-year- 
old daughter. 


METHOD 


Because of the atypical pattern of Ms. A’s depression 
and her search for “physical evidence that it is not all 
in my head,” she agreed to collect 24-hour urine 
samples once a week for MHPG determination. At the 
time of each visit, she was interviewed by a research 
psychologist who completed the Hamilton Rating 
Scale for Depression (5). For the first 8 weeks of the 
study, she collected her urine from Monday morning 
to Tuesday morning and was interviewed on Tuesday 
afternoon when she brought the urine. For the second 
8 weeks of the study, she collected her urine from 
Tuesday morning to Wednesday morning and was 
interviewed on Wednesday afternoon. The study start- 
ed in early December and was terminated in mid- 
March. MHPG was measured by the method of Dekir- 
menjian and Maas (6). The laboratory personnel were 
blind to Ms. A’s clinical condition. 


RESULTS 


Ms. A started this study the week after her recovery 
from a depressive episode and continued for 16 weeks, 
after which it was felt that sufficient evidence had been 
collected to document the physiological changes that 
accompanied her depressive episodes. Table 1 summa- 
rizes the data collected over 16 weeks. 

Ms. A experienced two depressive episodes during 
the course of this investigation (weeks 10 and 15). She 
had low levels of MHPG 1 week before each of the two 
depressive episodes. She also spent two consecutive 
nights in the sleep laboratory during week 12; her 
REM findings were consistent with endogenous de- 
pression (7). 


DISCUSSION 


To our knowledge, this is the first documentation of 
a correlation between 24-hour MHPG excretion and 
clinical depression in recurrent unipolar depressive 
illness. Our data support the concept of state-depen- 
dent intraindividual changes in MHPG excretion and, 
more strikingly, suggest that a decrease in MHPG 
excretion precedes the onset of clinical symptoms of 
depression. The pattern of MHPG excretion in this 
patient may reflect, first, a decrease in norepinephrine 
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TABLE 1. Serial Urinary MHPG Excretion in a Woman With Atypica: 
Depression 


Week Hamilton Scale Score MHPG (ug 24 hours) 
1 2 1997 
2 1 733 
3 8 1063 
4 2 583 
5 3 1026 
6 3 1228 
7 6 1192 
8 2 938 
9 4 2692 

10 FAS. $34 
11 2 936 
12 9 800 
13 Q 1479 
14 3 1002 
15 354 739 
16 0 1110 


"The two lowest MHPG levels preceded the two depressive ep:sodes. 


turnover before the onset of clinical depression, fol- 
lowed by the onset of a gradual compensatory increase 
in norepinephrine turnover as soon as the clinical 
syndrome of depression appeared. In that regard, this 
patient's psychomotor retardation may have been a 
coping mechanism to allow replenishment of central 
norepinephrine reserves. 

Because this patient had had a hysterectomy several 
years previously, we could not clinically assess her 
hormonal cycles during this study. However, her varia- 
tions in MHPG excretion far exceed those reported in 
women with normal menstrual cycles (unpublished 
paper of Lahmeyer and associates) (mean peak 
+$D=1759+270 we/24 hours, trough 1335 
+125) or with premenstrual tension syndrome (4) 
(peak=2032+508, trough 10372z:218). 

Variations in the urine collection and assay method 
are also not likely to be contributing factors to the 
wide variations observed in MHPG excretion in this 
patient because of the study design. The patient consis- 
tently collected the urine in the same manner, her urine 
volume (meantSD=1426+320 ml/24 hours) and 
urine creatinine (mean=1420+434 mg/24 hours) were 
consistent with adequate urine collection, and many of 
the MHPG determinations were carried out simulta- 
neously. 

Replication of this longitudinal case study with 
more patients is needed to test the usefulness of 
measuring urinary MHPG excretion to monitor the 
onset and course of depression. Patients with short 
depressives cycles are most suitable for this type of 
study. 
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Withdrawal Symptoms After Long-Term Treatment With 
Therapeutic Doses of Flurazepam: A Case Report 


Richard M. Berlin, M.D., and Lawrence J. Conell, M.D. 


A male patient with chronic insomnia experienced 
witbdrawal symptoms wben flurazepam (30 mg b.s.), 
which he had taken nightly for 8 years, was abruptly 
discontinued. Problems associated with sedative- 
hypnotic medication and the long-term treatment of 
chronic insomnia are discussed. (Am J Psychiatry 
140:488—490, 1983) 


P atients who complain of chronic insomnia present 
a challenging clinical problem. Treatment is often 
difficult because these patients tend to be preoccupied 
with the somatic manifestations of their disorder, and 
they characteristically deny the psychological distur- 
bances that frequently underlie their insomnia (1). 
They will often search for symptomatic relief and 
demand that their physician provide sedative-hypnotic 
medication. As a result, some patients receive sedative- 
hypnotic medication for prolonged periods of time 
without receiving any other treatment (2). 
Flurazepam has been acknowledged as the sedative- 
hypnotic drug of choice for insomnia (3). It is effective 
for intermediate-term use (2—4 weeks) (4); has a low 
potential for abuse; is an ineffective suicidal agent; 
probably does not interact with oral anticoagulants 
(3); and, as stated on the package insert, has not been 
associated with withdrawal symptoms. However, 
withdrawal symptoms might be expected when flura- 
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zepam is abruptly discontinued after long-term use (it 
has a half-life of 47—100 hours according to the 
package insert) because such symptoms have been 
reported (5) after discontinuation of other long-acting 
benzodiazepines, such as diazepam (half-life, 26—96 
hours [6]). These symptoms have occurred even when 
these drugs were administered in therapeutic doses (7) 
for long periods of time. 

In this case report we describe a male patient with 
chronic insomnia who had taken therapeutic doses of 
flurazepam nightly for 8 years and who developed a 
withdrawal syndrome after the drug was abruptly 
discontinued. 


CASE REPORT 


Mr. A, a 37-year-old man, was referred by his physician 
for a psychiatric evaluation of symptoms that were thought 
to be the result of his withdrawal from flurazepam. We were 
asked to assist in the management of Mr. A's chronic 
insomnia. 

Mr. A had taken 30 mg h.s. of flurazepam for 8 years to 
relieve his chronic difficulty staying asleep. When a newly 
marketed benzodiazepine, temazepam, became available, his 
physician discontinued the flurazepam and prescribed 30 mg 
h.s. of temazepam. The entire dose of flurazepam was 
withdrawn on the same day as the temazepam was begun. 

Three days later Mr. A's insomnia changed in character 
and worsened dramatically. Instead of being unable to stay 
asleep, he began to have severe difficulty falling asleep. In 
addition, he experienced diurnal symptoms of dizziness, 
blurred vision, loss of appetite, gastrointestinal upset, nasal 
congestion, and numbness in his hands and feet. These 
symptoms disappeared approximately 3 hours after he took 
temazepam each night, but they recurred approximately 12 
hours later. The symptoms persisted without change for 17 
days. Mr. A then stopped taking the temazepam and re- 
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sumed taking 30 mg h.s. of flurazepam. The symptoms 
promptly disappeared. Three days later he decided, without 
consultation, to discontinue flurazepam entirely. After 2 
days the diurnal symptoms recurred and persisted unchanged 
for 2 weeks. During the succeeding 2 weeks, however, these 
symptoms gradually receded. Thus, 4 weeks after Mr. A 
stopped taking flurazepam, all of his symptoms had disap- 
peared except for his chronic complaint of difficulty staying 
asleep. 

During childhood Mr. A had slept for 5 hours or less each 
night. As an adult he worked an erratic schedule with 
frequent shift changes. He had first complained of having 
difficulty staying asleep after a bout of viral hepatitis. At that 
time he began taking flurazepam. His medical history was 
otherwise unremarkable. There was no family history of 
sleep disorders, and he had no history of snoring, snorting, 
nocturnal leg movement, somnambulism, psychiatric treat- 
ment, or alcohol or other drug use. Results from physical and 
laboratory examinations were normal. 

After Mr. A’s withdrawal from flurazepam was complete, 
his treatment consisted of individual psychotherapy, relax- 
ation training, and education on sleep hygiene, which includ- 
ed a discussion of his erratic work schedule and its disruptive 
effect on his sleep. His chronic insomnia lessened, and at a 6- 
month follow-up visit he reported that he had not taken any 
sedative-hypnotic medication. 


DISCUSSION 


We concluded that the patient’s symptoms were 
withdrawal phenomena because 1) they were similar 
to previous descriptions of benzodiazepine withdrawal 
symptoms (6); 2) the onset of symptoms occurred 3 
days after the abrupt discontinuation of flurazepam, a 
time course consistent with the long half-life of fluraze- 
pam and with the time course of withdrawal from 
therapeutic doses of diazepam, another long-acting 
benzodiazepine (7); and 3) the symptoms were relieved 
by reintroduction of flurazepam and partially sup- 
pressed by temazepam. We do not believe that the 
symptoms represented a reemergence of pretreatment 
anxiety or insomnia because they were notably differ- 
ent from the patient’s previous complaints. The pat- 
tern of symptom relief 3 hours after taking temazepam 
followed by a reemergence of the symptoms 12 hours 
later is consistent with reports of temazepam’s slow 
rate of absorption (peak plasma levels at 3 hours) and 
mean half-life of 14.7 hours (8). The long duration of 
withdrawal symptoms is also consistent with reports 
of withdrawal from therapeutic doses of diazepam (7), 
and it may be explained by the prolonged presence of 
active metabolites that are slowly eliminated. 

The benzodiazepines may be classified according to 
their half-lives. Short-acting benzodiazepines, such as 
oxazepam (half-life, 7-20 hours) and lorazepam (half- 
life, 10—20 hours), are rapidly transformed by conju- 
gation to water-soluble, inactive metabolites that are 
excreted in the urine. Long-acting benzodiazepines, 
such as flurazepam, are transformed slowly by oxida- 
tive processes that often yield active metabolites. With 
flurazepam, the initial N-demethylation yields N-des- 
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alkylflurazepam, which is considered to 5e the active 
component of this drug. Thus, short-acting benzodiaz 
epines, such as oxazepam and lorazepam, are rapidh 
eliminated over 2 days, and long-acting benzodiaze- 
pines are eliminated over a week or more. Thesc 
pharmacokinetics may have important clinical impli 
cations. Short-acting benzodiazepines, especially those 
with a half-life of 8-20 hours, appear to have a greater 
potential for causing withdrawal reactions because oí 
their rapid decline in plasma levels; during a 2-yea: 
period there were 48 reports of withdrawal from 
short-acting benzodiazepines. Benzodiazepines with 
long plasma half-lives (i.e., greater than 36 hours) have 
a built-in, self-tapering action that makes withdrawal 
reactions less common and more mild (5). 

Symptoms caused by withdrawal from therapeutic 
doses of flurazepam are probably rare and should not 
deter physicians from prescribing this drug for patients 
with acute or chronic insomnia. Indeed, many hypnot- 
ics that are not benzodiazepines are ineffective after a 
few nights of administration and are associated with 
dependence and drug-withdrawal insomnia (9). In 
addition, short-acting benzodiazepines are associated 
with rebound insomnia; this syndrome is characterized 
by an intense worsening of sleep above bascline levels 
after the withdrawal of benzodiazepine drugs that 
have a relatively short duration of action. Rebound 
insomnia occurs even when the drugs have been ad- 
ministered for short-term periods in a sirgle, nightly 
dose. Only benzodiazepines with long duration of 
action (flurazepam and quazepam) have not been 
found to produce an appreciable worsen' ng of sleep 
after abrupt withdrawal (10). 

This case also demonstrates that in the treatment of 
chronic insomnia, medication should be used as an 
adjunct to the main therapeutic procedures of psycho- 
therapy, improved sleep hygiene, and relaxation train- 
ing (1). Although withdrawal symptoms following 
cessation of treatment with flurazepam are probably 
rare, physicians must be aware of this potential risk for 
chronic insomniacs who are being treated for pro- 
longed periods with this drug. 
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Neuroleptic Dosage for Asians 


Keh-Ming Lin, M.D., M.P.H., and Ellen Finder, M.D. 


In a comparison of the neuroleptic doses of 13 Asian 
and 13 matched white patients, effective weight- 
standardized neuroleptic dose ranges for the Asian 
patients were significantly lower than those for their 
white counterparts. (Am J Psychiatry 140:490—491, 
1983) 


\ X J ith the rapid increase in recent years of the Asian 

population in urban America, psychiatrists in 
this country are having more frequent contacts with 
Asian patients. Clinical anecdotes suggest that Asian 
patients require a neuroleptic dose much lower than 
that required by others and that Asian patients are 
more likely to suffer from extrapyramidal side effects. 
However, to our knowledge, no controlled compara- 
tive study has yet been published. 

In this paper we report a comparison of the neuro- 
leptic requirements of a group of hospitalized Asian 
patients with those of a matched sample of hospital- 
ized white patients treated in the same setting. 


METHOD 


Between July 1979 and June 1981, we treated a total 
of 19 Asian or Asian American patients in a 20-bed 
psychiatric ward for patients with acute disorders in a 
university-affiliated general hospital. Of these 19, 13 
received neuroleptics during their hospitalization and 
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were included in the study. Thirteen white patients 
matched for age (within 10 years), sex, diagnosis, and 
date of discharge (within 2 months) were selected by 
clerical personnel unaware of the purpose of the study. 
In addition, weight, length of stay, admission and 
discharge Global Assessment Scale (GAS) scores, dura- 
tion of illness, number of hospitalizations, and previ- 
ous exposure to neuroleptics were recorded. 

The following information was abstracted from the 
hospital chart: types of neuroleptics used, maximum 
dose, stabilized dose (dose at discharge), the occur- 
rence of extrapyramidal symptoms, and the neurolep- 
tic dose associated with first appearance of extrapy- 
ramidal symptoms. The neuroleptic doses were con- 
verted to chlorpromazine-equivalent units (1). These 
were corrected for weight using 68 kg as standard. 
Paired two-tailed t tests then were used to compare the 
chlorpromazine-equivalent doses of the Asian patients 
and their matched white counterparts at different 
points in treatment and to analyze the other variables. 


RESULTS 


The 2 groups did not differ significantly in mean age 
(29.9 years for Asians versus 27.9 years for whites), 
sex ratio (6 men and 7 women in both), diagnosis (9 
patients with schizophrenia and 4 with other psycho- 
ses in both), duration of illness (3.5 years for Asians 
and 5.7 years for whites), previous hospitalizations, 
past neuroleptic exposure, and psychopathology. The 
Asian group consisted of 4 Japanese, 4 Vietnamese, 3 
Chinese, and 2 Filipino patients. 

The white subjects were all born in the United States 
and were significantly heavier (mean, 69 kg) than their 
Asian counterparts (mean, 53 kg); 7 of the Asian 
subjects were born in foreign countries. There was no 
history of alcoholism or significant street-drug use in 
either group. 

The mean maximum and stabilized chlorpromazine- 
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equivalent doses were 849 and 652 mg/day for the 
Asian group, respectively, compared with 2081 and 
1456 mg/day for the whites. After weight standardiza- 
tion, these values became 1066 and 827 mg/day for the 
Asian group and 2205 and 1568 mg/day for the 
whites. Both differences were statistically significant 
(maximum dose: t=2.60, p<.05; stabilized dose: 
t=3.02, p<.02). 

Nine Asian (69%) and 10 white (77%) patients 
developed extrapyramidal symptoms. The mean chlor- 
promazine-equivalent dose associated with the first 
appearance of the extrapyramidal symptoms was 574 
mg/day for the Asians and 1079 mg/day for the whites; 
after weight standardization, the mean dose was still 
higher for the whites (1044 mg/day) than for the 
Asians (708 mg/day) but not significantly so. 


DISCUSSION 


Our controlled comparative study indicates that 
Asian psychotic patients need a significantly lower 
dose of neuroleptics than whites to control the psycho- 
pathology to the same degree. In addition, we noted 
that extrapyramidal symptoms occurred at a lower 
dose in Asian patients. These findings support the 
survey results and clinical impressions of others (2—4). 
On the other hand, in our series, the proportion of 
Asians developing extrapyramidal symptoms was al- 
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most identical with that of the whites, unlike the 
higher proportion reported by Binder and Levy (5). 
This discrepancy may be related to the differences in 
the neuroleptic dose in the two studies. These prelimi- 
nary results, even though not conclusive, provide 
compelling evidence for the existence of an ethnic 
variation in required neuroleptic dose and indicate a 
need for further exploration with rigid control, includ- 
ing determination of plasma levels of neuroleptics and 
assessment of drug metabolites. Even though diet, 
plasma protein, and other ecological factors (6) may 
account for some of the differences, it is likely that 
pharmacogenetic variations may prove to have an even 
more important role. 
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The Dexamethasone Suppression Test in Depressed 
Outpatients With and Without Melancholia 


Kenneth Jaffe, M.D., H. Douglas Barnshaw, M.D., and Mary E. Kennedy, M.S.N. 


Twenty-two outpatients diagnosed according to 
DSM-III as having major depressive disorder, 7 with 
melancholia and 15 without melancholia, were given 
the dexamethasone suppression test. Three of the 
patients with melancholia were nonsuppressors, 
compared with none of the patients without 
melancholia. (Am J Psychiatry 140:492—493, 1983) 


he dexamethasone suppression test (DST) has 

gained considerable attention in psychiatry over 
the past few years. This has been related to its useful- 
ness as a diagnostic marker for endogenous depression 
(1, 2), as well as to its possible treatment and prognos- 
tic implications (2-6). Most studies (6, 7) have found 
that 40%—50% of patients suffering from endogenous 
depression or major depressive disorder with melan- 
cholia (according to DSM-IIT) show early escape from 
cortisol suppression (DST positive) after the adminis- 
tration of dexamethasone. Although the test is not 
highly sensitive, it appears to be fairly specific for the 
endogenous depression group. According to Carroll 
and associates (1, 8), only 496 of normal subjects or 
subjects with psychiatric diagnoses other than endoge- 
nous depression showed this abnormal response. At 
least one study (9), however, reported a 15% rate of 
early escape from suppression in a group of healthy, 
nonhospitalized control subjects. 

Thus far, most studies have reported the results of 
the DST on psychiatric inpatients, and many have not 
used DSM-III criteria. We report here on 22 outpa- 
tients who were given the DST and who were diag- 
nosed according to DSM-III criteria. 


METHOD 


Twenty-two patients were selected from our affec- 
tive disorders program to participate in this study. 
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Most of the patients were blue-collar workers, and all 
had been depressed for at least 6 months and had had 
one or more depressive episodes. Most were taking 
antidepressant medication, and a few were taking 
lithium or low-dose neuroleptics. None of the patients 
had any of the medical conditions or were taking any 
of the medications cited by Carroll and associates (1) 
as being associated with a false-positive or a false- 
negative DST response. 

Informed consent was obtained from all subjects 
participating in the study. Fifteen patients met DSM- 
IT] criteria for major depressive disorder without mel- 
ancholia, and 7 met the criteria for major depressive 
disorder with melancholia. Diagnoses were made by 
one of us (either K.J. or H.D.B.). 

The patients were given 1 mg of dexamethasone at 
11:00 p.m., and blood cortisol levels were obtained at 
4:00 p.m. the next day. 


RESULTS 


Of the 22 patients, only 3 showed an early escape 
from cortisol suppression (DST positive). (Early escape 
was defined as a 4:00 p.m. cortisol level greater than 5 
i g/dl.) All 3 nonsuppressors were patients with melan- 
cholia; the other 4 patients with melancholia were 
suppressors. All of the patients without melancholia 
were suppressors. The difference in the rate of non- 
suppression between the patients with melancholia 
and those without melancholia was significant 
(p=.023, Fisher's exact probability test). 


DISCUSSION 


Our results are consistent with those of most studies 
investigating the DST in depressed inpatients. Our 
finding that 3 out of 7 patients with melancholia were 
nonsuppressors, as opposed to none of the 15 patients 
without melancholia, supports the contention by Car- 
roll and associates (1) and by others that the DST is 
specific for the melancholic subtype of depression. 
These results also lend support to the usefulness of the 
DSM-III distinction between major depressive disor- 
der with and without melancholia. 

Our results differ from those of Coryell and asso- 
ciates (10), who found no significant difference in the 
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rates of nonsuppression between depressed patients 
with and without melancholia. The explanation for 
this difference in results is not clear to us; however, it 
may be partially a result of a methodological difference 
between the two studies. Coryell and coworkers ob- 
tained blood cortisol levels at both 8:00 a.m. and 4:00 
p.m. after dexamethasone administration, and they 
considered a cortisol level of 5 g/dl or more at either 
time as evidence of nonsuppression. We obtained only 
4:00 p.m. cortisol levels, which may have yielded a 
smaller percentage of nonsuppressors. If the data of 
Coryell and coworkers were reanalyzed and only 4:00 
p.m. cortisol levels were used to determine non- 
suppression, their results might be somewhat different. 

Additional studies involving depressed outpatients 
and using DSM-III criteria are needed to help clarify 
the relationship between the DST and the DSM-III 
criteria for depression. 
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Dyskinesia Associated With Amoxapine 
Antidepressant Therapy: A Case Report 


Yvon D. Lapierre, M.D., and Keith Anderson, M.D. 


A 60-year-old woman with recurring depression was 
treated with amoxapine and subsequently developed 
a lingual dyskinesia. The only other psychotropic 
drugs she had ever received were oxazepam for 
anxiety and flurazepam for insomnia. (Am J 
Psychiatry 140:493—494, 1983) 


moxapine is a demethylated derivative of loxa- 
pine, a dibenzoxazepine. Preclinical studies have 
suggested that amoxapine acts as both a neuroleptic 
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and an antidepressant. At usual therapeutic doses 
amoxapine has dopamine-blocking potential (1, 2), 
and its main metabolite, 7-hydroxy-amoxapine, shows 
potent neuroleptic activity. Amoxapine is also an 
antidepressant with a therapeutic efficacy comparable 
to that of the tricyclic antidepressants (3). The drug's 
dopamine-receptor-blocking activity seems to be de- 
rived primarily from its 7-hydroxy metabolite, which 
exhibits minimal antidepressant activity compared 
with the 8-hydroxy metabolite. 

The dopamine-blocking potential of amoxapine is 
responsible for the extrapyramidal symptoms, such as 
acute dystonia, pseudoparkinsonism, and akathisia, 
that occur in patients who take the drug (1, 4). The 
tubero-infundibular tract is most probably involved in 
this dopamine blockade, as elevations in prolactin and 
galactorrhea are known to occur when the drug is 
present (5, 6). 

One would expect that the long-term use of amoxa- 
pine could result in acute dyskinesias and tardive 
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dyskinesia. To our knowledge, however, there have 
been no reports of a tardive type of dyskinesia in 
patients who receive amoxapine. In the following case 
report we describe such an occurrence. 


CASE REPORT 


Ms. A, a 60-year-old married woman, sought a consulta- 
tion for a depression that had recurred and persisted for 5 
months. Her depressive symptoms started about 1 year 
before this consultation and included a depressed mood, 
anxiety, hypochondriasis, morbid preoccupations with pov- 
erty, social withdrawal, and sleep disturbances. During this 
time Ms. A’s weight dropped from 61 kg to 46 kg. She had 
diurnal variations in mood, and her symptoms became worse 
in the morning. From the onset of her symptoms she was 
treated with 150 mg/day of amoxapine. Initially, she re- 
sponded satisfactorily, and her depression disappeared. After 
3 months of treatment, however, her depressive symptoms 
recurred and worsened in spite of an increased dose of 
amoxapine (from 150 mg/day to 250 mg/day). The increased 
dose was maintained for 5 months until this consultation. 

We examined Ms. A and noted that she appeared to be her 
stated age; she had a depressed affect, a depressive mental 
content, and anxiety. She reported that for the past 2 months 
she had been having difficulty smoking because her tongue 
tended to push the cigarette out of her mouth. We observed 
that her tongue had a "'fly-catching," protruding movement 
which became more pronounced whenever her level of 
anxiety increased. In addition, there were vermicular move- 
ments on the surface of her tongue. When Ms. A was given 
the task of tracing a maze, her tongue protrusion and fly- 
catching movements became more pronounced. During a 
general neurological examination she showed no evidence of 
dysgraphia or tremor. She had some cogwheel rigidity in her 
right arm, which was most noticeable at the wrist. The fundi 
oculi were within normal limits. All other findings from the 
neurological examination were normal. 

We stopped Ms. A’s amoxapine regimen immediately and 
prescribed 30 mg h.s. of flurazepam for her insomnia and 15 
mg t.i.d. of oxazepam as needed. After the amoxapine had 
been discontinued for 2 weeks, we reassessed her condition 
and found that she had a slightly more prominent tongue 
movement; however, the rigidity had disappeared. She was 
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followed up during the subsequent 5 months, and although 
there was some decrease in the intensity of her buccolingual 
movements, they were still present. 

Ms. A had no history of ever having received a neuroleptic, 
and the only other drugs she had taken during the previous 3 
years were the oxazepam and flurazepam. 


DISCUSSION 


To our knowledge this is the first report of a patient 
who experienced lingual dyskinesia while taking 
amoxapine. Since amoxapine's introduction a few 
years ago, large numbers of patients have received the 
drug, but it is too early to fully evaluate its dyskinetic 
potential. On the basis of amoxapine's pharmacologi- 
cal profile, however, we expect that additional cases of 
lingual dyskinesia may be reported. As demonstrated 
in previous reports and our own clinical experience, 
the drug is certainly effective as an antidepressant for 
selected patients, and it should probably be maintained 
in the therapeutic armamentarium. We recommend, 
however, that amoxapine administration be short- 
term because of the drug's dyskinetic potential. 
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The Relationship Between Severity of Depression, 
Cognitive Dysfunction, and Age in Medical Inpatients 


Stephanie vonAmmon Cavanaugh, M.D., and Robert M. Wettstein, M.D. 


The authors administered the Beck Depression 
Inventory and Mini Mental State Examination to 
289 randomly selected medical inpatients. There was 
no significant relationship between severity of 
depression and cognitive dysfunction for those under 
age 65 and a nearly significant relationship for those 


65 or older. (Am J Psychiatry 140:495—496, 1983) 


Dz depressive episodes, patients show both 
quantitative and qualitative alterations in cogni- 
tive processes; these processes include learning, memo- 
ry, attention, perception, and speed of cognitive re- 
sponse (1—4). In this study we sought to relate severity 
of depression as measured by the Beck Depression 
Inventory (5) and cognitive dysfunction as measured 
by the Mini Mental State Examination (6) in a ran- 
domly selected medical inpatient population. We also 
investigated the influence of age on this relationship. 

The Mini Mental State Examination assesses orien- 
tation, memory, attention, calculation, language, and 
constructional capacities. It has been used to discrimi- 
nate organicity as demonstrated by computerized to- 
mography (7). Scores on the Mini Mental State have 
been shown to differentiate among 1) demented pa- 
tients, 2) depressed patients with cognitive impair- 
ment, and 3) depressed patients without cognitive 
impairment. Serial administration to the latter two 
groups after treatment of depression revealed improve- 
ment in their Mini Mental State scores, which was 
noted clinically as well. Administering the Mini Men- 
tal State to depressed patients, McHugh and Folstein 
(8) found that only those over age 60 evidenced 
cognitive disorder. The severity of depression was not, 
however, reported. Administered to medical inpa- 
tients, the Mini Mental State was found (9) to have a 
sensitivity and specificity of 87% and 82%, respective- 
ly, when judged against a psychiatrist’s clinical diagno- 
sis of delirium or dementia. 
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METHOD 


We administered the Beck Depression Inventory and 
the Mini Mental State Examination to 289 randomly 
selected medical inpatients in a university medical 
center. The subjects were 17 to 88 years of age, with a 
mean (+SD) age of 57:17; 47% were male, 53% 
were female, 57% were white, 39% were black, and 
4% were Hispanic. The mean socioeconomic status, 
determined by Hollingshead criteria, was 4.4. 


RESULTS 


For the entire sample there was a negligible but 
positive relationship between the scores on the Mini 
Mental State and those on the Beck Depression Inven- 
tory (r=.1422, p«.015). The relationship for the 
patients under 65 was similar to that for the patients 
who were 65 or older (r=.1835, p«.005 and r=.1927, 
p«.031, respectively). To further understand the rela- 
tionship between age, cognitive dysfunction, and de- 


- pression, the mean Mini Mental State scores were 


determined for 6 groups. Patients under 65 were 
divided into 3 groups: those with Beck Depression 
Inventory scores of 0—12 (not depressed), those with 
scores of 13—20 (mildly depressed), and those with 
scores of 21 or higher (moderately to severely de- 
pressed). The patients who were 65 or older were 
divided into 3 similar groups. To ensure that these 
results were not influenced by race, socioeconomic 
status, or sex, we used a factorially arranged multiple 
regression to examine the main effects of these varia- 
bles on the Mini Mental State and Beck scores. For the 
Mini Mental State, the main effects were race (F=16.9, 
df=1, 199, p<.001) and socioeconomic status 
(F=38.4, df=1, 199, p«.001). Sex had no main effect. 
For the Beck Depression Inventory, no main effects 
were demonstrated for race, socioeconomic status, or 
sex. Since race and socioeconomic status affected the 
Mini Mental State scores, each score was adjusted for 
this relationship with the estimated regression formu- 
la. The adjusted means and standard deviations are 
presented in table 1. 

Two-tailed Student's t tests comparing the Mini 
Mental State scores of the 3 groups of patients under 
age 65 yielded the following values: not depressed 
versus mildly depressed: t=.51, p<.614; not depressed 
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fABLE 1. Mini Mental State Examination Scores of 289 Medical Inpatients Rated for Depression 


Patients Under Age 65 


Mini Mental State Score? 


Patients Age 65 or Older 


Mini Mental State Score 


SD N Mean SD 
3.84 69 23.16 5.69 
3.04 23 23.55 3.60 
3.90 8 18.50 7.40 


Back Depression Inventory Score N Mean 
0—12 (not depressed) 112 26.20 
13—20 (mildly depressed) 44 25.83 
21+ (moderately to severely depressed) 33 25.58 


*The mean (+:SD) score for the total sample was 25.02: 5.41, The Mini Mental State scores were adjusted for race and socioeconomic status. 


versus moderately or severely depressed: t=.71, 
p<.480; and mildly versus moderately or severely 
depressed: t=—.28, p<.777. For the patients who 
were 65 or older the respective values were t=—.24, 
p«.814; t=1.80, p<.079; and t=1.59, p<.163. The 
Scheffé test also showed no significant differences 
within age groups. Thus, for the under-65 group there 
appeared to be no significant differences between the 
groups, but, for the patients age 65 or older, the 
comparison of the not-depressed group and the moder- 
ately to severely depressed group showed a nonsignifi- 
cant trend. This trend was further suggested by a 
multiple linear regression in which the effects of socio- 
economic status, race, age, and Beck scores on the 
Mini Mental State scores were computed. The interac- 
tion between age and Beck score approached signifi- 
cance (F=3.35, df=1, 200, p<.06). 


DISCUSSION 


The lack of relationship between severity of depres- 
sion and cognitive dysfunction among medical inpa- 
tients younger than 65 is at variance with reports that 
severity of depression is directly related to alterations 
in cognitive process. This discrepancy might be recon- 
ciled by 3 factors. First, the depression of medically ill 
patients may be less severe than and different from that 
of psychiatric patients (10). It is possible that a certain 
threshold of depression is required before cognitive 
changes are detectable. Second, only a subset of pa- 
tients in a random sample may display cognitive 
dysfunction when depressed. Third, although McHugh 
and Folstein have used the Mini Mental State to assess 
cognitive changes in depressed patients, it may be 
insensitive to the more subtle cognitive changes in 
medical patients who are depressed. Finally, the more 
severe cognitive changes associated with medical ill- 
ness may obscure the relatively mild cognitive alter- 
ations found in depressed patients who are not medi- 
cally ill. 

Among our patients who were 65 or older, there was 
a nonsignificant trend: patients with moderate to 
severe depression tended to have more cognitive dys- 
function than those with less-severe depression. This 
trend substantiates McHugh and Folstein’s finding (8) 
that only patients over 60 years of age developed 
cognitive dysfunction when depressed. Several hypoth- 
eses may account for this finding. First, since older 
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patients are more likely to have cognitive dysfunction 
than younger patients, the stress associated with mod- 
erate or severe depression accompanied by diminished 
cognitive reserve may further decrease cognitive func- 
tioning in the aged. Second, those elderly depressed 
patients may have more physiological factors leading 
to decreased cognitive functioning. This interesting 
relationship between depressive severity, cognitive dys- 
function, and age in our study requires further investi- 
gation through longitudinal studies. 

In conclusion, because the items of the Mini Mental 
State examination and the Beck Depression Inventory 
are similar to those evaluated by the clinician in a 
psychiatric examination the findings of this study are 
relevant for the evaluation of the medical inpatient. 
with depression and organic brain syndrome. When 
these conditions coexist in a patient under 65 years of 
age, one should not assume that the cognitive dysfunc- 
tion resulted from the depression; both conditions 
should be evaluated independently. When such condi- 
tions coexist in a patient 65 years or older, although 
there appears to be a trend for those with moderate to 
severe depression to manifest more cognitive dysfunc- 
tion, one should approach the patient in a similar 
manner. 
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In Memoriam 


Helene Deutsch 
1884—1982 


elene Deutsch was born on October 9, 1884, in 

Przemyśl, a Polish town in the Austro-Hungarian 
Empire. Although it was impossible for a woman there to 
receive formal college preparation, private tutoring enabled 
her to pass the entrance examinations. In 1907 she moved to 
Vienna to begin her medical training. From the outset she 
was determined to become a psychiatrist. She received her 
M.D. in 1913, having married Dr. Felix Deutsch (1884— 
1964) the preceding year. 

Her profession was a calling, and for its sake she decided 
she had to leave Vienna. She had been on the staff of Wagner- 
Jauregg's clinic at the University of Vienna; it was the best 
source of psychiatric material in the Hapsburg Empire, but 
her future appeared bleak. Women could not then hold 
important clinical positions in psychiatry in Vienna. 

Eugen Bleuler's school in Zurich was more psychologically 
oriented, but Wagner-Jauregg thought she should go to study 
with Emil Kraepelin in Munich. (In 1927 Wagner-Jauregg 
became the first and only psychiatrist to win a Nobel Prize.) 
She had already worked in Munich in 1910—1911, but under 
the cloud of an unsettled private life. Now she sought clinical 
exposure which she had not been able to get before. Drs. 
Kraepelin and Deutsch, however, did not hit it off. In a letter 
to her husband she described her initial encounter with the 
great psychiatrist and what she called his 'comic-German 
standoffish bearing." She wanted to learn the new technique 
of association experiments. The depth of her preexisting 
involvement with Freud can be detected in her astonishment 
at the expectation in Munich that she gather evidence against 
analysis. Being an analyst was not then established; it was 
not until 1924, under her own leadership, that the Vienna 
Psychoanalytic Society had its training program. 

The roadblocks to Dr. Deutsch's career in Vienna were 
removed by World War I. Male physicians were needed by 
the military, and she found new and welcome clinical 
responsibilities. She functioned as one of Wagner-Jauregg's 
assistants—a high post to which, as a woman, she could not 
legally be entitled. It was exhilarating to be working on the 
frontiers of knowledge; the analysts, including Freud, had 
had little experience with mental patients. 

She left Wagner-Jauregg's clinic in the fall of 1918 to 
undertake an analysis with Freud, which lasted about one 
year. (Later, in 1923—1924, she went to be analyzed by Karl 
Abraham in Berlin.) The commitment to Freud was decisive 
for her. Entering analysis, she realized she would have to 
withdraw from Wagner-Jauregg. Freud looked on psychiatry 
as his enemy; the outside world had reacted hostilely to his 
ideas, and he turned away from it to his own group. He did 
not like the prospect of split allegiances and had reason to 
fear he might lose out in a contest with academic life. 

The years after Helene Deutsch's analysis with Freud were 
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full and exciting. She flourished as an analyst, becoming an 
outstanding figure in the movement. The case material 
fascinated her, and she so enjoyed her work that there 
seemed almost no limit to the number of patients she could 
treat without being fatigued. In her earliest writings she 
attempted to come to terms with psychiatric topics within 
the framework Freud had initiated. As an independent- 
minded woman she asserted a viewpoint different from either 
traditional psychiatry or conventional analytic wisdom. 
Throughout her life Dr. Deutsch remained convinced that 
the real clinical issues cannot be found in tight technical 
drawers, but rather lie between preexisting categories. In a 
series of papers, beginning with ones on induced insanity and 
pathological lying, she explored her interest in the area of 
disturbed identifications. 

Her 1925 paper on female psychology became a classic; it 
would be widely cited over the next 60 years. Her first book 
that same year was regularly referred to in the field until the 
appearance of her The Psychology of Women (1944-1945) 
replaced it as the standard text. She had become famous as a 
writer as well as a teacher, and feminine psychology re- 
mained her area of specialization. Freud’s own ideas had 
been cast in the perspective of the male, even though most of 
his early patients were women. His implicit devaluation of 
women was matched by a tendency toward idealization, and 
he displayed nineteenth-century gallantry. His theories, 
which sound sexist, were separated by a gulf from his clinical 
practices. Dr. Deutsch knew Freud well from her own 
experience; it is too easy now to overlook how far ahead he 
was in treating men and women as equals. 

Dr. Deutsch was innovating in a fresh and uncharted area. 
Feminine psychology was a subject requiring as much atten- 
tion as that of men. Of all the early analysts, she more than 
anyone else developed the implications of Freud’s ideas for 
women. It is true that she remained a Freudian loyalist; but 
whether she was talking about motherhood as a normal 
developmental phase or the origins of a specific symptom 
like frigidity, at the time she was making original contribu- 
tions. In keeping with Freud’s tragic sense, she went on to 
discuss conflicts between maternal drives and eroticism, as 
well as the way in which a career can drain off a woman’s 
emotional energy. 

Helene Deutsch was trying to isolate and combat what she 
thought was woman’s greater disposition to neurosis. In 
Freud’s view neurosis was a sign of civilization and an 
Oedipus complex an achievement. According to his convic- 
tion, which she was elaborating, the differentiation between 
the sexes imposes a greater burden on the female. Although 
nowadays we would place much greater emphasis on the role 
of culture, the brute fact of the matter is that despite all the 
social changes since the 1920s the clinical situation has not 
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improved very much. According to Dr. Deutsch, to the 
extent that motherhood plays a special role in female devel- 
opment, femininity was not just a series of lacks; granted the 
possibilities of disappointment in being a woman, she was 
not simply isolating deprivations but trying to put them in a 
larger, more positive light. 

In well-meaning efforts to redress the imbalance inherent 
in Freud's own views about women, contemporary writers 
sometimes go too far in denying the inevitability of the 
differences between the sexes. In behalf of the broadest 
meaning of the concept of bisexuality the early Freudians, 
like the Bloomsbury group in England, were trying to 
criticize previous preconceptions about femininity and mas- 
culinity. Dr. Deutsch was writing at a time when middle- 
class women were confined to the narrow lives of their 
families; only a "freak" (as she sometimes thought of 
herself) might feel blocked from pursuing professional goals. 
Her approach implied that for each human to be both male 
and female allows for a richness of possibilities. Her whole 
life meant a challenge to the prevailing standards of her 
society. 

As the first Director of the Institute of the Vienna Psycho- 
analytic Society, she had to assess all those who came for 
training. Her students included the leading analysts of the 
future. The following taught under her: August Aichhorn, 
Siegfried Bernfeld, Edward Bibring, Ruth Mack Brunswick, 
Anna Freud, Heinz Hartmann, Wilhelm Hoffer, Ludwig 
Jekels, Robert Jokl, Herman Nunberg, Wilhelm Reich, Theo- 
dor Reik, Richard and Edith Sterba, and Robert Waelder. 
Helene Deutsch's career reminds us that women have suc- 
ceeded in going further in Freud's profession than in almost 
any other field throughout the twentieth century. In 1930 she 
attended the First International Congress on Mental Hygiene 
in Washington, D.C. Before the rise of the Nazis she was 
looking around for a new position; her caseload in Vienna 
was by then two-thirds American. 

In 1934 Dr. Stanley Cobb founded at the Massachusetts 
General Hospital the first full-time psychiatric unit in the 
medical wards of a U.S. hospital. He had a special interest in 
psychosomatic medicine. Boston was a great teaching medi- 
cal community; Dr. Deutsch came over in September 1935 to 
help lead the Boston Psychoanalytic Institute. In encouraging 
her husband to join her (he moved in January 1936) she 
reported how impressed she was with American egalitarian- 
ism. She sent Cobb a patient from his own outpatient 
department, in order to round out his experience; character- 
istically, she wanted to teach him even if he was the head of 
the department. 

By the early 1940s her pupils in Boston were already a 
large enough group for her to have made an impact on the 
development of American psychiatry. For example, she 
analyzed Dr. John Whitehorn, later head of the Phipps Clinic 
at Johns Hopkins; another protégé of hers, Dr. Erich Linde- 
mann, succeeded Dr. Cobb as head of psychiatry at Massa- 
chusetts General Hospital. Boston was such a medical 
stronghold that she trained many psychiatrists and social 
scientists who went on to positions of influence. Even though 
she had been determined not to repeat her involvement with 
the Vienna Society, she was much in demand as a training 
analyst. 

Helene Deutsch's single most famous clinical concept 
consisted in her notion of the “as if" personality. Her early 
work of 1934 was to be succeeded by an efflorescence of 
interest in the self, authenticity, and identity. In her concern 
with “as if" problems she was trying to describe a false 
affectivity that was neither neurotic nor psychotic. She hac 
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picked a rare pathology in order to say something general 
about people, for although she considered it an exceptional 
phenomenon, hard to diagnose, at the same time she held 
that as a transient experience “as if” is nearly universal. The 
patients in question make an impression of “complete nor- 
mality." Their relations with people are intense, but still 
something is chillingly absent. True warmth and inner feeling 
are missing, although outwardly these people could behave 
“as if they possessed a fully felt emotional life." The patients 
themselves were not aware of any impoverishment but 
believed that their empty performances were the same as the 
feelings and experiences of others. Dr. Deutsch distinguished 
what she was talking about from instances of repression: 
those who hoard their emotions. The difficulty with ‘“‘as if” 
individuals lay not in the build-up of barriers against their 
instinctual life but rather with emptiness. The concept of “as 
if" was designed to refer to powerful identifications that are 
peculiarly imitative and lacking in character. 

In terms of childhood development Dr. Deutsch traced the 
origins of “as if" personalities to the inability to develop a 
normal Oedipus complex. Freud's theory did entail that truly 
civilized conduct meant a degree of neurosis; yet many did 
not live up to that ideal of an inner life, with all its conflicts. 
The concept of “as if" referred to the propensity to be 
imitatively suggestible; this tendency toward mimicry was a 
substitute for genuine relations with people as well as causes. 
To the extent that in our culture the notion of “as if” applied 
primarily to women, Dr. Deutsch was being critical of the 
conformism associated with the traditional concept of femi- 
ninity. In a 1955 paper, “The Imposter,” she presented a 
striking case history of affective hollowness; unlike the “as 
if" personality, an imposter seeks to impose his or her 
pretending on others. 

Dr. Deutsch's tolerance led her to expand preexisting 
analytic thinking. Freud had such high standards for people 
that his ideas neglected the way human beings can sometimes 
fail to experience emotions intensely felt in great literature. 
In 1937 she discussed the absence of grief, remission in the 
work of mourning. In 1941 she delivered a paper on 
anorexia nervosa; as part of a continuing interest in psycho- 
somatic medicine she published pioneering articles on sur- 
gery and gynecology. 

Just as it has been easy to oversimplify Freud into his late 
categories of id, ego, and superego, Dr. Deutsch's work on 
women could be crudely boiled down to the concepts of 
narcissism, passivity, and masochism. It ought to have been 
clear that like others she was describing as well as prescrib- 
ing. À central belief of hers was that women are endangered 
by their unconscious erotic masochism and that female 
narcissism is a vital source of self-protection. Her work was 
so encyclopedic in scope as to invite criticism from a 
subsequent generation; in evaluating her ideas it is important 
to recall the context in which she was writing. It would not 
be surprising if she sometimes idealized what she herself had 
missed in life, or took for granted her own achievements as a 
woman. To her mind inner preoccupation with her work had 
cost her a heavy price. 

In her later years she tried tactfully to express reservations 
about analytic therapy. Treatment could not ensure future 
safety from pathology. To her the task of analysis was to 
teach how to compromise; the therapeutic situation gives the 
opportunity, as the patient takes what is needed. While 
remaining identified with orthodoxy she struck to the beliefs 
of cautious clinician. 

Dr. Deutsch had an altogether remarkable advanced old 
age. After the death of her husband in 1964 she took steps to 
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remake her life. At the age of 82 she cut back on analyses, 
turning to consultations and short-term therapy. She espe- 
cially sought to treat young people, relishing her practice 
because she felt she always learned something new from 
patients. She published monographs on adolescence and 
Greek mythology, and in 1973 an autobiography. She en- 
joyed parties given for her ninetieth and ninety-fifth birth- 
days. 
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At her death on March 29, 1982, she left her son Martin, « 
nuclear physicist, a devoted daughter-in-law, and two grand 
sons. 

PAUL ROAZEN, PH.D 


Dr. Roazen is Professor of Social and Political Science. 
York University, Toronto, Ontario, Canada. 
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Book Forum 
Nancy C. Andreasen, M.D., Ph.D., Editor 


SCHIZOPHRENIA 


Levels of Schizophrenia, by Albert E. Scheflen, M.D. New 
York, Brunner/Mazel, 1981, 166 pp., $17.50. 

Social Systems and Schizophrenia: Selected Papers, by H. 
Warren Dunham. New York, Praeger, 1980, 301 pp. 
$31.95. 


Two things tie these books together. Each deals with 
schizophrenia, and each was produced at the zenith of the 
career of its author. But there the similarity ceases. 

Scheflen, a clinician now dead, begins with the observa- 
tion, gleaned from the 1974 review of research on schizo- 
phrenia by Gunderson and others in the Schizophrenia 
Bulletin (1), that there is no way to organize all of the 
research on schizophrenia into one coherent model. Scheflen 
did not believe this assertion; in his book he attempts to 
show that it can be done. 

Scheflen thought that in general systems theory he had 
found the key to the door opening on a new or restructured 
view of schizophrenia. According to his use of these notions, 
schizophrenia *'exists" and can be described on eight levels 
of organization: society, "institutions," the family, dyadic 
relations, the person, the nervous system, the cell, the 
molecule. In schizophrenia there is apparently a metabolic 
disorder occurring in the actions of two neurotransmitters, 
dopamine and norepinephine, which is at the eighth level. 
This disorder is manifested, then, at each of the other seven 
levels. Further, processes at any level can affect processes at 
another level; the symbiotic attachment between the schizo- 
phrenic child and his or her mother (at the fourth level) 
ripples both up and down the other levels. Cybernetics, with 
its notions of feedback, amplification, "vicious" cycle, and 
the like, can then be used to describe the intralevel and 
interlevel dynamics. 

Though the telling of this by Scheflen is accompanied by 
insightful comments from his clinical experience, I do not 
find his arguments very persuasive. The distinctions among 
the first four levels are not clear; it would seem that these 
could be reduced to one level—that of the group, whether 
two-person dyad or society. If his point is that the dyad is a 
subgroup of the family, which is a subgroup of society, then 
the question is, Why these four? There are other subgroups, 
such as the workplace and the community, among these four. 
More serious is his failure to distinguish description from 
explanation, because it is with the latter that Gunderson and 
others have been concerned. Few would doubt that one can 
describe social relations as a system, just as the human or 
biological organism has characteristics of a system. But more 
is needed than such assertions. What is needed is a detailed 
and explanatory analysis of the workings of any system, and 
this Scheflen does not provide. Although we should applaud his 
attempt, we must conclude that he failed to achieve a unifying 
organization of research and thought on schizophrenia. 

The second book is by a sociologist who continues to 
write. Warren Dunham has had a distinguished career com- 
mitted to the study of social factors involved in the etiology 
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and treatment of mental disorder. Beginning with the pio- 
neering study of treated mental disorder in Chicago, reported 
in Mental Disorders in Urban Areas (2), and continuing to 
the present, he has brought careful and insightful thought to 
the study of the sociology of mental disorder. Beginning 
investigators will do well to carefully examine his writings. 

The present book reflects one of Dunham's central con- 
cerns: how social factors explain differences in the incidence 
of schizophrenia in different populations. It consists of 12 
papers (10 of which have been published before in books and 
journals ranging from the American Sociological Review to 
the Archives of General Psychiatry) organized into four 
sections. The introductory section of two papers clearly 
arrays the problem, the diverse approaches used to investi- 
gate the problem, and the difficulties of each approach. 

Chapter 3 reviews the research of the Chicago study (2), 
emphasizing the main result—that rates of schizophrenia 
decreased from city core to suburban fringe but that no such 
pattern could be found for other psychoses. Some critics of 
this study were skeptical that some characteristic of the 
center city existed to produce higher rates of schizophrenia, 
and Dunham summarizes in chapter 4 his research in Detroit 
that was designed to answer that criticism. Chapter 5 gives a 
further discussion of Dunham's conclusions in respect to 
those issues, i.e., that higher rates of schizophrenia in inner 
city areas result from the mobility of schizophrenic or 
schizophrenia-prone individuals into those areas and that the 
study of differential rates reveals more about the changing 
organization of cities than it does about schizophrenia. 

The next three chapters also focus on the relationship 
between social class and schizophrenia—stating again Dun- 
ham's conclusions on the matter. He sees no evidence to 
support the notion that the conditions of lower-class life 
generate some kind of special noxious influence. The final 
section, consisting of four papers, reviews again the issues, 
findings, theories, and problems associated with the study of 
schizophrenia—adducing again what was stated earlier. 

What, then, is to be made of this book? There is a 
repetitiveness to these papers, which may make us irritable 
and question the point of juxtaposing them. At times Dun- 
ham is cryptic; for example, he frequently refers to the 
logical error of moving from “social system” explanations of 
differential rates to social psychological explanations—a 
notion that needs elaboration. But these are small quibbles. 
In bringing these papers together, Dunham enables us to 
assess his contributions to psychiatric epidemiology, which 
have been considerable, and to honor his lifetime's work, 
which continues. In my judgment, his research, although 
carefully done, has not been completely persuasive of the 
propositions he would have us accept; I believe that he 
claims more than is warranted. 

In this respect, we confront his more significant role—as 
ctitic of the ideas and research of psychiatric epidemiologists. 
As we continue the work he started, if we can be aware that 
he will be looking over our shoulders ready to point out our 
errors then we should be as patient and as careful as he has 
been, and our research will be the better for it. 
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AFFECTIVE DISORDERS 


Handbook of Affective Disorders, edited by Eugene S. 
Paykel. New York, Guilford Press, 1982, 450 pp., $50.00. 


Among the more than two dozen multiauthored compen- 
dia on affective disorders, Paykel’s Handbook stands out as a 
unique accomplishment. Virtually all of the previous books 
in this genre have focused on biologic aspects, which unfor- 
tunately has led to much repetition of nosologic, genetic, and 
neuropharmacologic findings and biochemical speculations. 
Not so the present volume: its 33 chapters cover the entire 
range of advances in phenomenology, epidemiology, genet- 
ics, life events, early environment, personality, endocrinol- 
ogy, and biochemistry, as well as reviewing a wide spectrum 
of treatments, including thymoleptic agents, electrocon- 
vulsive therapy (ECT), leucotomy, individual and group 
psychotherapies, and social interventions. Finally, a whole 
section is devoted to “Special Aspects," such as bereavement, 
suicide, affective disorders in primary care, the young and the 
elderly, and depressions associated with childbirth. The 
major omission is neurophysiology, especially the recent 
advances in sleep electroencephalography. 

The book is attractively printed on high-quality paper, and 
the layout makes it pleasant to read. For a multiauthored 
work, this is remarkably well written; almost all of the 
chapters are elegant summaries of the state of the science and 
art in a given area. This is a tribute to the work of Professor 
Paykel and the impressive array of international talent 
assembled. Indeed, reading this work is such a joy that 1 
completed almost all of its 450 double-columned pages in 
less than a month. 

I found only one major misspelling: *self-approachful" for 
“self-reproachful” on page 5. Of the few factual inaccura- 
cies, the most glaring is Tyrer and Shopsin's statement (twice 
on page 2 and once on page 17) that mania is a rare or 
uncommon disorder; the disorder is not found to be so rare 
in the epidemiologic chapter by Boyd and Weissman. Perris 
states the case for the unipolar-bipolar distinction perhaps 
more forcefully than is warranted by current evidence; 
further, this position is almost rebutted in the genetics 
chapter by Nurnberger and Gershon. 

Andreasen's chapter provides a balanced discussion of the 
perennial questions of nosology. The descriptions of aspects 
of anxiety states (Tyrer, Roth, and Mountjoy) are excellent. 
The editor's chapter on life events and early environment is 
thorough and methodologically sound (and perhaps, as a 
result, inconclusive). Mendelson summarizes his book Psy- 
choanalytic Concepts of Depression (1). Zis and Goodwin 
review their work on the amine hypotheses, Sachar on 
neuroendocrine aspects, and McKinney and Moran on ani- 
mal models of depression. Von Zerssen, whose summary of 
personality contributions in affective disorders has previous- 
ly appeared in English, presents a novel conclusion, namely 
that what have been identified as traits predisposing to 
depression might simply represent a general sense of incom- 


Am ] Psychiatry 140:4, April 1983 


BOOK FORUM 


petence predicting liability to breakdown in a variety of 
psychiatric syndromes. 

A third of the book (11 chapters) is devoted to treatments, 
which represent a balance between somatic and psychosocial 
interventions. It is particularly useful that chapters have been 
devoted to family and marital therapy (Byng-Hall and Whif- 
fen) and behavioral approaches (Lewinsohn and Hoberman), 
topics usually omitted from psychiatric texts on affective 
disorders. 

Section 5, Special Aspects, is one of the most valuable in 
the book, although it logically belongs before the section on 
treatments. I particularly enjoyed Watt's discussion of affec- 
tive disorders in general practice, and Clayton's summary of 
her work on bereavement. Klerman's chapters review the art 
and science of the day-to-day management of the affectively 
ill person. Felix Post's chapter on geriatric affective disorder 
is a masterpiece of practical wisdom, despite the abundance 
of what to some might seem anecdotal material: 


Severe localized pain may be related to or very much 
exaggerated by depression, and [for that reason] herpet- 
ic neuralgia ... responds to antidepressant drugs. (In 
my experience, unbearable tinnitus can be similarly 
reduced or virtually abolished.) . . . The first appearance 
of dependence on alcohol in late life is usually secondary 
to the development of depression. ... Finally, it is 
important to realize that the first appearance of overt 
neurotic symptoms, especially of phobias and obses- 
sions, but also of “hysterically” motivated exaggera- 
tions of physical symptoms or disabilities is in later life 
usually linked with an underlying, but easily missed 
depression. 


The usefulness of this book to the practitioner lies in the 
fact that such clinical wisdom exists side by side with 
established fact. 

In summary, this book is the authoritative, comprehensive 
text that many students of affective disorders have been 
waiting for. It falls short of being the definitive treatment of 
the subject only because it lacks a concluding chapter on 
psychobiologic integration. Perhaps this omission is the 
editor's way of indicating that the field is not yet ready for a 
"true" psychobiology of affective disorders. 

If the reader plans to buy only one book on affective 
disorders, this book should be the one, and it is well worth its 
price. It is highly recommended to trainees, clinicians, and 
researchers, and it is a must for medical libraries in universi- 
ties and psychiatric institutions. 
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Affective Disorders: Psychopathology and Treatment, edited 
by Eduardo R. Val, G. Moises Gaviria, and Joseph A. 
Flaberty. Chicago, Year Book Medical Publisbers, 1982, 453 
pp., $49.50. 


The singular advantage of an edited book is that it permits 


the editors to assemble a sample of expert opinion regardless 
of locale or affiliation. Such expert opinion is mostly lacking 
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in the present volume, which is almost entirely (21 of 25 
contributors) a product of the Department of Psychiatry of 
the Abraham Lincoln School of Medicine in Chicago. With a 
few notable exceptions, the editors seem to have solicited 
chapters from their departmental faculty irrespective of any 
publications, research efforts, or extensive direct experience 
the faculty members may have had in their assigned topic. As 
a result, the book is generally quite superficial and often 
reads as what it must frequently have been: a literature 
review compiled by “experts” lacking any unique knowledge 
of the topic. 

The book is an ambitious undertaking. Its 22 chapters 
cover problems of diagnosis and phenomenology, affective 
manifestations of physical illness, grief and mourning, sociol- 
ogy and epidemiology, biochemistry, neuroendocrinology, 
neurophysiology, genetics, psychology, suicide, legal aspects, 
psychopharmacology, psychotherapy, the role of the primary 
care physician, the lithium clinic, the life cycle, childhood 
depression, women and depression, postpartum depression, 
depression in the elderly, and the family system and depres- 
sion. 

The best chapters are those written by experts in the field: 
DeLeon-Jones on the biochemistry of affective disorders, 
Poznanski on childhood and adolescent depression, Dorus 
and Shaughnessy on genetics, Eaton on the role of the 
primary care physician, and the editors on diagnostic and 
clinical considerations. But even these efforts are occasional- 
ly flawed. DeLeon-Jones, for example, explains quite cogent- 
ly that urinary 3-methoxy-4-hydroxyphenylglycol (MHPG) 
derives in large measure from extracerebral sources yet 
inexplicably concludes that studies of this metabolite in urine 
are nonetheless a reasonable research strategy. He spends 
much time on the now-defunct catecholamine hypothesis of 
affective disorders but makes no mention of the notable 
failure of L-dopa as an antidepressant drug. Dorus and 
Shaughnessy, as another example, omit any discussion of the 
multifactorial model of disease transmission, behavioral 
genetics, or psychiatric genetic epidemiology—omissions 
that are all the more puzzling because these topics are of 
prime importance in the genetics of affective disorder. 

The weaker chapters are characterized by numerous sub- 
stantive omissions and factual errors. An overview of neuro- 
endocrine aspects of affective disorder by Rodgers, an experi- 
enced investigator of reproductive endocrinology, fails to 
mention the thyrotropin (TSH) response to thyrotropin- 
releasing hormone (TRH), and growth hormone (GH) re- 
sponse to amphetamines or insulin-induced hypoglycemia, 
or the studies of TRH and MIF in depressed patients. The 
chapter on depression and physical illness by Charles blithely 
misinforms the reader that the dexamethasone suppression 
test can be used to confirm the diagnosis of Cushing’s 
syndrome in the presence of severe clinical depression and 
erroneously describes reserpine as an adrenergic neuron- 
blocking agent, similar to guanethidine. In a brief chapter on 
suicide, Nasr assures the reader that “a highly suicidal stage 
is transient in nature” and asserts that “tricyclic antidepres- 
sants are the treatment of choice if a clinical depression is the 
basis for the suicidal state.” 

The most glaring deficiency in this volume is its treatment 
of ECT. Although the foreword proudly states that the book 
is a product of the department in which von Meduna began 
his research in convulsive therapy for depression, the subject 
of ECT is covered in a mere 16 lines buried at the end of the 
chapter by Lahmeyer on psychopharmacology. These two 
paragraphs consist of a series of brief, declarative sentences 
almost randomly compiled from a file of outdated sources 
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and include the egregious statement that “ECT monitored by 
EEG may require fewer treatments and fewer anesthetic 
dosages, making the procedure safer over all.” The author 
obviously read, but did not fully understand, a paper extol- 
ling the virtues of multiple-monitored ECT and erroneously 
assumed that it was the EEG monitoring that resulted in 
"fewer anesthestic dosages" and greater safety. 

Although the volume is fairly long and covers many 
subjects, it is not suitable for the psychiatric residents for 
whom it was intended, because they require greater depth 
and accuracy of information. It may be more useful for its 
secondary audience, "practicing psychiatrists seeking board 
certification,” because it touches on enough topics to provide 
the determined reader with the necessary smattering of 
information to make informed guesses on the written portion 
of the Boards and an illusion of knowledge to impress the 
oral examiner. 


RICHARD S. ABRAMS, M.D. 
Chicago, Ill. 


Special Report on Depression Research: National Institute of 
Mental Health Science Report, by Patricia Teuting, Ph.D., 
Stephen H. Koslow, Ph.D., and Robert M.A. Hirschfeld, 
M.D. Rockville, Md., NIMH, 1981, 138 pp., no price listed. 


The first pages of this NIMH monograph state that it is 
intended as a “synthesis of knowledge to provide profession- 
als and the interested general reader with a review of current 
and classical literature on depression research.” It achieves 
this goal admirably. All aspects of depression are discussed, 
starting with epidemiology and ending with treatment. Spe- 
cial attention is given to biology and treatment, which is 
reflected in the length of these two sections. My intention in 
this review is to summarize briefly aspects of the monograph 
pertaining to everyday psychiatric practice. 

The section on biology is devoted to discussion of new 
findings on neurotransmitter and hormonal systems, the role 
of electrolytes, and psychophysiological measures based on 
EEG findings. All these endeavors have as a goal identifica- 
tion of subtypes of depression (e.g., biochemical subtypes 
such as norepinephrine versus serotonin depression). Of 
special interest for the practicing psychiatrist are the under- 
pinnings of the dexamethasone suppression test and potenti- 
ation of the effect of antidepressants through the use of some 
hormones (particularly thyroid and gonadotrophic hor- 
mones). This section of the report could present some 
difficulties for the uninitiated reader, which possibly could 
have been alleviated by illustrative tables and graphs. 

The section on treatment contains discussion of psycho- 
therapeutic and somatic modalities. Psychotherapy is proba- 
bly the most commonly used treatment. Among the various 
approaches, special attention is paid to interpersonal and 
cognitive/behavioral therapies. Several studies were made 
comparing antidepressants with interpersonal therapy. Con- 
clusions reached included 1) antidepressants were more 
effective in reducing depressive symptoms and preventing 
recurrence, but interpersonal therapy was more effective in 
improving social effectiveness, 2) effects of drugs and psycho- 
therapy were additive rather than interactive, and 3) cogni- 
tive/behavioral therapy was superior to imipramine in chron- 
ically depressed suicidal outpatients. This group of patients 
was characterized, however, by a lack of diurnal variations 
in mood, high reactivity to environmental events, and gradu- 
al onset of depression. 
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Numerous studies of ECT have shown that it is an effective 
and safe treatment for severe depressions. Recent studies of 
its efficacy, use, risks, technology, effects on memory, and 
mechanism of action are discussed. 

The section on pharmacotherapy summarizes briefly re- 
cent developments in that field with particular emphasis on 
predictions of treatment response. The following conclusions 
of practical utility are drawn: 

Patients who are responsive to tricyclics are likely to have 
an endogenous syndrome, a positive response during a 
previous episode, and a family history of a positive response. 

Patients who are resistant to tricyclics are likely to have 
delusional depression and neurotic and hypochondriacal 
symptoms. 

Patients who are responsive to lithium are likely to have a 
bipolar illness and a family history of bipolar disorder. They 
could also have unipolar depression. 

Patients who are resistant to lithium are likely to have 
depressions with schizophrenia or schizoaffective disorder, 
atypical schizoid patterns, premorbid obsessiveness or 
chronic anxiety, failure with somatic treatment, and depres- 
sion secondary to organic brain syndrome. 

Patients who are responsive to monoamine oxidase inhibi- 
tors (MAOIs) are likely to have atypical depression, hyper- 
somnia with weight gain, and tricyclic-resistant depressions. 

Patients with agitated and delusional depressions may 
respond to a combination of a tricyclic and neuroleptic or to 
a neuroleptic alone. 

Separate sections of this monograph are devoted to suicide 
in special age groups (ie., children and the aged). An 
objective instrument to measure suicidal intent (Beck's Sui- 
cidal Intent Scale) should be of practical interest. The degree 
of “hopelessness” and severity of depression determined by 
use of this scale are good predictors of suicidal intent and 
ideation. 

Depression in childhood and the senium continue to 
present considerable diagnostic and treatment problems. 
Organic dysfunction could be the underlying cause in the 
aged suffering from somatic ailments. Differentiating demen- 
tia from depression is a common diagnostic problem. (ECT is 
an invaluable treatment tool because it circumvents the side 
effects of antidepressants, but current legal limitations have 
unnecessarily curtailed its use.) 

À section on recommendations for further research and a 
comprehensive list of references round up this useful mono- 
graph. It is well written and readable and in addition has 
hope-inducing qualities through “provision of substantial 
evidence of research progress in all areas of affective disor- 
ders." 


I. PERSYKO, M.D. 
Stockton, Calif. 


STRESS DISORDERS 





Achievement, Stress, and Anxiety, edited by Heinz W. 
Krobne and Lothar Laux. Washington, D.C., Hemisphere 
Publishing Corp., 1982, 372 pp., $34.50. 


The most impressive aspect of this book is suggested in its 
title, which emphasizes achievement before the current 
catchwords "'stress" and "anxiety." This denotes a substan- 
tive change in order from the naive approaches of illness- 
onset investigators in the 1960s and 1970s. "Achievement" 
emphasizes individual coping strategies, work that gained 
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prominence in the post-World War II period under the 
nurturance of Grinker, Spiegel, Hamburg, and others (1, 2). 
Achievement in this book is viewed in two ways: achieve- 
ment anxiety resulting in failure, and achievement as a 
motivation for success leading to active processes of coping 
and adaptation. The authors are engaged in empirical re- 
search in the behavioral sciences in Germany, Sweden, the 
United States, and Canada. The book is a critical review and 
analysis of the work in this field. Its failure for the clinical 
reader is its almost total ignorance of or lack of concern with 
the increasingly sensitive work of the psychophvsiologists, 
such as Mason in the United States (3) and Ursin and 
colleagues in Norway and California (4). On the contrary, 
the authors of these chapters use physiological variables only 
as an index of arousal, with little or no concern for more 
specific correlations. 

Putting the major criticism in focus confines the readership 
of this book to those interested in the very sophisticated 
studies and controversies of the stress-response researchers in 
psychology. These are addressed in parts 1 and 2 with a 
subtlety and erudition that has been absent from much of the 
work of the popular stress researchers, especially those 
emanating from the fields of psychiatry and mecicine. Much 
greater attention is given to definitions of stress and "Whose 
stress is it, anyway?" Greater attention is directed to the 
large number of variables that give arousal to the perception 
and attention of the "stressful" situation and the large 
number of variables in different realms of understanding 
(cognitive, affective, situational, behavioral, and psychologi- 
cal) that give shape and expression to the identified provok- 
ing stimulus. These chapters are most valuable for the 
physician if his or her interest is to gain ascendency over the 
generalizations that have become household and workplace 
commonalities. 

Part 3 focuses on the careful identification of the relation- 
ship of anxiety in achievement situations. An ongoing quar- 
rel here is the rather global use of the term "anxiety," with 
the implied suggestion that this is the only cognitively 
recognized affect in reactton to the provoking situation. As 
such, the preoccupation with anxiety appears to subvert the 
more subtle recognition of other affective states in their 
relationship to coping. It is time for more sophisticated 
terminology in examining the nuances of affective responses 
to exciting stiumuli and the consequences of these in determi- 
native conative actions. This section also considers the classic 
distinctions between state and trait anxiety, drive theory, 
complex learning, and the now familiar cognitive viewpoints 
of coping and performance. 

Part 4 augments the previous considerations by focusing 
on the attribution theory of motivation and emotion. Much 
of this emanates from the empirical studies of examination 
anxiety and fear of failure as well as fear of success under 
usual and abnormal environmental situations. 

Part 5 addresses research methods, focusing mainly on 
situational approaches to studies of stress, tension, and 
satisfaction-dissatisfaction. I observed in perusing this text a 
refinement and edification of terms, suggesting greater preci- 
sion than the current global use of "stress" and “anxiety.” 

In summary, the value of this book for the clinical 
researcher is its emphasis on the complexity of research in 
this area and the need for greater precision in defining terms 
and in identifying specific, appropriately measurable varia- 
bles. Without these discriminations, the generalizations that 
have developed over the last generation will continue to leave 
us in an ill-defined realm of generalities. In my opinion these 
definitions cannot be left to the discipline of origin but 
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require the exploration of appropriate correlates in the 
biological and social sciences as well as the psychological. 
Without this congruence, behavior will not be understood. 
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SUBSTANCE ABUSE 


Dynamic Approaches to the Understanding and Treatment 
of Alcoholism, by Margaret H. Bean, Edward J]. Khantzian, 
Jobn E. Mack, George Vaillant, and Norman E. Zinberg; 
edited by Margaret H. Bean and Norman E. Zinberg. New 
York, Free Press (Macmillan), 1981, 206 pp., $15.95. 


Psychiatrists involved in the field of alcoholism have for 
too long been segregated and viewed as single-issue special- 
ists by their colleagues. The editors of this book contend that 
“all psychiatrists and physicians generally must pay attention 
to alcohol use" due to its prevalence and devastating conse- 
quences. A major goal of this volume, therefore, is “to act as 
an opening for discussion and contributions from the entire 
field [of psychiatry].” Five of the participants in a sympo- 
sium on alcohol abuse and alcoholism have contributed 
individual chapters encompassing the spectrum of theoretical 
approaches to this subject. All are psychoanalytically trained 
psychiatrists on the staff of the Cambridge Hospital/Harvard 
Medical School Department of Psychiatry who are also 
involved in other areas of academic psychiatry. It is unusual 
that clinicians with such similar academic backgrounds have 
such divergent opinions and treatment strategies. 

Critics may choose to view the uneven quality of the 
contributions as representative of the field of alcoholism 
research, and they would not be wrong. The frequent lack of 
clarity and circular logic actually reflect a fundamental issue 
in this area of clinical investigation. There is real danger in 
attributing causality to characteristics of alcoholics (whether 
biological, psychological, or social), because one is never 
certain retrospectively whether any given characteristic is an 
etiologic factor or a consequence of alcohol abuse. The best 
way to circumvent this problem is to begin the longitudinal 
study of individuals who eventually develop alcoholism 
before the time they start to drink. 

The excellent chapter written by George Vaillant directly 
addresses this issue. He makes two points. First, considerable 
evidence supports the view that alcoholism is a disease, much 
as hypertension or diabetes is, rather than a psychiatric 
symptom. Second, psychotherapy may actually divert atten- 
tion from the real problem, that of uncontrolled drinking. 
Findings from prospective studies clearly demonstrate that 
the premorbid character of alcoholics is indistinguishable 
from that of nonalcoholics, and much of the psychopatholo- 
gy that is the focus of psychotherapy is a consequence of 
alcohol abuse. Sustained therapeutic alliances should be 
avoided, because both the ensuing transference and the 
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countertransference may prove counterproductive. Further- 
more, what often emerges in the therapy of an alcoholic is 
“psychological confabulation,” which serves to explain and 
excuse his or her chronic abuse of alcohol. Instead, Vaillant 
advocates an alliance with an institution that cares for the 
patient’s physical needs and from there progression to Alco- 
holics Anonymous (AA), “where the alcoholic is taught to 
ally himself with his peers’ ego strengths rather than with 
those of his therapist.” 

It is as naive to view alcoholism as one disease as it is to do 
so for diabetes, hypertension, or, for that matter, schizophre- 
nia. In the rest of the book, attempts are made to discuss 
both the differences and similarities among alcoholics. Mar- 
garet H. Bean describes the “subjective world” of the 
individual alcoholic with a strong emphasis on the restitutive 
use of denial during progression, recovery, and relapse of the 
illness. Norman E. Zinberg reviews the elements of three 
models of alcoholism: the medical and biomedical, the 
genetic or genetotrophic, and the psychosocial. He demon- 
strates their relative merits in formulation of three clinical 
cases, The major shortcomings of these chapters are their 
reliance on retrospective and anecdotal data and that they 
are not well organized or clearly written. 

Few would dispute the effectiveness of AA compared with 
other therapies in the treatment of alcoholism. John E. Mack 
contends that much knowledge about alcoholism may be 
gained from studying a treatment modality that works so 
well. In AA the individual alcoholic is held responsible for 
initiating the steps toward sobriety; however, he or she is 
relieved of the responsibility for the drinking or the illness, It 
is clear that social circumstances can be manipulated so that 
the individual, once sober, chooses not to take the initial 
drink. Edward J. Khantzian attempts to defend the role of 
traditional psychiatric approaches to the treatment of the 
alcoholic. It is a weak rebuttal against Vaillant's compelling 
arguments—long on opinions, short on provable facts. This 
is a necessary chapter, all the same, because it clearly 
demonstrates that research in alcoholism shares many of the 
methodologic problems and shortcomings of research in 
other areas of psychiatry. 


PETER ROBERT MARTIN, M.D. 
Bethesda, Md. 


BEHAVIORAL DISORDERS 


Behavior in Excess: An Examination of the Volitional Disor- 
ders, edited by S. Joseph Mulé. New York, Free Press 
(Macmillan), 1981, 376 pp., $25.00. 


S. Joseph Mulé has brought together 22 contributors in the 
attempt to answer the question of “whether a commonality 
of processes exists across the various forms of excessive 
behavior." If there is commonality, what are the shared 
etiological, biological, sociological, and psychological prop- 
erties? Are the substances of abuse in the disorders inter- 
changeable? These questions are never really answered, but 
the book is packed with useful information about the 
volitional disorders themselves. The great weight given to 
genetic predisposition in psychiatric disorder over the last 
decade appears in most of these chapters explicitly or 
implicitly, almost as a unifying theme. The view that many of 
the behaviors under study are substantially influenced by 
their cues and by the environmental context also recurs 
frequently. 
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The book begins with an exhaustive review of the pharma- 
cology of opiates by Charles Schuster. Schuster finds that a 
frame of reference using both operant and classical condi- 
tioning contributes most fruitfully to the analysis of the 
behavioral aspects of opiate dependence. Geary S. Alford 
discusses sedatives, hypnotics, and minor tranquilizers, not- 
ing their cross tolerance with alcohol. He also points out that 
many users enjoy the emotional upheavals that the disinhibi- 
tory effects of these drugs sometimes have. He distinguishes 
use or misuse of a compound with the intent of attaining 
pleasurable effect (appetitive use) from the intent to relieve 
unpleasant sensations (escape-avoidance use). He feels that 
whatever the role preexisting personality factors play in 
addictive behavior, dynamic psychotherapy does little about 
the powerful reinforcement history of the chemical abuse 
pattern, even when it removes the original motivation for 
misuse. He urges behavioral treatment augmented by treat- 
ment along the AA model. 

Robert M. Post, in a chapter on psychomotor stimulants as 
activators of normal and pathological behavior, often speaks 
of cocaine and amphetamine together, citing recent studies 
noting that most of the energizing and mood-altering proper- 
ties of the stimulants are difficult for even the experienced 
user to differentiate. Post suggests that three of the chief 
effects of such stimulants—increases in motor activity, in 
ideational activity, and in mood intensity—are the corner- 
stone of mania and that mild intoxication parallels hypoma- 
nia. The stimulants do, however, work through brain path- 
ways used in drug-free behavior, and their acute low-dose 
effects are experienced by most human beings at one time or 
another in a drug-free state. 

Richard C.W. Hall and Michael K. Popkin discuss the use 
and abuse of hallucinogens, defining them as substances that 
change perception, thought, and mood while seldom produc- 
ing confusion, memory loss, or disorientation. In addition to 
older, established hallucinogens, they briefly deal with phen- 
cyclidine (PCP), said to be the current urban favorite and the 
only hallucinogen whose use is on the increase. PCP is 
particularly dangerous because of its tendency to produce 
severe refractory psychosis, violence, and long-term cogni- 
tive impairment. Hall and Popkin believe that treatment of 
hallucinogen abuse should center on psychotherapy aimed at 
the substitution of interpersonal gratifications for those 
produced by drugs. 

Frank Seixas, an internist, wrote the chapter on alcohol- 
ism. He notes that over the last decade considerable evidence 
has accrued demonstrating a strong hereditary predisposi- 
tion to alcoholism which is unaffected by environment. He 
adds that striking racial sensitivity exists in initial drinking 
intolerance and that biochemical studies as well as emotional 
and cultural studies have become part of the attack on 
alcoholism. To Seixas, tolerance is the core of alcoholism, 
because it allows consumption of alcohol to the degree where 
social, physical, and personality deterioration occur. Despite 
the correlation between alcoholism and excessive smoking or 
later heroin abuse, Seixas does not feel that the evidence 
supports the view that certain individuals are susceptible to 
various kinds of excessive behavior or that there is “‘addic- 
tion proneness in general." He feels specific chemical and 
perhaps psychological factors are at work. 

Reese T. Jones begins the chapter on marijuana with this 
statement: “Any definition of the level of marijuana use that 
should be considered excessive behavior will be disputed." 
Although there are more than 1,200 articles dealing with the 
effects of marijuana on health, much is unknown. Jones 
reviews effects on brain, pulmonary, cardiovascular, endo- 
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crine, reproductive, and immune systems but reports that 
most hard data come from young healthy ma'e volunteers 
among whom there is no long-term or intense use. To 
evaluate many reported effects of cannabis, long-term epide- 
miologic studies are necessary. Jones feels that sufficient 
information is not yet available—particularly information 
regarding its effects on women and individuals with illnesses 
such as heart disease or schizophrenia. 

Jacquelyn Rogers asks why people continue to smoke 
despite obvious hazards and the more recent phenomenon of 
social ostracism. She answers that it is the physical discom- 
fort of stopping. In an autobiographical vein, Rogers tells of 
identifying 138 separate elements in her own former heavy 
smoking, how she systematically disconnected each clement, 
simultaneously “weaving positive reinforcement and 
strengthening motivation to change my behavor.” Rogers 
sees smokers as individuals who look outside cf themselves 
for recognition and satisfaction rather than within. She 
differentiates “craving,” which may last for five years after 
the last cigarette, from "climbing the walls," which is the 
result of the physiological deprivation of nicotine. Craving is 
the principal cause of recidivism and continues if the smoker 
has not disconnected all of the psychological, emo:ional, and 
social triggers. Rogers’ chapter, although not without cita- 
tion to scientific work and largely biased toward the treat- 
ment she has devised and called ‘““Smokenders,”’ is a pleasant 
respite after some of the highly technical summaries. 

Caffeine withdrawal, as described by John F. Greden, 
because it is inconsistent in onset, is often unrecognized. 
Many users are unaware of the connection of such character- 
istics as irritability, lethargy, headache, alteration of sleep 
patterns, mood disturbance, and sometimes physiological 
arousal to precipitous cessation. Greden states that caffcin- 
ism, on the other hand, may produce anxiety symmotoms at a 
level closely resembling a textbook description of anxiety 
disorder. He suggests that caffeinism is also associated with 
depressive symptoms far more than most clinicians recognize 
but acknowledges that extensive studies are needed to delin- 
eate the relationship. Long-time users also minimize caf- 
feine's impressive sleep-disturbing capacity. 

Part 2 begins with two chapters on obesity. the most 
common volitional disorder. Gordon G. Ball and Joel A. 
Grinker, in the first, deal with prevalence and contributing 
factors. Most striking is the fact that 36% of American men 
have been found to be obese compared with 2% of Japanese 
men. Thirty percent of women in the lower socioeconomic 
groups are overweight but only 4% in the highes:. Again, the 
genetic factor appears when identical twins reared apart are 
found to be closer in body weight than fraternal :wins raised 
together. Recent studies also found the obese mcre emotion- 
ally stable than heretofore believed. These authors emphasize 
that obesity is a far more complicated picture chan simply 
overeating, and treatment methods based solely on control- 
ling eating usually fail. Sandra Haber deals with obesity from 
a psychological viewpoint, noting that this disease has 
spawned a ten-billion-dollar-a-year weight loss irdustry. The 
obese, who feel rejected and are rejected, become intolerant 
of themselves. Obese people seem to respond more to 
environmental than to the internal hunger cues to which 
normal persons respond. Intestinal bypass yields the most 
dramatic weight loss, but the postoperative course can be 
marked with emotional lability and serious marital changes. 

Daniel C. Moore justifies his chapter on anorexia nervosa 
as a fitting subject for a book dealing with behaviors in 
excess by citing Hilde Bruch's notion that its core symptom is 
a relentless pursuit of excessive thinness. Because of their 
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pervasive sense of powerlessness, anorexic patients diet 
excessively to control their bodies. Moore describes in detail 
the day-to-day behavior of the anorexic, which can include 
strict calorie counting, preoccupation with fantasied obesity, 
refusal of food, eating and inducing vomiting, the use of 
laxatives and/or diuretics, and excessive exercise. Frequently 
relying on Bruch’s landmark studies, Moore cites her obser- 
vation that anorexia nervosa is unknown in underdeveloped 
countries where food is scarce as evidence for the sociocul- 
tural element in the disorder. Bruch believes the family must 
be involved in the treatment because she has observed 
universal family pathology in anorexia nervosa. Others have 
raised the question of a defect in the pituitary or hypothala- 
mus, Severe cases require inpatient treatment, which involves 
forced weight gain and modification of the refusal to eat 
through a reward and punishment program. Yet relapse after 
discharge is common, as is a long chronic phase. Posthospital 
treatment ideally includes both individual and family thera- 


*"Nymphomania and Satyriasis” are discussed by Jerome 
D. Goodman, who includes a useful table comparing the 
symptoms of “biological” and "psychological" hypersexual- 
ity. To Goodman, biological causes include neoplasms, endo- 
crinopathies, tertiary syphilis, neurological disorders, mania, 
schizophrenia, iatrogenically administered anabolic steroids, 
L-dopa, and androgens. Biological hypersexuality is usually 
both intense and alien to the basic personality. Two extensive 
case histories demonstrating male and female hypersexuality 
on psychological bases are also included. 

Excessive work is covered by Wayne E. Oates, who coined 
the term “workaholic” in 1968. Workaholics can feel inade- 
quate as parents, particularly of preadolescents and adoles- 
cents, can hitch their self-worth exclusively to the job, and 
possibly have an underlying sleep disorder. 

Ralph G. Victor writes about gambling. Given the magni- 
tude and breadth of the problem, however, a longer article 
would have been warranted. 

"Too Much Television" by Arthur A..Berger, a professor 
of broadcast communications arts, starts from a structuralist 
position to state that codings characteristic for hard drug 
addiction are analogs to television addiction, although the 
gratifications and risks are of a different order. The average 
American spends almost as much time watching television 
each week (21.56 hours) as he or she does reading books 
each year. By age 16, the average child has spent 4,000 more 
hours watching television than being in school, and has 
watched 640,000 commercials, many of which, for example, 
advertise high-sugar-content foods. Experimental situations 
where couples were deprived of television led to increased 
sexual activity. Berger wonders whether television is leading 
us to derive sexual gratification from looking rather than 
loving. Seeing television as nearly a national addiction, 
Berger advises the following treatment: 1) children should be 
allowed no more than 1 hour per day of television, 2) adults 
should learn how to watch television selectively, 3) the 
government should take a stronger position about violent 
and antisocial programming, 4) schools should help children 
become aware of how television affects people. 

G. Hartley Hartnung, the director of a cardiac rehabilita- 
tion unit, and Emile J. Farge, who received his doctorate in 
community health sciences, contribute the first published 
scholarly article on “Compulsive or Excess Sports." They 
consider sports to be compulsive when participation is overly 
long, intense, or frequent or when contraindications are 
disregarded. 

Part 3 begins with John L. Falk's scholarly effort to 
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analogize from the laboratory animal to the environmental 
generation of excessive behavior in humans, using his con- 
cept of “adjunctive behavior." He wonders whether there are 
persistent behavioral excesses in humans generated by the 
same combination of exigency, impeded access to a crucial 
commodity, and lack of alternative behaviors or means of 
escape from the situation. 

Leon Salzman carries the banner of the psychodynamic 
approach, which is damned either with faint praise or 
explicitly throughout much of the rest of the book. He 
stresses that psychotherapy can have its greatest potential 
within an overall treatment program when it throws light on 
the meaning for the given individual of his or her type of 
addiction. He mentions the grandiosity of addictive individ- 
uals, the narcissistic belief in their invulnerability, which 
leads them to feel that none of the ill effects could possibly 
befall them. Salzman, like most of the other contributors, 
claims valid treatment must address physiological, psycho- 
logical, and socioeconomic factors. Unfortunately, as the 
only writer explicitly asked to deal with psychodynamics, he 
disappoints us with the brevity of his discussion of intrapsy- 
chic elements. 

Ronald F. Kokes has the task of discussing the behavior 
therapy of excessive behaviors. Two of its salient features, he 
claims, are the use of an experimental methodological ap- 
proach and emphasis on the patient's personal responsibility 
for change. Kokes is not concerned whether behavior thera- 
py produces results, because there is ample evidence that it 
does; rather, he focuses on the maintenance of these changes, 
because there is also evidence that they can be short-lived. 
Kokes discusses the increasingly complex and sophisticated 
models that recent behavioral treatment have used with 
alcoholism, overeating, anorexia, smoking, and drug addic- 
tion, noting that single behavioral treatment components 
have little effect. Newer models that accept cognitive and 
affective elements and the family's role show more promise 
of lasting benefit. 


JEROME A. WINER, M.D. 
Chicago, Ill. 


Violent Behavior: Social Learning Approaches to Prediction, 
Management and Treatment, edited by Richard B. Stuart, 
D.S.W. New York, Brunner!Mazel, 1981, 288 pp., $25.00. 


Interest in violent behavior has mushroomed over the last 
decade. Both professional and personal concerns have in- 
creased as the reports of violent crime increase. It is likely 
true that psychiatrists and other mental health professionals 
have been slow to explore treatment and causes of violence, 
perhaps even wishing to ignore violent patient behavior as a 
way of dealing with their own anxiety. 

Violence is an uncommon but important aspect of psychi- 
atric illness. Certainly only a few psychiatric patients exhibit 
violent behavior, but in some settings it is relatively common. 
Outside of psychiatric clinical facilities there are large num- 
bers of individuals who participate in violent activities and 
increase our collective awareness of the risk inherent in our 
personal and professional lives. 

This volume, which focuses on social learning approaches 
to violent behavior, is both helpful and frustrating. It is 
frustrating because, by design, it tends to deemphasize the 
role of the individual in the causes and control of individual 
behavior. Conversely, a social perspective is a useful one for 
most mental health professionals because all too often the 
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emphasis is on individual behavior without an awareness of 
its social, economic, or political determinants, It seems true, 
as noted in this volume and in other research, that violence is 
the consequence of multiple factors, and to focus exclusively 
on a single theoretical orientation results in a narrow, if not 
brittle, approach to the clinical problem. Those who are 
responsible for legislative and judicial responses to violent 
behavior must reflect the public consciousness, morality, and 
the best thinking of scientists. The public perspective insists 
on individual accountability. This volume both encourages 
and blurs individual accountability in the origins of violence. 
In the first chapter, the review of research blurs the distinc- 
tion between criminality and violence as well as individual 
and corporate violence. These distinctions are essential; it is 
unlikely that the same determinants affect international 
conflict as cause an individual to molest a child and harm it. 
Both micro and macro approaches are used to analyze the 
correlates and presumed antecedents of violent behavior. 
The net result is to leave the individual at best as having 
acquired certain learned skills, either adaptive or maladapt- 
ive, destructive or helpful, and at worst as being a passive 
conduit for social forces. 

This research paradigm may be true and useful; however, 
presentation in this volume suggests thar it is sufficient to 
explain violent behavior. One must recognize that this 
approach is based on research that is often epidemiologic 
and correlative in nature. The specific studies, within the 
volume, of individual people, their families, or small groups 
identify findings that are statistically significant and thus, I 
believe, important. Social systems represent an important but 
limited way of understanding violent behavior, and thus 
other variables—-biological, psychiatric, developmental, and 
medical—all play a significant role in initiating violent 
behavior. 

As for the book, the first chapter, which reviews current 
research and violence, is unfortunately abbreviated and, | 
believe, narrow. The tone of the chapter suggests that 
biological and medical conditions are irrelevant or frivolous, 
as are other interesting ideas, thus leaving the reader with a 
sense of despair and without direction. It would have been 
helpful had the editor drawn the best from the existing 
research to build a model rather than destroy the existing 
research and leave us emptyhanded. The volume, which is a 
part of a series, focuses on behavioral theory and implemen- 
tation across a number of abnormal and normal behaviors. 
The various chapters—as is sometimes the case with edited 
volumes—are somewhat uneven in their focus and their 
purpose. 

I would encourage the reader who chooses this volume to 
pay particular attention to the chapter by Turner, Fenn, and 
Cole, which is exhaustive and scholarly in its look at the 
social psychology and epidemiology of violent behavior. It 
suggests a variety of approaches and important insights for 
us as professionals and individuals. Likewise, the chapters on 
abusive family and child molesters, adolescents, aggressive 
psychiatric inpatients, and explosive behavior all have useful 
clinical insights, given the behavioral perspective. Unfortu- 
nately, the volume does not deliver the total model. This 
volume of social learning approaches to violence brings a 
useful dimension to understanding violence, but it brings 
only that. There still remains a need for a model which 
integrates biological, social, psychological, and medical fac- 
tors. 


JOE PAUL TUPIN, M.D. 
Sacramento, Calif. 
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Treatment of Flashbacks by Imipramine 


Sir: Posttraumatic revisualizations or flashbacks are prev- 
alent among trauma patients (1). They may contribute to the 
patient’s generalized anxiety (2) and precipitate accidents 
(3), yet very little appears in the literature regarding their 
pharmacologic treatment. Hogben and Cornfield (4) report- 
ed five cases of chronic flashbacks that responded to phenel- 
zine. Marshall (5), in reporting cases of imipramine-respon- 
sive posttraumatic night terrors, described one patient whose 
chronic ‘‘daymares’”’ responded to imipramine. The day- 
mares were described as brief flashes of terrifying events that 
lasted for 1 or 2 sec. The following case report demonstrates 
imipramine-responsive acute flashbacks. 


Mr. A, a construction worker, fell from a sixth-floor 
staircase onto a third-floor landing, sustaining multiple 
orthopedic injuries but no concussion. Within days after the 
accident he experienced dream disturbances with trauma- 
related themes, motor activity, and clear recall; recollections; 
depression with a loss of interest in all activities; irritability, 
anxiety, insomnia, and impaired concentration; and back- 
aches. More to the point, during his 3-month hospitalization 
he experienced brief (1—2 sec) revisualizations of the acci- 
dent, precipitated by sights of bannisters or thoughts of the 
accident (about 4 times a week. Upon his discharge, the 
flashbacks decreased somewhat in frequency to 2 a week). 
Both he and his wife reported that during their frequent visits 
to a local shopping mall, Mr. A would almost invariably 
experience a flashback when viewing the mall staircase. 
There would be increasing anxiety and thoughts of the 
accident until a flashback occurred. Visibly tense, he would 
suddenly shield his eyes with his hands. The flashbacks 
intensified his fear of the staircase. After 6 months of 
unremitting symptoms, he consented to psychiatric interven- 
tion. On interview he was tense, quiet, and withdrawn. His 
prior psychiatric history was unremarkable; there was no 
preexisting or prior depression. He had never abused drugs 
or alcohol. The family psychiatric history was also negative. 

His orthopedic surgeon had placed him on phenobarbital 
(15 mg t.i.d.), which he had taken, with no effect, for 8 
months. The phenobarbital was discontinued and he was 
started on imipramine, which, over the next 2 weeks, was 
raised to 250 mg a day. He and his wife reported he was 
sleeping more soundly and there were no evident dream 
disturbances. He was somewhat calmer, but other symptoms 
remained. He still experienced flashbacks. The medication 
was raised to 350 mg a day over 2 days. During the next 2 
weeks he became calmer and more outgoing and affection- 
ate. He began to talk openly, with emotion, about the 
accident. It was during this period (3 weeks from the start of 
medication) that the flashbacks ceased. Despite repeated 
visits to the mall, he maintained the gains over the next 2 
months; there would be thoughts of the accident when he 
viewed the staircase but no anxiety. With encouragement he 
was able to climb the staircase with a minimal amount of 
anxiety. 

The response of the flashbacks to imipramine, although 
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they were refractory to another medication, makes a placebo 
reaction unlikely. Documentation is difficult, but the absence 
of flashbacks was clear to his wife, and the change in his 
mood was evident to me. Since treatment-nonresponsive 
flashbacks have been reported (3, 4), the amount of the dose 
and the length of the treatment may have been important 
here, as suggested in the phenelzine studies. 
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ALLEN BURNS TEIN, M.D. 
?eebold, N.J. 


Seizures Associated With Maprotiline 


Sir: I wish to call attention again to the relationship of 
maprotiline to seizures, a topic discussed by Lec Schwartz, 
M.D., and Shastri Swaminathan, M.D. (February 1982 
issue) as well as by Wayne Y. Kim, M.D. (letter to the editor, 
June 1982 issue). 


Mr. A, a 29-year-old man, was initially ciagnosed as 
having a bipolar affective disorder approximately 18 months 
prior to his first clinic visit. Other medical h'story was 
unremarkable. Because the patient was asymptomatic, he 
was followed for a period of 4 months with supportive 
psychotherapy and no medication. However, the patient 
began to relapse into a state of depression manifested by 
dysphoria, insomnia, diminished concentration, and suicidal 
ideation. He was subsequently given maprotiline, 50 mg h.s. 
The maprotiline was increased to 75 mg h.s. on day 4 of 
treatment. After 20 days of treatment, the patient had a 
generalized major motor seizure. The maprotiline was dis- 
continued. 

A neurologic consultation was obtained. Resuits of a 
thorough examination, including a neurologic examination, 
an EEG, and a CT scan of the brain, were normal. For a 
period of 3 months following the initial seizure the patient 
was maintained without medications, and he remained free 
of seizures. However, the symptoms of depression, which 
had begun to respond to maprotiline, began to worsen. He 
was given imipramine, 100 mg h.s., and there was a favor- 
able response after 2 weeks. No significant side effects were 
noted with this tricyclic antidepressant. 


Maprotiline is an effective tetracyclic anvidepressant. 
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However, clinicians should be alerted to the potential epilep- 
togenic effect of this class of antidepressants. 


ARTHUR L. RAMIREZ, M.D. 
Ft. Stewart, Ga. 


Edentulousness and Oral Dyskinesia 


Str: Recent articles have discussed the differential diagno- 
sis of tardive dyskinesia (1) and the occurrence of spontane- 
ous oral dyskinesia in the elderly (2), While the fact that 
“dental conditions” may cause oral dyskinesia is briefly 
mentioned, the characteristics of this cause of oral move- 
ments have not been fully discussed nor its importance 
adequately stressed. 

Edentulousness appears to be a common cause of oral 
dyskinesia. In one study 16% of 75 edentulous patients had 
dyskinesia (3). In a survey of mental patients, oral dyskine- 
sias were reported in 56 patients who had had no exposure 
to neuroleptics (4). Only three of these patients had four or 
more teeth. Oral dyskinesia due to edentulousness may occur 
in toothless patients without dentures, in patients with ill- 
fitting dentures, and less commonly in patients with partial 
or complete dentures without incorrect occlusions. The onset 
of oral movements occurs many years after teeth extraction. 
Dyskinesias may diminish or completely disappear with the 
proper construction of dentures (5). 

Not infrequently patients with oral movements who are 
both edentulous and have been exposed to neuroleptics are 
encountered. These patients are usually labeled as having 
tardive dyskinesia; it is concluded that patients with facial 
dyskinesia have difficulty in retaining dentures in their 
mouths and that the edentulous state is a manifestation of 
oral dyskinesia rather than a significant cause (4). However, 
we have observed several such patients whose marked oral 
movements disappeared with the insertion of dentures; these 
patients probably did not have tardive dyskinesia. For the 
proper classification and management of oral dyskinesias it 
is important that edentulous dyskinesias be recognized as a 
distinct and treatable entity. 
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WILLIAM C. KOLLER, M.D., PH.D. 
Chicago, Ill. 


Anorgasmia Caused by MAOIs 


Sir: Lynna M. Lesko, M.D., Ph.D., and associates report- 
ed “Three Cases of Female Anorgasmia Associated with 
MAOIs” (October 1982 issue) and noted a previous report 
of two other cases (1). I would like to report an additional 
case of a 24-year-old married woman who also developed 
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anorgasmia while taking monoamine oxidase inhibitors 
(MAOIs). 


Ms. A had a 24-year history of agoraphobia with panic 
attacks. Because imipramine was ineffective at a dose of up 
to 300 mg daily, that drug was discontinued and Ms. A 
began taking phenelzine, 45 mg daily. The dose was in- 
creased to 60 mg daily within 2 weeks. Four weeks later Ms. 
A stopped having panic attacks altogether, and she began to 
venture farther from home as her anticipatory anxiety de- 
creased. However, she complained of increased appetite and 
faintness upon standing (without syncope). Six weeks after 
starting phenelzine, Ms. A noted some weight gain and 
complained of anorgasmia. 

Ms. A’s complaint of anorgasmia was spontaneous and 
uninhibited. She said she was still able to get aroused but was 
unable to achieve an orgasm in spite of the fact that she had 
previously been orgasmic regularly. Although she was expe- 
riencing marital difficulty, her marital discord was chronic 
and she felt it was unrelated to her sexual dysfunction. Three 
months later Ms. A’s weight had increased from 51 to 60 kg. 
Although she could live with the anorgasmia, the weight gain 
was unacceptable to her. Phenelzine was therefore discontin- 
ued, and Ms. A’s panic attacks, orgasms, and usual appetite 
returned shortly thereafter. 


These observations add another case to the surprisingly 
sparse literature on the sexual effects of MAOIs. In any 
future prospective study, it would be interesting to note 
whether anorgasmia is associated with increased appetite, as 
it was for this patient. 
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ROBERT POHL, M.D. 
Detroit, Mich. 


Cautions Regarding Amytal Interviews 


Sig: In “Overview: Clinical Applications of the Amytal 
Interview in Psychiatric Emergency Settings" (May 1982 
issue) J. Christopher Perry, M.D., and Douglas Jacobs, 
M.D., present a comprehensive review of the uses of Amytal 
interviews. However, having used Amytal interviews exten- 
sively (1, 2), I would like to caution psychiatrists interested in 
their use on several factors not mentioned in this article. 

First, in my experience, the benefits of these interviews 
depend more on the interviewer's skills than ou the drug 
itself. A sound interviewing technique is the primary factor in 
making this procedure successful. Second, because of the 
contraindications and potential adverse reactions to the 
drug, both physical and psychological, I do not recommend 
that this procedure be performed in an emergency room 
unless a full medical evaluation has been completed; the 
possibility of an allergic reaction and porphyria should be 
ruled out. Third, the Amytal interview can have a powerful 
psychological impact on patients through its disinhibitory 
effects and its potential for breaking down the patient's 
defense mechanisms. The setting should therefore allow for 
the close monitoring of aftereffects, psychological support, 
and follow-up by the interviewer; undoubtedly, the best 


Am J Psychiatry 140:4, April 1983 


setting is an inpatient unit. Finally, I have found there is a 
better prognosis when the patient shows marked disinhibi- 
tory changes during the interview. 
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LUIS R. MARCOS, M.D. 
New York, N.Y. 


Sır: Although I read the article “Overview: Clinical 
Applications of the Amytal Interview in Psychiatric Emer- 
gency Settings" by Drs. Perry and Jacobs with great interest, 
J feel that it is of importance to stress some points that were 
not given adequate weight in an otherwise excellent paper. 

First is the issue of informed consent. As a part of the 
protocol for performing Amytal interviews, every patient 
and/or guardian should be informed of all the possible 
significant complications, including the possibility of death. 

Second, even though the patient is receiving subanesthetic 
concentrations of amobarbitol, there is a real possibility of 
active vomiting or silent passive regurgitation with aspira- 
tion of gastric contents. Since there does not seem to be any 
indication for an Amytal interview that precludes waiting 8 
hours for gastric emptying to occur, I think that asking the 
patient to refrain from eating for this period before the 
procedure is scheduled is warranted. 

Furthermore, in addition to a well-stocked and frequently 
checked emergency cart, a functioning suction apparatus 
should be immediately at hand in the event that vomiting and 
aspiration, which can be fatal, occur. Although the odds of 
such a complication are low, the stakes are too high not to 
take these simple precautions in every case. 


FRANK GUERRA, M.D. 
Denver, Colo. 


Drs. Perry and Jacobs Reply 


Sir: In response to Dr. Guerra we would make the 
following points. First, regarding informed consent, it is 
important to inform the patient—even if he or she is mute or 
in a hysterical stupor—that the medication may make him or 
her sleepy and somewhat uncoordinated. Beyond this we do 
not think it necessary to discuss all possible significant 
complications, since this would amount to iterating every- 
thing in the Physician’s Desk Reference. In this sense we view 
the Amytal interview as similar to administering any other 
parenteral medication. We certainly do answer all of the 
patient’s questions and concerns, however, or those of family 
members if the patient is not responsive. 

Second, the complications of passive regurgitation and 
vomiting that Dr. Guerra refers to are unknown to us, nor 
have we seen them reported when amobarbitol is used at 
subanesthetic doses. The danger Dr. Guerra notes may be 
more likely if sleep or a stuporous state is induced by heavier 
dosages, something we do not recommend. Since we have 
found that using the amytal interview in emergency services 
facilitates the clinician’s ability to make an accurate diagno- 
sis and hence accurate disposition, we believe that it is both 
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unnecessary and undesirable to delay the procedure for 8 
hours. 

As Dr. Marcos observes, the therapeutic success of an 
Amytal interview is dependent on the interviewer’s skills. As 
suggested in our overview, this procedure is a drug-facilitat- 
ed interview and certainly does not supplant the need for 
good interviewing skills on the clinician’s part. Also, we 
always ask the patient or relatives if there is a history of an 
allergy to drugs or porphyria; furthermore, a medical evalua- 
tion of stuporous or catatonic patients is recommended to 
rule out an organic etiology. 

In our emergency setting we generally can keep the patient 
as long as necessary immediately following the interview 
(this rarely requires more than 2 or 3 extra hours), and we 
may also follow up cases the next day before making another 
disposition. The central intention of our overview was to 
explicate the usefulness of the Amytal interview in emergen- 
cy settings; we certainly do not concur that this important 
therapeutic procedure should be restricted to inpatient set- 
tings. 

Finally, Dr. Marcos notes that patients who manifested 
marked disinhibitory changes during the procedure tended to 
have a better prognosis. We assume he is referring to the use 
of the procedure for abreaction in posttraumatic stress 
disorder. Such marked changes are usually the hallmark of 
the traumatic abreaction, in which repression lifts and 
dissociation breaks down. While we have found highly 
dramatic responses to be uncommon, it is nonetheless true 
that any recovery of memory and associated affect occurring 
during the procedure is usually associated with progress in 
working through the traumatic reaction in subsequent inter- 
views without the aid of drugs. 


J. CHRISTOPHER PERRY, M.D. 
DOUGLAS JACOBS, M.D. 
Cambridge, Mass. 


Thyroid Hormones in Manic-Depressive Disorders 


Sır: We read with interest “Persistent Elevation of Thy- 
roid-Stimulating Hormone in Women with Bipolar Disor- 
der” by Gregory J. O’Shanick, M.D., and Everett H. Ellin- 
wood, M.D. (April 1982 issue), describing high baseline 
thyroid-stimulating hormone (TSH) levels in bipolar women. 
The authors concluded that this intriguing finding “may 
identify a unique subpopulation of bipolar patients.” We 
agree with this conclusion and think that a rationale can 
readily be provided. 

It has recently been shown that patients with high TSH 
both at baseline and, more commonly, after thyrotropin- 
releasing hormone (TRH) and normal thyroid hormone 
concentrations may suffer so-called ‘‘subclinical hypothy- 
roidism" (1). This condition is analogous to subclinical 
diabetes mellitus, in which the oral glucose tolerance test 
result is abnormal although there are no clinical symptoms of 
diabetes. Because patients with subclinical hypothyroidism 
are by definition euthyroid (1), they do not seem to need 
thyroid replacement therapy. However, recent reports indi- 
cate that these patients may be at high risk for developing 
cardiovascular disease (1), and one wonders if they are also 
at higher risk for developing behavioral problems, as are 
patients with clinical hypothyroidism (2). 

Patients with affective disorders can develop subclinical 
(or clinical) hypothyroidism by two broad mechanisms: 
through lithium maintenance or through a primary disorder 
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of the hypothalamic-pituitary-thyroid axis. It seems to us 
that case 1 in the report of O’Shanick and Ellinwood may 
have fallen in either of these categories. This patient had a 
history of thyroid disorder (partial thyroidectomy) but re- 
sponded well to lithium for 4 years. She then became 
nonresponsive to lithium, probably due to a recurrence of 
thyroid pathology or lithium-induced thyroid suppression. 
Unfortunately the authors did not measure antithyroid anti- 
bodies or TSH levels before lithium administration to make 
this distinction. 

In contrast, the patient in O’Shanick and Ellinwood’s case 
2 may have suffered from primary subclinical hypothyroid- 
ism, probably Hashimoto thyroiditis, as suggested by eleva- 
tion of both TSH levels and antithyroid antibodies. She had 
always responded poorly to lithium, which was finally 
discontinued, and her behavioral symptoms did not remit 
before thyroxine was added to her regimen. It is known that 
patients with Hashimoto’s thyroiditis often appear manic 
and that they usually respond favorably to thyroid hormone 
replacement (3). Again, however, antithyroid antibodies and 
TSH levels were not assessed before lithium administration. 

We recommend a thorough evaluation of thyroid function 
before and during lithium therapy. This should include 
measurement of TSH at baseline and, when possible, after 
TRH stimulation. If high TSH levels are present before 
lithium administration, one should suspect subclinical hypo- 
thyroidism and assess antithyroid antibodies. 

Finally, O'Shanick and Ellinwood's provocative report 
raises three questions that cannot be answered at the present 
time but that nevertheless are of great importance for 
understanding the possible role thyroid hormones play in 
affective disorders. 

1. Are patients with subclinical hypothyroidism at the 
same high risk for developing affective disturbances as are 
patients with clinical hypothyroidism? If so, should one treat 
these patients with thyroid hormone alone or with a combi- 
nation of lithium plus thyroid hormone? 

2. Does lithium lose some of its efficacy when its thyreo- 
static effects become prevalent? 

3. How can we understand the therapeutic effects of 
thyroid hormone given to euthyroid patients with manic- 
depressive disorders, as reported by O'Shanick and Ellin- 
wood, Hall and associates (3), and Stancer and Persad (4)? 
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PETER T. LOOSEN, M.D. 
ALAN TIPERMAS, M.D. 
Chapel Hill, N.C. 


Drs. Ellinwood and O'Shanick Reply 


SIR: We appreciate Drs. Loosen and Tipermas’ comments 
on our findings as well as an opportunity to further expound 
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on our short report. We certainly agree that many, if not 
most, of the individuals reported with elevated TSH levels 
represent subclinical hypothyroidism and an attendant vul- 
nerability to behavioral problems, especially rapid-cycling 
mood disorders. The majority of cases picked up from the 
chart reviews did not have an assessment of antithyroid 
antibodies. The patient in case 1 did not have elevated titers 
when first seen by us; the one in case 2 did have elevated 
antibodies and was provisionally diagnosed as having Hashi- 
moto's disease. With case 2 the duration of lithium therapy 
was extremely brief because the patient had a severe intoler- 
ance to side effects; thus we believe the lithium did not 
contribute to her thyroid condition. Thyroid replacement in 
the absence of neuroleptics was not effective in controlling 
her bipolar mood disorder; what she had was not simply a 
manic episode precipitated by "hypothyroidism." This was 
the only case in which we could rule out lithium maintenance 
as the inducer of the elevated TSH. We agree with the 
recommendation for a thorough evaluation of thyroid func- 
tion before and during lithium therapy; however, we further 
suggest that this evaluation (at least the TSH level) be 
performed on all women, especially those over 35 years of 
age, presenting with an affective disorder. 

Finally, we would like to underscore the comment by Drs. 
Loosen and Tipermas on the need to understand the basic 
mechanisms involved, especially the therapeutic effects of 
thyroid in rapid cyclers who are clinically euthyroid. 


EVERETT H. ELLINWOOD, JR., M.D. 
Durbam, N.C. 

GREGORY J. O'SHANICK, M.D. 
Houston, Tex. 


A Psychotherapy Cult 


Str: I recently had an opportunity to interview six men 
and women who had been involved as patients in a therapy 
that emphasized uncovering emotions. These individuals felt 
that they had been drawn into a cult, and in fact, they came 
to my attention through my working as a consultant with the 
Task Force on Cults and Missionary Efforts of the Jewish 
Federation Council of Greater Los Angeles. I did receive 
hearsay reports of some individuals who expressed great 
satisfaction with the results of the therapy. The individuals I 
interviewed suggested that the psychotherapy had far-reach- 
ing negative effects. 

The individuals had been in a center where patients resided 
for periods of years until it closed in 1980. A principal goal 
of the therapy at the center was to “go 100%” in experienc- 
ing feeling. “Neurosis” was as disabling as “psychosis,” 
since it involved living in a state of "reasonable insanity." 
The patient's life structure was seen as having minor rele- 
vance, since friends, family, and workmates outside of the 
center were not "sane." New patients went through a three- 
week "Intensive" of up to eight hours of therapy daily, 
aggressive confrontations to topple "defenses," and demand- 
ing behavioral “Assignments.” There were no unsupervised 
phone calls, mail, or visits. “Confrontations” and Assign- 
ments continued after the Intensive and could involve having 
it out with a family member, changing sexual behaviors or 
partners, wearing humiliating costumes, or changing jobs. 

The former patients interviewed, who were residents for 
one to seven years, described having experienced during 
therapy alienation from family members, career disruptions, 
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increased self-doubts, and numerous submissive behaviors 
that included bowing to group and therapist pressure to 
become or remain residents. Post-therapy problems of global 
demoralization included disabling depression, shame over 
being “suckered,” poorly controlled hostility, bitterness over 
terminated pregnancies, and suspicion of any form of psy- 
chotherapy. Post-therapy difficulties appeared quite signifi- 
cant when compared with prior functioning and reasons for 
entering therapy. 

Former patients appear to have gone through a process of 
such intensity that comparison with techniques of thought 
reform (mind control) is germane. The indoctrination tech- 
niques of cults as described by West and Singer (1) seem to 
have been operative. 

The center's emphasis on peak experience (2) is notewor- 
thy in view of Lifton's discussion (3) of this same experience 
appearing under the demands of what he described as 
"brainwashing" by the Chinese Communist Party; Lifton 
found that the imposition of peak experiences seemed to lead 
to regression rather than to growth. 

I would welcome communications from psychiatrists who 
have had clinical experience with former patients who have 
undergone treatment in this or similar intensive psychothera- 
pies in order to further corroborate the potential during-and- 
after-therapy difficulties of these individuals. 
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JOHN HOCHMAN, M.D. 
16542 Ventura Blvd. 
Encino, CA 91436 


Cross-Reaction to Maprotiline 


Sır: Maprotiline is promoted as a tetracyclic antidepres- 
sant structurally different from the tricyclics. Some clinicians 
have therefore conjectured that maprotiline might be a useful 
alternative for patients allergic to tricyclic antidepressants 
(1). However, the following case shows that cross-reactions 
can occur. 


Ms. A, a 41-year-old woman with a DSM-III diagnosis of 
atypical depression, began a course of imipramine; the drug 
was discontinued after 8 days when she developed sinus 
tachycardia with occasional premature atrial contractions. 
After a 9-day interval she was begun on maprotiline, 50 mg 
nightly, to be increased by 25 mg every third night. On the 
sixth day of this regimen she developed a diffuse pruritic 
morbilliform rash on her trunk and limbs. She had no fever 
and no recent exposure to exanthems (she had had rubella 
and rubeola ag a child). She was taking no other medications, 
and her only past allergic reaction had been a rash attributed 
to sulfonamides several years earlier. Ms. A immediately 
stopped taking the maprotiline; after a 2-week interval 
(during which the rash cleared completely) she was started 
on desipramine, 25 mg nightly. On the eighth day of this 
regimen she developed a rash identical to the first one. Again 
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she stopped the medication, and the rash cleared within a 
few days. 

Maprotiline causes rashes about twice as often as tricyclic 
antidepressants do (2). However, the manufacturer has 
received no previous reports of cross-reactions (personal 
communication from Patricia M. Gibney, M.D., Oct. 4, 
1982), and Molnar described one patient who developed a 
severe generalized maculopapular rash while taking maproti- 
line but later took amitriptyline without incident (3). The 
structure of maprotiline is quite similar to that of the 
tricyclics (only an additional ethylene bridge makes it techni- 
cally "tetracyclic"); allergic cross-reactivity with tricyclics 
thus would not be surprising. The occurrence of such a cross- 
reaction in the present case argues for caution about switch- 
ing from maprotiline to tricyclics, or vice versa, if an allergic 
reaction develops. 
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J. DEVANCE HAMILTON, M.D. 
Houston, Tex. 


Length of Hospitalization and Public Policy 


Sir: In the editorial Toward the Definition and Delivery 
of Appropriate Care” (July 1982 issue) Ira D. Glick, M.D., 
Jonathan A. Showstack, M.PH., and Howard M. Klar, 
M.D., argue that while many patients with the diagnosis of 
chronic schizophrenia are receiving inappropriate prescrip- 
tions for inpatient treatment, a "modest body of clinical 
research" suggests that shorter hospitalization is the treat- 
ment of choice. To support this point of view, the authors 
refer to an article in the same issue entitled “Effect of Length 
of Inpatient Treatment for Chronic Schizophrenia" by Carol 
L. M. Caton, Ph.D. Dr, Caton's study, they suggest, lends 
further credence to the notion that short-term is better than 
long-term inpatient treatment for chronic schizophrenic pa- 
tients. To draw inferences from Dr. Caton's findings that 
either long-term or short-term hospital treatment is better or 
worse is pointless. The kind of inpatient treatment in New 
York City public hospitals (where Dr. Caton's study took 
place) is aimed at stabilizing the patient on medication as 
quickly as possible and returning him to the community. 
Given such limited treatment modalities and similarly limited 
treatment goals, is it reasonable to expect that 70 days of 
inpatient treatment will produce outcomes different from 
those following 21 days of inpatient treatment? 

What needs to be considered is whether it is feasible to 
develop inpatient programs to better protect chronic schizo- 
phrenic patients from relapse than those now available. If 
such inpatient programs are desirable, how much inpatient 
treatment is necessary for a given patient is an empirical 
question, with significant implications for public policy. To 
argue, therefore, that short-term hospitalization is preferred 
over long-term hospitalization is at best an exaggeration of 
the data and at worst an unsubstantiated opinion. 

Just as inpatient treatment programs are not the same 
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everywhere, chronic schizophrenia is not a monolithic entity. 
A question that needs to be asked is: What kind of treatment 
is best for what particular kind of patient? In Glick and 
Hargreaves’ own study (1), where more ambitious and richer 
inpatient treatment was afforded, there is some evidence that 
long-term hospitalization was better than short-term hospi- 
talization for certain subgroups of schizophrenic patients. 
This raises the issue of the rigor of conclusions drawn from 
so-called “controlled” studies. The argument that long-term 
hospitalization is no better than short-term hospitalization 
for chronic schizophrenic patients is based on findings of 
central tendencies. The argument does not take account of 
individual differences among schizophrenic patients in sus- 
ceptibility to long- or short-term hospitalization. Glick and 
Hargreaves’ study indicates that there are identifiable differ- 
ences among hospitalized schizophrenic patients regarding 
prognosis and treatment response. For example, those 
schizophrenic individuals who were functioning well before 
hospitalization did better with long-term hospitalization 
than with short-term inpatient treatment. These patients also 
had more psychotherapy than the short-term patients. While 
these findings cause one to wonder if the advantage was 
related more to the psychotherapy than to longer inpatient 
treatment, it is also conceivable that long-term hospital 
treatment could have better prepared these patients for 
psychotherapy. 

The questions go on and on. The point we wish to make is 
that the issue is much more complex than the editorial by 
Glick and his associates suggests. Sweeping generalizations 
about the optimal duration of hospitalization for chronic 
schizophrenics are not warranted from our current data 
base. Truly “long-term” hospitalization, i.e, one year or 
more of carefully planned treatment aimed at ego building, 
has never even been examined in the context of a carefully 
controlled study comparing it to short-term hospitalization. 
Premature closure on such highly complex issues is counter- 
productive to optimal individualized treatment planning for 
a given schizophrenic patient and to informed public health 
policy planning. 
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GLEN O. GABBARD, M.D. 
HERBERT SPOHN, PH.D. 
Topeka, Kansas 


Dr. Glick and Associates Reply 


Sin: Drs. Gabbard and Spohn amply demonstrate that 
there continues to be a wide variety of treatments for chronic 
schizophrenic patients in the community. Unfortunately, in 
the face of diminishing resources it may not be possible to 
continue these practices in the absence of data from con- 
trolled studies. 

We believe that for most patients our recommendations for 
hospital treatment are correct. Public policy must be directed 
toward the most cost-effective care, while at the same time 
recognizing that there are patients who could benefit from a 
more costly alternative. It behooves us as clinicians to 
identify who these patients are. It is one of the great tragedies 
of American psychiatry that the institutions that have had 
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long-term treatment units have not (with few exceptions [1— 
3]) performed controlled outcome studies of their programs 
to develop the needed predictors. 
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Psychotropic-Induced Sexual Inhibition 


Sir: In "Reversal by Bethanechol of Sexual Dysfunction 
Caused by Anticholinergic Antidepressants” (September 
1982 issue), Mortimer D. Gross, M.D., reported the success 
of using a cholinergic drug to treat two males with mono- 
amine oxidase inhibitor-induced (erectile) impotence and a 
female with amoxapine-induced orgasmic inhibition. The 
article indicates that the mechanism of sexual dysfunction is 
not known with certainty. But Dr. Gross appears to single 
out only cholinergic nerves (parasympathetic and sympathet- 
ic) as causing the sexual inhibitions. Following this concept 
in the article, the causes of male erectile failure and female 
orgasmic inhibition are explainable on the basis of the 
anticholinergic properties of antidepressant agents among 
three patients. Therefore, the sexual side effects (according to 
Dr. Gross’ logic) are corrected by adding a cholinergic agent. 
A clinical observation at St. Louis State Hospital, although 
seemingly different, may help to make clear that more than 
cholinergic neurotransmitters are involved in sexual func- 
tion. 


Mr. A, a 40-year-old chronic schizophrenic patient, has 
been maintained on 50 mg of fluphenazine decanoate every 
two weeks; he has been clinically stable for the past five 
years. He had also been given 4 mg/day of benztropine 
mesylate to control extrapyramidal side effects. The patient 
experlenced complete erectile failure on two separate occa- 
sions when he ran out of benztropine. He regained erectile 
ability after benztropine was reinstituted. Mr. A was not 
taking any other medication during his course of outpatient 
treatment. 


In this patient the anticholinergic properties of the antipar- 
kinsonian agent were apparently associated with improve- 
ment rather than impairment in neuroleptic-induced erectile 
inhibition. It is also reported that even larger doses of 
atropine do not prevent penile erection in the human male or 
in the baboon (1). The sympathetic fibers can still create 
erection in the absence of parasympathetic components, 
although the parasympathetic system is stronger than the 
sympathetic system in the action to produce erection (2). In 
addition, in a laboratory study the sexual arousability and 
orgasm of six healthy women were not affected by anticho- 
linergic drugs (3). The onset of the female orgasm is associat- 
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ed with the sympathetic predominance (4). Besides the 
sweating and vasodilating of skeletal muscles, other body 
functions (including sexual) are mediated by adrenergic 
neurons in the postganglionic sympathetic fibers. 

In sum, the different clinical findings in Dr. Gross’ cases 
and in our case and others reported (1, 3, 4) suggest that 
sexual dysfunctions induced by psychotropic agents may 
involve more than the cholinergic system. Thus, in the 
cholinergic as well as adrenergic systems, both blocking and 
stimulating effects (5) may be involved in the pathogenesis of 
psychotropic-induced sexual inhibitions. Neuromuscular 
transmission involving sexual function may not be sensitive 
to blocking agents of neurotransmitters (1), but the imbal- 
ance of cholinergic-adrenergic neurotransmitters in the CNS 
may have its counterpart in the autonomic and perhaps 
somatic nervous system. Any pharmacological upset in bal- 
ance, through either cholinergic preponderance or adrenergic 
predominance, may result in autonomic and perhaps somatic 
sexual dysfunction. 
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St. Louis, Mo. 


Dr. Gross Replies 


SIR: I appreciate the comments of Drs. Shen and Mallya. 
When I researched the literature on this subject and talked to 
experts in the field, I was amazed at how little is known with 
any certainty about sexual neurophysiology. The data do not 
always jibe. For instance, Drs. Shen and Mallya note that in a 
laboratory study the “sexual arousability and orgasm of six 
healthy women were not affected by anticholinergic drugs.” 
However, several years ago I had a 35-year-old female 
patient who on small doses of tranylcypropine could not 
reach orgasm and on higher doses could not empty her 
bladder without manual pressure; I naturally discontinued 
the drug. 

It may well be that “anticholinergic” is not a unitary 
phenomenon. Some anticholinergic drugs affect certain or- 
gans more than others—in fact, are designed with this in 
mind, Antispasmodics used for gastrointestinal distress, for 
example, may not blur vision or dry the mouth as much as 
belladonna does. With the psychotropic drugs, one finds one 
patient complaining much more of constipation, another of 
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dry mouth, another of blurred vision. The patient referred to 
above had none of these symptoms, yet had genitourinary 
dysfunction. 


MORTIMER D. GROSS, M.D. 
Highland Park, Ill. 


Review of Psychiatric Interviewing 


Sir: Although some of Dr. Howard A. Winkler’s remarks 
in his review of my book Psychiatric Interviewing: A Primer 
(October 1982 issue) may have been well taken, he missed 
the main point of my book when he stated, “The medical 
student can do much better in learning psychiatric interview- 
ing from the old A Primer for Psychotherapists by Dr. 
Colby.” 

Dr. Colby’s fine book (1) was written in 1951 for begin- 
ning psychotherapists. My book is written for medical 
students beginning to learn psychiatric interviewing—that is, 
to listen to patients and establish a relationship while taking 
a psychiatric history and doing a mental status examination. 
Although it is true that some common elements of the 
doctor-patient relationship are dealt with in both books, my 
book does not try to teach psychotherapy. 

Dr. Winkler has clearly mixed apples and oranges. They 
both may be good, but one does not take the place of the 
other. 
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Auditory Hallucinations 


Sir: In “Auditory Hallucinations Treated by Radio Head- 
phones" (September 1982 issue) Robert Feder, M.D., report- 
ed that stereo radio headphones eliminated the auditory 
hallucinations his patient suffered when mowing. | was very 
interested to note this, as his conclusions are in line with 
those of Hemsley, Slade, and myself (1); we observed that 
certain properties of stimuli make a significant impact on the 
occurrence, intensity, and clarity of auditory hallucinations 
in schizophrenic individuals. 

In our study 10 sensory inputs were delivered via stereo 
headphones to hallucinators. We noted that unstructured 
stimuli (sensory restriction, white noise) increased the dura- 
tion and intensity of hallucinations and that structured 
inputs (speech, vocal music) resulted in a decrease but not 
total elimination of voices. Although white noise had the 
effects just mentioned, the clarity of the hallucinations was 
not increased. 

If Dr. Feder is correct in suggesting that listening to the 
radio is therapeutic, one might expect schizophrenic patients 
to develop general strategies of coping with their voices 
consistent with the theory. In particular, one would expect 
hallucinators to use techniques to reverse the deficit in 
external sensory inputs and to increase arousal. Falloon’s 
study (2) of coping strategies used by 40 chronic hallucina- 
tors does not support this theory. Only 14% of the minority 
who adapted well (N=14) utilized a technique of sensory 
stimulation; what is more, none were reported as using this 
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as a first choice. I find this surprising and not in accord with 
my clinical experience. However, much more study is re- 
quired to elucidate the environmental conditions that appear 
to aggravate an underlying predisposition to hallucinate, the 
qualities of the hallucinations, and the strategies employed 
by patients to deal with them. 
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Response to Letter on Lead Levels Article 


Sir: Dr. Claire Ernhart’s letter "Lead Levels and Con- 
founding Variables” (November 1982 issue) raises a number 
of issues in respect to the study "Mental Retardation and 
‘Nontoxic’ Lead Levels" by us (June 1982 issue). Her first 
and often reiterated complaint is a supposed absence of 
controls in respect to the confounding variables of parental 
intelligence and social factors, particularly as they affect the 
two groups of retarded children studied. We direct her 
attention to table 2 of the study (the information is included 
beneath the table itself) in which we reported that an equal 
number of parents from each group came from social classes 
4 and 5 as defined by Hollingshead and Redlich (1). The 
specific socioeconomic data are as follows: parents of the 
etiology unknown group had a mean (+SD) socioeconomic 
level of 4.00:£ 1.21, and parents of the probable cause group 
had a mean level of 4.03+.85 (between-group t=0.0, n.s.). 

Dr. Ernhardt may not be aware that the Hollingshead- 
Redlich scale uses educational level as well as job attainment 
and housing to determine socioeconomic score. The two 
groups feported on in that study were, as we reported, 
almost identical in respect to *'social factor” as measured by 
this scale. A specific examination of the parental educational 
attainment in the two groups, which is a reasonable although 
admittedly not exact gauge of parental intelligence, was also 
found to be almost identical for the two groups. 

We were also taken to task for using a “simplistic” medical 
model for retardation. It is true that a history of perinatal- 
developmental traumata was used to divide the retarded 
subjects into two groups, an *'etiology unknown" group and 
a "probable cause" group. It is, however, not true that we 
"simplistically" assumed that the retardation was caused by 
the probable cause found for all cases in that group or that 
alternatively, subjects in the unknown cause group were ipso 
facto retarded on the basis of the significantly higher lead 
levels found. We simply assumed that we had a better chance 
of finding some children in whom a lead etiology was 
reasonable in the unknown etiology group, since they had a 
“need” for an etiology. This was obviously much less true for 
the probable cause group, and thus the chance of finding 
such children was much less, although not absent. We are 
aware that retardation is multidetermined and do not ascribe 
it solely to a medical etiology. It would, however, be foolish 
and unrealistic to reject the possibility of medical factors in 
the etiology of certain cases. We incorporated these facts as 
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well as others (including social factors) as a part of our 
research design and the data presented appear to bear out the 
good sense of that decision. 

There are errors of fact in Dr. Ernhart’s letter that need 
correction. She assumes that the known causes of retardation 
occur throughout all levels of parent intelligence and social 
class, implying by this that they occur equally throughout. 
This is simply not the case. Perinatal-developmental trauma- 
ta occasioning brain damage occur much more frequently in 
the poorly educated, lower social class strata of society than 
in other levels. 

Dr. Ernhart also states that this study is similar to a study 
we published previously. What is not said is that new data 
were collected in this study and additional important conclu- 
sions drawn that were not possible previously. It seems to us 
that this is the way of most science; being called to task for it 
is not justified. 

In sum, Dr. Ernhart incorrectly cites an absence of controls 
for socioeconomic status and parental intelligence in our 
study, ascribes the relationship of retardation to these factors 
in a nalve, uninformed manner, incorrectly interprets our 
study as utilizing a simplistic medical model when in fact it 
simply makes logical use of obvious medical data, and 
incorrectly implies that our study is a repetition of a previous 
one. Perhaps the only area of agreement we and Dr. Ernhart 
share is a concern for the multiple factors underlying most 
CNS dysfunctions, including retardation. We believe, howev- 
er, that her dismissal of one of these factors, the role lead 
may play in the etiology of certain dysfunctions, does many 
of the children affected a disservice and is a distortion of the 
facts that have emerged from many laboratories all over the 
world in the last 5 to 10 years. 
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Violence Among Inpatients 


Sir: "An Epidemiologic Study of Problems Associated 
with Violence Among Psychiatric Inpatients” by Thomas J. 
Craig, M.D. (October 1982. issue) clears up the confusion 
regarding the prevalence of violence in various psychiatric 
settings and agrees with a similar study we recently complet- 
ed. 

In reviewing the literature one finds that Taintor and 
associates reported that 6% of their study population were 
engaged in assaultive acts prior to being admitted to in- or 
outpatient psychiatric facilities (1). Tardiff and Sweillam (2) 
reported that 1096 of their sample had been assaultive prior 
to admission to inpatient wards. Dubin (3) reported that 
approximately 2596 of patients who came to the Jefferson 
Crisis Service came with violent threats or violence. Lagos 
and associates (4) reported that 12.2% of their population 
made actual attacks on persons; this may be a minimal 
estimate, as another 10.9% of their sample were recorded as 
having committed ''ambiguous violence," not specific 
enough to clearly categorize. Finally, we found (5) that in a 
3-month sample of 687 patients who appeared at our 
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psychiatric emergency service, 140 (20%) were agitated and 
that 106 (15.6% of the total sample) of that agitated group 
were so out of control that they had to be physically 
restrained. Dr. Craig reports that 11.2% of his sample 
engaged in assaultive behavior before admission. 

Regarding demographic variables associated with violence 
in psychiatric settings, Taintor and associates (1), Tardiff and 
Sweillam (2) and Lagos and associates (4) agree with Craig 
that ethnicity is not a significant variable; our recent research 
concurs. There is less concurrence regarding the association 
with the variables of sex, age, referral source, marital status, 
and socioeconomic status, but we suspect, as Dr. Craig 
suggests, that if diagnosis were controlled for this, lack of 
agreement might dissolve. 

Finally, we suspect that the variable of diagnosis is also 
responsible for the apparent lack of agreement on the 
prevalence of violence in various psychiatric settings as 
measured by the studies cited. One finds that schizophrenia 
accounted for approximately one-third of the diagnoses in 
Tardiff and Sweillam's and Craig's studies; the occurrence of 
assaultiveness in their reports is similar. While we have no 
specific data concerning the percentage of schizophrenic 
patients in Taintor and associates’ study, our impression 
from reviewing it and the context from which the sample was 
drawn (in- and outpatient facilities) is that the schizophrenic 
portion of their sample was not as large as in the previous 
two studies; this would account for their lower estimation of 
the prevalence of violence. In our recent study over half of 
our population could be classified as schizophrenic, and we 
suspect this accounts for the higher prevalence of violence in 
our setting. Dubin's population is similar to ours; both are 
heavily loaded with patients in the lower socioeconomic 
group, and as a result we suspect that Dubin's group is also 
heavily loaded with schizophrenic persons, thus accounting 
for the higher prevalence of violence in his setting. 

One other matter: Reference 13 in Dr. Craig's paper is 
incorrect. It should have been the paper by Lagos and 
associates cited in this letter. 
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Dr. Craig Replies 


Sir: The letter from Drs. Bell and Palmer concurs with and 
elaborates upon the findings and conclusions presented in 
our report. We heartily support the thrust of their com- 
ments—that any study of assaultive behavior must take 
diagnosis into account and that clinical interventions to 
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reduce such behavior must be diagnosis-specific. We also 
thank them for calling our attention to the fact that, in the 
processing of our manuscript, reference 14 (1) was omitted 
and its text citation in the Discussion section was changed to 
reference 13. Reference 13 is correctly cited in the Method 
section. We sincerely regret this oversight. 
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d-Amphetamine and Schizophrenia 


Sir: In “d-Amphetamine-Induced Heterogeneous Changes 
in Psychotic Behavior in Schizophrenia” (August 1982 issue) 
Daniel P. van Kammen, M.D., and associates reported that 
some schizophrenic patients improved and others deteriorat- 
ed in response in an infusion of 20 mg of d-amphetamine. 
They infer that "sensitivity to dopamine stimulation in 
schizophrenia is state-dependent rather than trait-dependent 
and that the simple, unidirectional hypothesis of schizophre- 
nia needs to be reformulated." 

It is frustrating to see that the academic and research 
populations of the psychiatric profession consistently ignore 
the observations of clinicians. As early as 20 years ago I 
observed in a book (1) that some schizophrenic states were 
best treated by tranquilizing drugs while others respond only 
to energizing or antidepressive drugs and that for many 
patients a stable state could be established only by adminis- 
tering both drugs simultaneously. | repeated this observation 
in two subsequent books (2, 3) as well as in several journal 
articles. This is a fact of clinical psychiatric practice that van 
Kammen and his six associates either do not know or fail to 
relate to the observation they reported in their paper. 

The fact is that for purposes of pharmaceutical therapy 
schizophrenic patients can be treated as manic-depressive 
patients are. There are those patients, either manic or “high” 
schizophrenic, who respond well to tranquilizing drugs; 
there are depressed and “low” schizophrenic patients who 
respond well to antidepressant medication; and there are 
some patients, whether manic-depressive or schizophrenic, 
who can be maintained in stable clinical condition only by 
the simultaneous administration. of properly titrated 
amounts of medication from each of the two categories. Just 
as some patients may be at one time manic and at another 
time depressed, so some schizophrenic patients may at one 
time be high and at another time low. 

Ignoring the observations of clinicians who have intimate 
and protracted contact with psychiatric patients in favor of 
extensive studies done with the assistance of statistical 
apparatus, questionnaires, and evaluative scales delays the 
acquisition of information by the profession and implicitly 
belittles the observations of those members of the profession 
who are on the front line of patient responsibility. The 
experiment by Dr. van Kammen and associates could have 
been done 20 years ago had my observation been taken 
seriously. At this point it merely constitutes a laboratory 
confirmation of what should by now be generally known 
clinical wisdom. 

Judging by the addresses given in the membership directo- 
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ry of the American Psychiatric Association, I infer that the 
Editor, Deputy Editor, and no fewer than 10 of the 13 
Associate Editors represent academia. Presumably the 
“peers” who review papers submitted also represent acade- 
mia more heavily than they do the practicing clinician. 
Redressing this imbalance could be a first step toward 
strengthening the clinical emphasis of the Journal and the 
administration of the American Psychiatric Association. 

Finally, if intravenous amphetamine was so effective in 
reversing the symptoms of some patients, why do the authors 
not suggest using it therapeutically? I have found ampheta- 
mine and methylphenidate useful for the treatment of depres- 
sion whether in pure depressive illness, manic depressive 
illness, or in schizophrenia, either as the primary therapy or 
as an adjuvant to another antidepressive agent. The virtue of 
amphetamine and methylphenidate is that they begin to act 
almost immediately, are relatively free of serious and danger- 
ous side effects, and can be given over a wide dosage range. 
Having used them with many patients, I have yet to encoun- 
ter one instance of addiction or misuse. Here again, academic 
myth overrides clinical reality. 
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Dr. van Kammen and Associates Reply 


Sir: We agree wholeheartedly with Dr. Ostow that clinical 
practice observations many times form the basis for rigorous 
scientific explorations which, in turn, may lead to improve- 
ment in clinical care. However, clinical observations can 
never replace scientific evidence. The history of medicine 
abounds with clinical observations that later appeared to be 
useless or even harmful. Examples are blood letting and 
hemodialysis in schizophrenia (1). Only after careful meth- 
odological exploration under appropriate double-blind con- 
ditions can we advance our medical knowledge. 

At this time we do not feel that the chronic administration 


of amphetamine is indicate 
nous effect lasts a relative 
article, and with state chan, 
sensitized to the psychotogt 
patients who improved t 
neuroleptics (2—4). 

We regret with Dr. Osto 
our ability to treat schizop. 
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be embryotoxic and teratogenic in rats at S0 mg/kg/day. about 12 umes the recommended 
human dose. but not at 37 mg/kg/day Embryotaxic and teratogenic drug effects were not 
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us which received up to 25 umes the recommended human dose. There are no 
adequate and well-controlled studies in pregnant women 

SYMMETRBEL should be used during pregnancy only i£ ine potential Dbeneht iustiies the 
potential ssk to the embryo or the fetus 

Nursing Mothers: SY MMET REL s excreted io human milk, Caution should be exercised 
when SYMMETREL is administered to a nursing woman 

Pediatric Use: The safety and efficacy of SYMME TREL in newborn miants and infants 
below the age of | year have not been established 
ADVERSE REACTIONS. The most frequently occurring serious adverse reachons are 
geseg heart sadure orthostatic hypotensive episodes, psychosis, and ur 

ieukoperua, and neutropenma nave been reported 
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SYCHIATRIST 


The University of Rochester Medical Center, De- 
partment of Psychiatry, seeks an innovative psy- 
chiatrist as assistan: clinical director of a new Uni- 
versity inpatient program at the Rochester 
Psychiatric Center. Primary responsibilities in- 
clude: planning and coordination of clinical pro- 
grams for young chronic mental patients; supervi- 
sion of residents and students; and direct patient 
care. Multidisciplinary faculty team and computer- 
ized clinical data base system provide excellent 
opportunities for research on chronic mental ill- 
ness. Position available July 1983. Salary and fac- 
ulty appointment commensurate with previous 
experience. 






Submit vita and three letters of reference to: 


Anthony F. Lehman, M.D. 
Department of Psychiatry 
University of Rochester School of Medicine 
300 Crittenden Blvd. 

Rochester, NY 14642 





An Equal Opportunity Employer, M/F 
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Faculty position for a board-eligib'e psychia- 
Hist with advanced training in neuropsychiatry 
or behavioral neurology. We are seeKing 
innovative psychictrist to work with à mu 
ciplinary faculty team in developing 
sal research inpatient unit. for 
iiy mentally ill patients and fo pc 
pate in the development of a neuropsyc RATY 
rogram within the Department of Psyc hiatry. 
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Calendar 





Continued from page A33 


MAY 


May 1, annual meeting, Behavior Therapy and Research 
Society, New York. Pearl Epstein, Executive Director, c/o 
Journal of Behavior Therapy and Experimental Psychiatry, 
Temple University Medical School, Henry Ave., Philadel- 
phia, PA 19129, 215-849-0607. 





May 1, annual meeting, National Guild of Catholic Psychia- 
trists, New York. Marie Kraus, Executive Secretary, 120 Hill 
St., Whitinsville, MA 01588, 617-234-6266. 


May 3, annual meeting, American Association for Geriatric 
Psychiatry, New York. Alvin Levenson, M.D., President, 230 
N. Michigan Ave., Suite 2400, Chicago, IL 60601, 312-263- 
2225. 


May 3-6, annual meeting, American Pediatric Society, 
Washington, D.C. Henry Barnett, M.D., President, Albert 
Einstein College of Medicine, 1300 Morris Ave., Bronx, NY 
10461, 212-430-2467. 


May 4, annual meeting, International Center for the Dis- 
abled, New York. J.C. Folsom, Executive Director, 340 East 
24th St., New York, NY 10010, 212-679-0100. 


May 13-15, annual meeting, American Geriatrics Society, 
New York. Kathryn S. Henderson, Executive Director, 10 
Columbus Circle, New York, NY 10019, 212-582-1333. 


May 20—22, annual conference, International Association of 
Psycho-Social Rehabilitation Services, Santa Monica. Con- 
tact George H. Wolkon, Ph.D., IAPSRS, c/o Portals House, 
Box 74395, Los Angeles, CA 90004. 


May 22-26, annual meeting, National Conference on Social 
Welfare, Houston. John E. Hansan, Ph.D., Executive Direc- 
tor, 1730 M St., N.W., Suite 911, Washington, DC 20036, 
202-785-0817. 


May 25-28, annual meeting, American College Health Asso- 
ciation, St. Louis, Mo. James W. Dilley, Executive Director, 
152 Rollins Ave., Suite 208, Rockville, MD 20852, 301-468- 
6868. 


May 25-28, annual conference, Association for the Care of 
Children's Health, Chicago. Contact ACCH, 3615 Wiscon- 
sin Ave., N.W., Washington, DC 20016, 202-244-1801. 


May 29—June 3, annual convention, American Association 
on Mental Deficiency, Dallas. Contact AAMD, 5101 Wis- 
consin Ave., N.W., Washington, DC 20016. 


UNE 


June 1-4, biennial meeting, National League for Nursing, 
Philadelphia. Margaret E. Walsh, CAE, Executive Director, 
10 Columbus Circle, New York, NY 10019, 212-582-1022. 


June 9—12, annual meeting, American Association of Neure 

pathologists, St. Louis, Mo. Michael Noe! Hart, M.D.. 
Secretary-Treasurer, Department of Pathology, University «. 

Iowa Hospitals end Clinics, Iowa City, IA 52242, 319-35. 

3429. 


June 12-15, anrual meeting, National Congress of Parem ; 
and Teachers, Albuquerque, N.M. Dr. Ronald L. Smit ', 
Executive Director, 700 North Rush St., Chicago, IL 6061 :, 
312-787-0977. 


June 12-15, annual meeting, Committee on Problems :* 
Drug Dependence, Inc., Lexington, Ky. Joseph Cochi'. 
Ph.D., Executive Director, Department of Paarmacolog . 
Boston University School of Medicine, 80 East Concord S, 
Boston, MA 02118, 617-247-6245. 


June 19—23, House of Delegates meeting, American Medic. | 
Association, Ch:cago. Contact AMA, 535 North Dearbo 1 
St., Chicago, IL 60610, 312-751-6000. 


JULY i 


July 3—6, International Congress of Family Therapy, Isr: cl 
Association for Marital and Family Therapy and Family L 'e 
Education, Tel Aviv, Israel. Contact Secretariat, Box 50000, 
Tel Aviv 61500, Israel. 


July 5—7, annual meeting, Royal College of Psychiatrists, 
London. Natalie Cobbing, Executive Director, 17 Belgrave 
Square, London, SW1X 8PG, United Kingdom; 01-235- 
2351-5. 


July 8—10, 1st International Congress on Pre and Peri-Na. i 
Psychology, Toronto. Contact Irene Leps, Conferer.e 
Office, Ontario Institute for Studies in Education, 252 
Bloor St. W., Toronto, Ontario MSS 1V6, Canada; 416-9; 3- 
6641. 


July 11—16, VII World Congress of Psychiatry, World Psyc'i- 
atric Association and the Austrian Society of Neurology avd 
Psychiatry, Vienna. Contact Congress Team Internation 'l, 
Box 9, A-1095, Vienna, Austria. 


July 12-16, annual conference, National Society for CF l- 
dren and Adults with Autism, Salt Lake City. Contact 
NSAC, Frank Warren, Suite 1017, 1234 Massachusetts Ave., 
N.W., Washington, DC 20005-4599; 202-783-0125. 


July 23-28, World Mental Health Congress, Washingtona, 
D.C. Contact World Federation for Mental Health, Secret. ;i- 
at #107-2352, Health Sciences Mall, University of 
British Columbia, Vancouver, British Columbia V6T 1\ 5, 
Canada. 


July 28—Augus: 4, annual meeting, American Bar Associa- 
tion, Atlanta. Thomas H. Gonser, Executive Director, 1155 
E. 60th St., Ch:cago, IL 60637; 312-947-4000. 
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A mise rapid onset ® VEG Nee 
action than with | and alow incidence 
amitriptyline or imipramine of anticholinergic effects 


Major symptom improvement within 4—7 days has Less than 1% incidence of hypertension, syn- 

been common. In over 80% of responsive patients, cope, or tachycardia was seen in 11 years of 

improvement occurs within two weeks. clinical trials. This finding is generally supported 
by broader clinical experience. Anticholinergic 


Rapid relief of anxiety effects were infrequent: dry mouth (14%), 


constipation (12%), and blurred vision (/%). 


9f agitation associated Sees te: are not recom for use 
with depression uring the acute recovery phase following myo- 


cardial infarction. Rarely, extrapyramidal! side 
effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 

to treatment with amoxapine. 


Asendin 


A NEW THERAPEUTIC STANDARD... 
OVER 1 MILLION PRESCRIPTIONS 


ALREADY FILLED* 


*Data from National Preseription 
Audit, IMS America, Ltd. 


See ASENDIN prescribing information on next page for indications, warnings. precautions and for 
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VA Depot: NSN 6505-01-111-3195A 50 mg.—(100' s) NSN 6505-61-111-3194A 100 mg. —(100's) 
DESCRIPTION 

ASENDIN amoxapine is an antidepressant of the dibenzoxazepine Class. chemically distinct from 
the dibenzazepines. dibenzocycloheptenes, and dibenzoxepines. 

It 1s designated chemically as 2-chloro- 11 -(1- iperazinyl)dibenz-[b.t] [1,4]oxazepine. The molecu- 
lar weight is 313.8. The empirical formula is Ciz Hie CENSO. 

ASENDIN is supplied for oral administration as 25 mg, 50 mg. 100 mg. and 150 mg tablets. 
CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its action. The mechanism of its 
clinecal action in man is not well understood. In animals, amoxapine reduced the uptake of norepi- 
nephrine and serotonin and blocked the response of dopamine receptors to dopamine. Amoxapine 
is not a monoamine oxidase inhibitor. 

ASENDIN 1s absorbed rapidly and reaches peak blood levels approximately 90 minutes after inges- 
tion. itis almost completely metabotized. The main route of excretion is the kidney. in vitro tests 
show that amoxapine binding to human serum is approximately 90%. 

in man, amoxapine serum concentration declines with a half-life of eight hours. However, the major 
metabolite. 8-hydroxyamoxapine, has a biologic half-life of 30 hours Metabolites are excreted in 
the urine in conjugated form as glucuronides. 

Clinical studies have demonstrated that ASENDIN has a more rapid onset of action than either ami- 
triptyline or imipramine. The inital clinical effect may occur within four to seven days and occurs 
within two weeks in over 80% of responders. 

INDICATIONS AND USAGE 

ASENDIN is indicated for the reliet of symptoms of depression in patients with neurotic or reactive 
depressive disorders a5 weil as endogenous and psychotic depressions. It is indicated for depres- 
sion accompanied by anxiety or agitation 

CONTRAINDICATIONS 

ASENDIN is contraindicated in patients who have shown prior hypersensitivity to dibenzoxazepine 
compounds. it should not be given concomitantly with monoamine oxidase inhibitors. Hyperpyretic 
crises. severe convulsions, and deaths have occurred in patients receiving tricyclic antidepressants 
and monoamine oxidase inhibitors Simultaneously. When it is desired to replace a Monoamine oxi- 
dase inhibitor with ASENDIN, a minimum of 14 days should be allowed to elapse after the former is 
discontinued ASENDIN should then be initiated cautiously with gradual increase in dosage until 
optimum response is achieved. The drug is not recommended for use during the acute recovery 
phase following myocardiai infarction 

WARNINGS 

ASENDIN should be used with caution in patients with a history cf urinary retention. angie-closure 
glaucoma or increased intraocular pressure. Patients with cardiovascular disorders should be 
watched closely. Tricyclic antidepressant drugs. particularly when given in high doses, can induce 
sinus tachycardia, changes in conduction time, and arrhythmias Myocardial infarction and stroke 
have been reported with drugs of this class 

Extreme caution should be used in treating patients with a history of convulsive disorder or those 
with overt or latent seizure disorders 

PRECAUTIONS 

General: in prescribing the drug it should De borne im mind that the possibility of suicide is inherent 
in any severe depression, and persists until a significant remission occurs; the drug should be dis- 
pensed in the smailest suitable amount Manic depressive patients may experience a shift to the 
manic phase. Schizophrenic patients may develop increased symptoms of psychosis. patients with 
paranoid symptomatology may have an exaggeration of such symptoms. This may require reduc- 
tion of dosage or the addition of a major tranquilizer to the therapeutic regimen. Antidepressant 
drugs can cause skin rashes and/or “drug fever” in susceptible individuals. These allergic reactions 
may. in rare cases, be severe. They are more likely to occur during the first few days of treatment. 
but may also occur later. ASENDIN should be discontinued if rash and/or fever develop. Amoxapine 
possesses a degree of dopamine-biocking activity which may cause extrapyramidal symptoms in 

«< t% of patients. Rarely, symptoms indicative of tardive dyskinesia have been reported. possibly 
related to treatment with amoxapine. 

Information for the patient. Patients should be warned of the possibility of drowsiness that may 
impair performance ot potentially hazardous tasks such as driving an automobile or operating 
machinery 

Drug interactions. See " Contraindications" about concurrent usage of Iricyclic antidepressants and 
monoamine oxidase inhibitors. Paralytic deus may occur in patients taking tricyclic antidepressants 
in combination with anticholinergic drugs ASENDIN may enhance the response to aicohoi and the 
effects of barbiturates and other CNS depressants 

Therapeutic interactions Concurrent administration with electroshock therapy may increase the 
hazards associated with such therapy 

Carcinogenesis. impairment of fertility. in a 21-month toxicity study at three dose levels in rats, 
pancreatic istet cell hyperplasia occurred with slightly increased incidence at doses 5-10 times the 
human dose Pancreatic adenocarcinoma was detected in low incidence in the mid-dose group only, 
and may possibly have resulted from endocrine-mediated organ hyperfunction. The significance of 
these findings to man is not known. 

Treatment of male rats with 5-10 times the human dose resulted in a slight decrease in the number 
of fertile matings. Female rats receiving oral doses within the therapeutic range displayed a reversi- 
ble increase in estrous cycie length. 

Pregnancy Pregnancy categary C. Studies performed in mice, rats, and rabbits have demonstratec 
no evidence of teratogenic effect due to ASENDIN. Embryotoxicity was Seen in rats and rabbits 
given oral doses approximating the human dose. Fetotoxic effects (intrauterine death. stillbirth, 
decreased birth weight) were seen in animals studied at ora! doses 3-10 times the human dose. 
Decreased postnatal survival (between days 0-4} was demonstrated in the offspring of rats at 5- 
10 times the human dose. There are no adequate and weil controlled studies iri pregnant women 
ASENDIN should be used during pregnancy only if the potential benefit justifies the potential risk to 
the fetus. 

Nursing mothers. ASENDIN. like many other systemic drugs. is excreted in human milk. Because 
effects of the drug on infants are unknown. caution should be exercised when ASENDIN is admin- 
istered to nursing women 

Pediatric use: Safety and effectiveness in children below the age 0f 16 have not been established. 
ADVERSE REACTIONS 

Adverse reactions reported in controlled studies in the United States are categorized with respect 
to incidence below. Following this :s a listing of reactions known to occur with other antidepressant 
drugs of this class but not reported to date with ASENDIN. 

INCIDENCE GREATER THAN 1% 

The most frequent types of adverse reactions occurring with ASENDIN in controlled chmcal trials 
were sedative and anticholinergic these included drowsiness (1499), dry mouth (14%), constipa- 
tion (12%). and blurred vision (7*3) 

Less frequently reported reactions were 

CNS and Neuromuscular-—anxiety. insomnia, restlessness. nervousness, palpitations, tremors. 
confusion. excitement, nightmares, ataxia, alterations in EEG patterns. 

Allergic--- edema 

Gastrointestinal-— nausea 

Üther— dizziness, headache. fatigue. weakness. excessive appetite, increased perspiration. 
INCIDENCE LESS THAN 1% 

Antichobinergic— disturbances of accommodation. mydriasis. delayed micturition, urinary reten- 
hon, nasal stuffiness. 

Cardiovascular —hypotension, hypertension, Syncope. tachycardia, l 

Alergie—dtug tever with skin rash, photosensitization. pruritus. rarely vasculitis. 
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CNS and Neuromuscular —tnghing. paresthesias of the extremities. tinmtus. disonentation, Sei- 
zures. hypomania. numbness. mcoordiation disturbed concentration, extrapyramidal symptoms. 
including. rarely, tardive dyskinesia. 
Hemaiologic-~ieukopenia. 
Gastrointestinal- epigastric distress, vomiting, flatulence. abdominal pain, peculiar taste, 
diarrhea. 
Endocrine— increased or decreased libido, impotence. menstrual itrequiarity, breast enlargement 
and galactorrhea in the temale. 
Other--lacrimation. weight gain or loss. altered liver function 
DRUG RELATIONSHIP UNKNOWN 
The loliowing reactions have been reported very rarely, and occurred under uncontrolled circum- 
stances where a drug relationship was difficult to assess These observations are listed to serve as 
alerting information to physicians. 
Allergic-—urticaria and petectiae 
Anticholinergic—~paralytic deus. 
Cardiovascular— atrial arrhythmias (including atrial fibrillation), myocardial infarction, stroke, 
heart block 
CNS and Neuromuscular— hallucinatioss, nightmares. 
Hematoiogic—- thrombocytopenia. purpura 
Gastromtestinal— parotid swelling. 
Endocrine— change in blood glucose levels 
Other—pancreatitis. hepatitis, jaundice, urinary frequency. testicular swelling. anorexia. 
ADDITIONAL ADVERSE REACTIONS 
ee ae reactions have been repo ted with other antidepressant G:ugs, but not with 
ASENDIN 
Anticholinergic-—sublingual adenitis. dilation ol the urinary tract. 
CNS and Neuromuscular—delusions. syndrome of inappropriate ADH secretion. 
Hematologic-— agranulocytosis, eosimoohihia. 
BGastromtestinal--- stomatitis. black tongue 
Endocrine- gynecomastia 
Other— alopecia. 
OVERDOSAGE 
Signs and Symptoms 
initial toxic manifestations of ASENDIN overdosage typically are CNS effects. delirium, lethargy 
with diminished deep tendon reflexes. and-or seizures Cardiovascular effects. when they occur. 
are usually limited to sinus tachycardia and transient minor EKG changes. Serious hypotension, 
hypertension, or cardiac arrhythmias are rare. Respiratory acidosis may develop following 
repeated seizures, and metabolic acidosis has been reported 
important 
Renal impairment may develop three to five days after substantial overcosage in patients who may 
appear otherwise recovered. Oliguria. hematuria. and renai failure have been reported. Tubular 
necrosis and rhabdomyolysis with myoglobinuria may also occur in such cases. Treatment is the 
same as that for nondrug-induced rena dysfunction. In a limited series of cases of renal failure fol- 
lowing overdosage. 70% have recovered with appropriate treatment 
In general, treatment of overdosage must be symptomatic and supportive. if the patient is Cons- 
cious. induced emesis followed by gastric lavage with appropriate precautions to prevent pulmo- 
nary aspiration should be accomplished as soon as possible Following lavage. activated charcoal 
may be administered to reduce absorption An adequate airway should 5e established in comatose 
patients and assisted ventilation instituted if necessary. Convulsions, snouid they occur, may 
respond to standard anticonvulsant therapy. however, barbiturates may potentiate any respiratory 
depression. Specific treatment should 5e guided by the predominant symptoms which may suggest 
use of a particular pharmacologic agent. For example, the slow intravenous administration of phy- 
sastigmine salicylate has been reported to reverse most of the serious cardiovascular and CNS 
effects of overdosage with tricyclic antidepressants, such as cardiac arrhythmias and convulsions 
iAvoid rapid injection to reduce the possibility of physostigmine-induced convulsions) Convul- 
sions may also be treated with intraver ous diazepam. Acidosis may be treated by cautious intrave- 
nous administration of sodium bicarbonate. 
A patient who has ingested a toxic overdose of à tricyclic antidepressart may remain medically and 
psychiatrically unstable for several days due to sustained excessive drug levels. Unexpected car- 
diac deaths have occurred up to six days post-overdose with other antidepressants. The QRS inter- 
val of the electrocardiogram appears a reliable correlate ol the severity of overdosage. If the QRS 
interval exceeds 100 milliseconds anytime during the first 24 hours after overdose, cardiac tunc- 
tion should be continually monitored fcr five or six days. (Prolongation of the QRS interval beyond 
100 milliseconds has not been reported with ASENDIN overdosage, and there have been no deaths 
due to primary cardiac toxicity } 
The smallest estimated lethal overdose reported has been 2.6 grams @n the other hand, some 
patients have survived much larger overdoses Age and physical condition of the patient, concomi- 
tant ingestion of other drugs. and especially the interval between drug ingestion and initiation of 
emergency treatment, are important determining factors in the probability of survival 
DOSAGE AND ADMINISTRATION 
Effective dosage of ASENDIN may vary from one patient to another. Usual effective dosage is 
200 mg to 300 mg daily. Three weeks constitutes an adequate period of trial providing dosage has 
reached 300 mg daily (or lower level o tolerance) tor at least two weeks. Hf no response IS seen at 
300 mg. dosage may be increased, depending upon tolerance. up to 480 mg daily. Hospitalized 
patients who have been refractory to antidepressant therapy and who have no history of convulsive 
seizures may have dosage raised cautiously up to 600 mg daily in divided doses 
ASENDIN may be given in a single daily dose, not to exceed 300 mg, creferably at bedtime. If the 
total daily dosage exceeds 300 mg. it should be given in divided doses. 
initial Dosage for Adults: Usual starting dosage is 50 mg two or three times daily. Depending upon 
tolerance, dosage may be increased to 100 mg two or three times daily by the end of the first week. 
(initial dosage of 300 mg daily may be given. but notable sedation may Occur in some patients dur- 
ing the first few days of therapy at this level ) increases above 300 mg daily should be made only if 
300 mg daily has been ineffective during a trial period of at least two weeks When effective dosage 
is established. the drug may be given in a single dose (not to exceed 390 mg) at bedtime. 
Eiderly Patients: in general, lower dosages are recommended tor these patients. Recommended 
starting dosage of ASENDIN is 25 mg two or three times daily. H no intolerance is observed, dos- 
e may be increased by the end of the first week to 50 mg two or three times daily. Although 100- 
150 mg daily may be adequate for many elderly patients, some may recurre higher dosage. Caretul 
increases up to 300 mg daily are indicated in such cases. 
Once an effective dosage is established. ASENDIN may conveniently he given in a single bedtime 
dose, not to exceed 300 mg. 
Maintenance. Recommended maintenance dosage of ASENDIN is the ‘ewest dose that will maintain 
remission. tf symptoms reappear. dosage should be increased to the earlier level until they are 
controled. 
For maintenance therapy at dosages of 300 mg or less, a single dase a bedtime is recommended. 
HOW SUPPLIED 
ASENDIN Amoxapine Tablets are supp ied as follows: 
25 mg-— white, heptagon-shaped tablets. engraved on one side with Li above 25 and with Aig on 
the other scored side. 

(Product No. NDC 0005-5389-23)-~ bottles of 100. 
50 mg-~orange. heptagon-shaped tablets. engraved on one side with LL above 50 and with A15 on 
the other scored side. 

iProduct No. NDC 0005-5390-23) — bottles at 100 

(Product No. NDC 0005-5390-31)— bottles of 500 

(Product No. NDC 0005-5390-60)— 10 x 10 Unit Dose 7 
100 mg—Blue, heptagon-shaped tablets, engraved on one side with Li above 100 and with A17 on 
the other scored side. l 

(Product No. NOC 0005-5391-23) — bottles of 100 

(Product No. NDC 0005-5391-60)— 10 x 10 Unit Dose 
150 mg— Peach, heptagon-shaped tatiets, engraved on one side with LL above 150 and with A18 
on the other scored side. 

(Product No. NDC 0005-5392-38)— bottles of 30. 

Store at Controlied Room Temperature 15- 30'C (59- B6'F) 
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The "Burnout" Syndrom 


Burnout, which emerged as a recog- 
nized medical syndrome some ten years 
ago. is characterized by exhaustion on 
all levels — physical, emotional and atti- 
tudinal. Research has shown that both 
physicians and pharmacists are more 
prone than the general public to stress 
and burnout because of heavy profes- 
sional and emotional demands intrinsic 
to their occupations. Failure to recog- 
nize the insidious signs of impending 
burnout and to take the steps neces- 
sary to alleviate the high level of contin- 
ual pressures may culminate in 
impaired performance, fatigue, insom- 
nia, depression, increased susceptibil- 
ity to physical illnesses, alcoholism, 
chemical addiction and even suicide. '? 

The following quick self-test devel- 
oped by an Atlanta psychiatrist, Dr. 
Alfred Messer,’ will help you determine 
if you have the symptoms often asso- 
ciated with an impending burnout 
syndrome. 

Of course, everyone experiences 
one or more of these symptoms at one 
time or another, and usually they will 
pass, but "warning signals should not 
be ignored’ says psychiatrist Dr. 
Charles Carluccio, who is involved in 
his hospital's stress-related disorder 
center.’ 
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If you would like further informa- 
tion on the "burnout" syndrome in the 
health-care professional, causes and 
management, ask your Roche repre- 
sentative or write to me: Bruce H. 
Medd. M.D., Assistant Vice President 
and Director, Professional and Market- 
ing Services, Roche Laboratories, Divi- 
sion of Hoffmann-La Roche Inc.. Nu tley, 
New Jersey 07110. 


Roche Laboratories 
Division of Hoffmann-La Roche Inc. 
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Prolixin 


Fluphenazine 


STABILIZE , 


continue therapy. 


preferably by the $% 


oral route, for smooth 
continued control 
with 

Prolixin’ Tablets 
Fluphenazine Hydrochloride 
Tablets USP 

Prolixin’ Elixir 
Fluphenazine Hydrochloride 
Elixir USP 


See following page for brief summaries. 


MAINTAIN 


your noncompliant patient 


with Prolixin Decanoate 
(Fluphenazine Decanoate Injection) 


long-acting therapy for 
long-term maintenance 


© 660 


your compliant patient 


with Prolixin' Tablets 
(Fluphenazine Hydrochloride Tablets USF 


short-acting therapy for 
long-term maintenance 


SQUIBB 





PROLIXIN® 

Fluphenazine Hydrochioride 

TABLETS/ELIXIR/INJECTION 

Prolixin Tablets (Fluphenazine Hydrochioride Tablets USP} provide 1, 2.5, 5, or 10 mg fluphena- 
zine hydrochloride per tablet. Prolixin 2.5, 5, and 10 mg tablets contain FD&C Yellow No. 5 
(tartrazine). Prolixin Elixir (Fluphenazine Hydrochloride Elixir USP) provides 0.5 mg fluphenazine 
hydrochloride per mi (2.5 mg per 5 mi teaspoonful) with 14% alcohol by volume. Prolixin Injec- 
tion (Fluphenazine Hydrochloride Injection USP) provides 2.5 mg fluphenazine hydrochloride per 
ml; it contains 0.1% methylparaben and 0.01% propylparaben as preservatives. 


CONTRAINDICATIONS: In presence of suspected or established subcortical brain damage. In... - 


patients who have a blood dyscrasia or liver damage, or who are receiving large doses of 
hypnotics, or who are comatose or severely depressed. in patients who have shown hypersen- 
sitivity to fluphenazine; cross-sensitvity to phenothiazine derivatives may OCCUT. 


WARNINGS: Menta! and physical abilities required for driving a car or operating heavy 
machinery may be impaired by use of this drug. Potentiation of effects of alcohol may occur 
Safety and efficacy in children have not been established because of inadequate experience in 
use in children. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards against potential benefits if administering this drug to pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of the possibility of cross- 
sensitivity. Prolixin Tablets (Fiuphenazine Hydrochioride Tablets USP) 2.5, 5, and 10 mg contain 
FD&C Yellow No. 5 (tartrazine) which may cause allergic-type reactions (including bronchiai 
asthma) in certain susceptible individuals. Although the overall incidence cf FD&C Yellow No. 5 
(tartrazine) sensitivity in the general population is low, ít is frequently seen in patients who also 
have aspirin hypersensitivity. When psychotic patients on large doses of a phenothiazine drug 
are to undergo surgery, hypotensive phenomena should be watched for; less anesthetics or 
central nervous system depressants may be required. Because of added anticholinergic effects, 
fiuphenazine may potentiate the effects of atropine. 

Use fluphenazine cautiously in patients exposed to extreme heat or phosphorus insecticides; 
in patients with a history of convuls:ve disorders since grand mal convulsions have occurred: 
and in patients with specia! medica’ disorders such as mitral insufficiency or other cardio- 
vascular diseases, and pheochromocytoma, Bear in mind that with prolonged therapy there is 
the possibility of liver damage, pigmentary retinopathy, ienticular and corneal deposits, and 
development of irreversible dyskinesia. 

Neuroleptic drugs elevate prolactin levels, the elevation persists during chronic administra- 
tion. Tissue culture experiments incicate that approximately one-third of human breast Cancers 
are prolactin dependent in vitro, a factor of potentíal importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast Cancer. Aithough distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An 
increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, how- 
ever, have shown an association between chronic administration of these drugs and mammary 
tumorigenesis; the available evidence Is considered too limited to be conclusive at this time 

Periodic checking of hepatic anc renal functions and blood picture should be done. Monitor 
renal tunction of patients on long-term therapy; if BUN becomes abnormai, discontinue 
fiuphenazine. "Silent pneumonias” are possible. 

Abrupt Withdrawal: in general, phenothiazines do not produce psychic dependence. 
However, gastritis, nausea and vomiting, dizziness, and tremulousness have been reported 
foilowing abrupt cessation of high dose therapy, reports suggest that these symptoms can be 
reduced if concomitant antiparkinsonian agents are continued for several weeks after the 
phenothiazine is withdrawn. 


ADVERSE REACTIONS: Central Nervous System — Extrapyramidal symptoms are most fre- 
quently reported. Most often these symptoms are reversible, but they may be persistent. Thay 
include pseudoparkinsonism. dystonia, dyskinesia, akathisia, oculogyric crises, opisthotonos, 
hyperretiexia. The incidence and severity of such reactions will depend more on individual 
patient sensitivity, but dosage level and patient age are also determinants As these reactions 
may be alarming, the patient should be forewarned and reassured. These reactions can usually 
be controlled by administration of an anti-parkinsonian drug such as benztropine mesylate and 
by subsequent reduction in dosage 

Persistent Tardive Dyskinesia: As with a! antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or may Occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially females, on 
high dosages. The syndrome is characterized by rhythmical involuntary movements of tongue, 
face. mouth. or jaw (@.g.. protrusion of tongue, puffing of cheeks, ouckering of mouth, chewing 
movements} and may be accompanied by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are not alleviated by 
antiparkinsonism agents. If the symptoms appear, discontinuation of all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstituted. or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicular movements cf the 
tongue may be an early sign of the syndrome which may not develop if medication is stoppad at 
that time. 

Phenothiazine derivatives have been known fo cause restiessness, excitement. or bizarre 
dreams; reactivation or aggravation of psychotic processes May be encountered. if drowsiness 
or lethargy occur, the dosage may need to be reduced. Dosages, far in excess of the 
recommended amounts, may induce a catatonic like state. 

Autonomic Nervous System — Hypertension and fluctuations in blood pressure have been 
reported. Aithough hypotension 1$ rarely a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deticiency such as mitral insufficiency 
appear to be particularly prone to this reaction and should be observed carefully. Supportive 
measures including intravenous vasopressor drugs shouid be instituted immediately should 
severe hypotension occur. Levarterenot Bitartrate Injection is the most suitable drug. 
epinephrine should not be used since phenothiazine derivatives have been found to reverse its 
action. Nausea. loss of appetite, salivation, polyuria, perspiration, dry mouth, headache anc 
constipation may occur. Reducing of temporarily discontinuing the dosage will usually controi 
these effects. Blurred vision, glaucoma, bladder paralysis, fecai impaction, paralytic ileus, 
tachycardia, ot nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema, abnormal lactation, 
gynecomastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occurred I some patients on phenothiazine therapy. 

Allergic Reactions — itching, erythema, urticaria, seborrhea, photosensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphylactoid 
reactions should be borne in mind 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic or 
nonthrombocytopenic purpura, eosinophilia, and pancytopenia have beer observed with 
phenothiazines. If soreness of the mouth. gums or throat or any symptoms of upper respiratory 
infection occur and confirmatory leukocyte count indicates cellular depression, therapy should 
be discontinued and other appropriate measures instituted immediately, 

Hepatic — Liver damage manifested by cholestatic jaundice. particularly during the first 
months of therapy, may occur; treatment should be discontinued. A cephalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no Clinical evidence of liver damage. 

Others — Sudden deaths have been reported in hospitalized patients on phenothiazines. 
Previous brain damage or seizures may be predisposing factors. High doses should be avoided 
in known seizure patients. Shortly before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulrninating pneumonia Of 
pneumonitis, aspiration of gastric contents, of intramyocardial lesions. Although not à general 
feature of fluphenazine, potentiation of central nervous system depressants such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic iupus erythematosus-ike syndrome, hypotension severe enough to cause fata: 
cardiac arrest, altered electrocardiographic and electroencephalographic tracings, aitered 
cetebrospinal fluid proteins, cerebral edema, asthma, laryngeai edema, and angioneurotic 
edema; with long-term use, skin pigmentation and lenticular and corneal opacities have 
occurred with phenothiazines. 

For full prescribing information. consult package inserts. 


HOW SUPPLIED: Tablets— 1 mg in bottles of 50 and 500; 2.5 mg and 5 mg in bottles of 59 and 


500 and in Unimatic® cartons of 100; 10 mg in bottles of 50 and 500. Elixir —in bottles of 473 mi 


(1 pint) and in 60 mi dropper-assembly botties with dropper calibrated at 0.5 mt (0.25 mg), 1 mi 
(0.5 mg), 1.5 ml (0.75 mg), and 2 mt (1 mig). injection —in multipie-dose vials of 10 mi 


PROLIXIN DECANOATE* 
Fluphenazine Decanoate injection 


Prolixin Decanoate (Fluphenazine Deca roate Injection) provides 25 mg tiuphenazine decanoate 
per mi in a sesame oil vehicie with 1.2% (wiv) benzyl alcohol as a preservative. 


CONTRAINDICATIONS: in presence of suspected or established subcortical brain damage. In 
patients who have a blood dyscrasia or liver damage. Of who are receiving large doses of 
hypnotics, or who are comatose or severely depressed. in patients who have shown hypersensi- 
tivity to fluphenazine, cross-sensitivity to phenothiazine derivatives May OCCUT. 

Not intended for use in children under 12. 


WARNINGS: Menta! and physical abilit.es required for driving a Car Cr operating heavy 
machinery may be impaired by use of this drug. Physicians should be alert to the possibility that 
severe adverse reactions may occur which require immediate medica: attention. Potentation of 
effects of alcohol may occur. Safety and efficacy in children have not been established 2ecause 
of inadequate experience in use in chilcren. 

Usage in Pregnancy: Safety for use during pregnancy has not been established; weigh 
possible hazards against potential benefits if administering this drug tc pregnant patients. 


PRECAUTIONS: Caution must be exercised if another phenothiazine compound caused choles- 
tatic jaundice, dermatoses or other allergic reactions because of the possibility of cross- 
sensitivity. When psychotic patients on large doses of a phenothiazine drug are to unde'go 
surgery, hypotensive phenomena should be watched for; less anesthetics or central nervous 
system depressants may be required. Because of added anticholinerge effects, flupherazine 
may potentiate the effects of atropine. 

Use fluphenazine decanoate cautiously in patients exposed to extreme heat or phosphorus 
insecticides; in patients with a history ct convulsive disorders since grand mal convuisions have 
occurred; and in patients with special medica! disorders such as mitral insufficiency or other 
cardiovascular diseases, and pheochromocytoma, Bear in mind that vith prolonged therapy 
there is the possibility of liver damage, 2igmentary retinopathy, lenticwar and corneal deposits, 
and development ot irreversible dyskinesia. 

Fiuphenazine decanoate should be administered under the direction of a physician experi. 
enced in the clinical use of psychotropiz drugs. Periodic checking of hepatic and renal tunctions 
and blood picture should be done. Renai tunction of patients on long-:erm therapy shouid be 
monitored; if BUN becomes abnormal, treatment should be discontinued. "Silent pneumonias” 
are possible. 

Neuroleptic drugs elevate prolactin lavets; the elevation persists during chronic administra: 
tion, Tissue culture experiments indicate that approximately one-thitc of human breast cancers 
are prolactin dependent in vitro, a factcr of potential importance if the prescription of these 
drugs is contemplated in à patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrnea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is unknown for most patients. An in- 
crease in mammary neoplasms has been found in rodents after chronic administration of neuro- 
leptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, however, have 
shown an association between chronic administration of these drugs and mammary 
tumorigenesis: the available evidence ts considered too limited to be conclusive at thís time 


ADVERSE REACTIONS: Central Nervous System — Extrapyramidal symptoms are most tre- 
quently reported. Most often these Syrr ploms are reversible, but they may be persistent, They 
include pseudoparkinsonism, dystonia, dyskinesia, akathisia, oculogyhc crises, opisthotonos, 
hyperreflexia. Muscle rigidity sometimes accompanied by hypertherrria has been reported 
following use of fluphenazine decanoate. One can expect a higher incidence of such reactions 
with fluphenazine decanoate than with less potent piperazine derivatives or straight-chain pheno- 
thiazines. The incidence and severity will depend more on individua! patient sensitivity, but 
dosage level and patient age are also determinants. As these reactions may be alarming, the 
patient should be forewarned and reassured. These reactions can usually be controlled by 
administration of an antiparkinsonian drug such as benztropine mesylate and by subsequent 
reduction in dosage. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents, persistent and sometimes 
irreversible tardive dyskinesia may appear in some patients on long-term therapy or mey occur 
after discontinuation of drug. The risk seems greater in elderly patients, especially temales, on 
high dosages. The syndrome iS characterized by rhythmical involuntary movements of tongue, 
face, mouth, or jaw (e.g., protrusion of tongue, puffing of cheeks, pucxering of mouth, chewing 
movements) and may be accompaniec by involuntary movements of extremities. There is no 
known effective therapy for tardive dyskinesia; usually the symptoms are not alleviated by 
antiparkinsonism agents. If the symptoms appear, discontinuation of all antipsychotic agents is 
suggested. The syndrome may be masked if treatment is reinstitutec, or drug dosage increased, 
or a different antipsychotic agent used. Reports are that fine vermicu:ar movements of the 
tongue may be an early sign of the syndrome which may not develop if medication is stopped at 
that fime, 

phenothiazine derivatives have been known fo cause restlessness, excitement, or bizarre 
dreams. reactivation or aggravation of psychotic processes May be encountered. If drowsiness 
or lethargy occur, the dosage may need to be reduced. Dosages, far :n excess of the recom: 
mended amounts, may induce a catatonic ike state 

Autonomic Nervous System — Hypertension and fiuctuations in blood pressure have been 
reported. Although hypotension is rare y a problem, patients with pheochromocytoma, cerebral 
vascular or renal insufficiency or severe cardiac reserve deficiency such as mitral insufficiency 
appear to be particularly prone to this "eaction and should be observed carefully Supportive 
measures including intravenous vasopressor drugs should be instituted immediately should 
severe hypotension occur; Levarterenot Bitartrate Injection is the most suitable drug, eoineph: 
rine should not be used since phenoth azine derivatives have been found to reverse ifs action. 
Nausea, loss of appetite, salvation, polyuria, perspiration, dry mouth, headache and constipation 
may occur. Reducing or temporarily discontinuing the dosage will usually control these eitects. 
Blurred vision, glaucoma, bladder parélysis, fecal impaction, paralytic ileus, tachycardia, or 
nasal congestion have occurred in some patients on phenothiazine derivatives. 

Metabolic and Endocrine — Weight change, peripheral edema. abnormal lactation, gyneco- 
mastia, menstrual irregularities, false results on pregnancy tests, impotency in men and 
increased libido in women have occur ed in some patients on phenothiazine therapy. 

Allergic Reactions —Wching, erythema, utticana, seborrhea, photosensitivity, eczema and 
exfoliative dermatitis have been reported with phenothiazines. The possibility of anaphvlactoid 
reactions should be borne in mind. 

Hematologic — Blood dyscrasias including leukopenia, agranulocytosis, thrombocytopenic Of 
nonthrombocytopenic purpura, eosinonhilia, and pancytopenia have been observed with pheno- 
thiazines. If soreness of the mouth, gums or throat or any symptoms of upper respiratory miec- 
tion occur and confirmatory leukocyte count indicates cellular depression, therapy should be 
discontinued and other appropriate measures instituted immediately. 

Hepatic —Liver damage manifestec by cholestatic jaundice, particularly during the ‘irst 
months of therapy, may occur; treatment shouid be discontinued. A cephalin flocculation 
increase, sometimes accompanied by alterations in other liver function tests, has been reported 
in patients who have had no clinical evidence ot liver damage. 

Others — Sudden deaths have been reported in hospitalized patients on phenothiazines. Pre- 
vious brain damage or seizures may be predisposing factors. High doses should be avoided in 
known seizure patients. Shortly before death, several patients showed flare-ups of psychotic 
behavior patterns. Autopsy findings have usually revealed acute fulrenating pneumonia or 
pneumonitis, aspiration of gastric contents, or intramyocardial lesions. Although nol a general 
feature of fiuphenazine, potentiation of central nervous system depressants Such as opiates, 
analgesics, antihistamines, barbiturates, and alcohol may occur. 

Systemic lupus erythematosus-ike syndrome, hypotension severe enough to cause fatai 
cardiac arrest, altered electrocardiographic and electroencephalographic tracings, altered cere- 
brospinal fluid proteins, cerebral edema, asthma, laryngeal edema, and angioneurotic edema. 
with long-term use, skin pigmentation and lenticular and corneal opacities have occurred with 
phenothiazines. Local tissue reactions occur only rarely with injections of Huphenazine 
decanoate. 

For full prescribing information, cor. suit package insert. 

HOW SUPPLIED: 1 mi Unimatic* sir gie-dose preassembled syringes and carindge-reedie 
units and 5 mi vials. 
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"Imperia Ballroom A, 2nd Floor, Sheraton C entre 


The McLean Hospital Symposium 


Supported by a grantan-aid from CIBA Pharmaceutical Company 


Atypical 
Depressions 


Chairman and Moderator: 


Shervert H. Frazier, M.D. 
Professor of Psychiatry 
Harvard Medical School 
Psychiatrist-in-Chief 
McLean Hospital 


This program has been designed to meet the stated goal 
of Ads APA members-— clinical issues and practical 


applications of recent research findings. 


sunday, May 1, 1983: 11:00 a.m. to 2:00 p.m. 
imperial Ballroom A 
Sheraton Centre 


“Chronic Pain as a Variant of Depressive Dice 
Dietrich P. Blumer M.D. 
Chairman, Department of Psychiatry 
Henry Ford Hospital 
Clinical Pro'essor of Psychiatry 
University of Michigan Medical School 


"Psychotropic end of Atypical Depress 
Jonathan ©. Cole. MD. 
Lecturer in Psychiatry 
Harvard Medical School 
Co-Director Affective Disease Program 
McLean Hospital 


"Borderline Personality and Depressive Dice: 
John G. Gunderson. M.D. 
Director, Psychotherapy Program 
McLean Hospital 
Associate Professor of Psychiatry 
Harvard Medica! Schoo! 


“Affective | diness in Substance Abusers” 
Steven M. Mirim, M.D. 
Chief, Clinical Evaluation Service 
McLean Hospital 
Associate Professor of Psychiatry 
Harvard Medical School 


"Brain imaging in dc Depressions 
Alan F. Schatzberg. M 
Co-Director, Affective Disease Program 
McLean Hospital 
Associate Professor of Psychiatry 
Harvard Medical School 


Panel discussion to follow presentation of materie 


CME Credit 
As an organization accredited for continuing me 


tion, the American Psychiatric Association ce b iti p 
continuing medical education activity meets the : 

3 credit hours in Category 1 of the Physicians Fl 
Award in tye American Medical Association 
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The Wellcome Neuroleptic Assay Ki 


Wellcome Diagnostics is pleased to announce the 
availability of a new radioreceptor assay for assessing 
the in vitro potency of neuroleptic drugs — the 
WELLCOME NEUROLEPTIC ASSAY KIT. 


intended for research use only, and not for use in 
diagnostic procedures, this in vitro assay measures the 
dopamine receptor blocking activity of neuroleptic drugs 
and their pharmacologically active metabolites. The test 
is based on the competitive binding assay method 
descri bed by Creese and Snyder. Specifically, the test 
drug gj and H- -spiperone (spiroperidol) compete for bind- 
ing to dopamine receptors on calf caudate membranes. 
When the competitive reaction has approached comple- 
tion, receptor-bound neuroleptic drug is separated from 
that remaining unbound by centrifugation. 








To order the WELLCOME NEUROLEPTIC / 
cali 800-334-9332 (North Carolina, call collect 
3436) or to obtain technical informati on, plea 
334-8570 (in Nerth Carolina, call collect: 919. 
Ext. 4617). 
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Reference 1. Creese |, Snyder SH: A simple le and s 
radioreceptor assay for antischizophrenic drugs in bk 
Nature 270: 180, 1977. 
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Wellcome Diac 


A Divis.on of Burroughs Wel comet Co 
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Postulated Mode of Action 
The postulated mechanism of action 
is that Ludiomil acts primarily by 
blocking reuptake of norepinephrine 
at nerve endings. 


, ! impulse 
Unlike other antidepressants consid- 
ered to be norepinephrine reuptake 
blockers, Ludiomil exhibits inherent | 
anxiolytic effects. And, unlike : — A: mitochondria - 
amitriptyline, Ludiomil does not block 
reuptake of serotonin. 


norepinephrine 
storage 


serotonin 


serotonin 
release 
norepinephrin 
release 
serotonin 
reuptake 


blocking of 
norepinephrine 
reuptake 


norepinephrine 





Information for Contributors 





GENERAL POLICIES 


Manuscripts are accepted for consideration by the Ameri- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals." 


Copyright 


The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual’s duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in [include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require careful 
attention to the protection of a patient's anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient's characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers’ comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies she aiu be sabs : 


ted to John C. Nemiah, M.D., Editor, Amer an Journal 
Psychiatry, 1400 K St., N.W., Washington. >C 20005. 

correspondence will be sent to the first-nam s 2atho~ ur 
otherwise specified. Papers that are not acx zipanied b 
cover letter indicating that the paper is inter cd for publi: 
tion will not be reviewed until such a state n. ct is recen 


On a separate sheet include the names and m. hrg acdres 7 


of any authors who are not members of A2. ; they will 
sent a complimentary copy of the issue in wi -h ther ari 
appears. 

Authors will be notified of the receipt of t «i^ pener . 
the number assigned to it. This number mut be incl adex 
all further correspondence. It is imperative ‘ta. thc cc 
sponding author of submitted papers notity the Jor.rna 
changes of address, 


Prompt Publication Policy 


Papers submitted with the request for prcr »t pub :cat 
must meet stringent criteria of originality «> | Le of nc 
immediate importance. Authors must state For reasons 
wanting prompt publication in a cover lett» to the fdr: 
These papers are given priority in scheda vg; bow 
authors should be aware that the minimum ». cation t 
is 4 months. (This policy is automatic for è ! Clinical . 
Research Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal à1.^ts to anr . 


meeting papers. Authors may submit their pa ers betore 
annual meeting, but such papers cannot be subhsbed u 
after the meeting. All papers must be acc upand P: 
statement that they are in final form. T v +e papers 

subject to the same peer review as other pz vets aid m 
conform to the requirements for one of the t oes ol crt 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles 

These are usually overview articles tha: riag toger 
important information on a topic of gereel interest 


psychiatry. Authors who have ideas for su h artic'es 
advised to check with the Editor to ensure tnit a sim 


work is not in preparation. Special Articles r ay not exc.. 


7,500 words tno more than 25 doubles aced. page 
including a précis of no more than 100 wc: «, tabis, . 
figures) and may not have more than 10( cf. ror ces, 
Special Articles, including those written b> : vitation, 
given the same peer review as other articles 


Regular Articles and Brief Communication: 


The only difference between these two types ot paper 
length. Regular Articles contain no more thar 3.800 wor 


d 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 

Single case reports should be submitted as Clinical and 
Research Reports. 


Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain a maxi- 
mum of 1,300 words, including a précis of no more than 40 
words, no more than 1 table, and a maximum of 10 
references; figures may not be used. These articles present 1) 
new research findings, 2) data from pilot studies, 3) worth- 
while replication studies, and 4) case reports describing new 
syndromes or therapeutic interventions. Essays, program 
descriptions, and literature reviews do not meet the criteria 
for this section. Submissions that exceed 1,300 words or 
contain figures will be returned to the author. Papers will be 
published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of 500 words 
and $ references) will be considered if they include the 
notation *'for publication." The number of words should 
appear in the upper right corner. Letters critical of an article 
published in the Journal will automatically be sent to the 
authors for reply. Because of space limitations not all letters 
can be printed. The Journal will notify authors about the 
disposition of their letters but does not return those that are 
not published. All letters will be edited. Letters must be typed 
double-spaced throughout on 8'2x11 inch paper; two 
copies are required. Letters that do not meet these specifica- 
tions will be returned to the author for revision. 

Book Forum. Books for review may be sent to the Book 
Forum Editor, Nancy C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, 500 Newton Rd., Iowa City, IA 
52242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced through- 
out. Manuscripts must be typed in upper- and lowercase on 
one side only of 8!/2x11 inch nonerasable bond paper. All 
four margins must be 112 inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) précis, 3) text, 4) references, and 
5) tables and/or figures. All pages must be numbered. 


STYLE SPECIFICATIONS 
Title Page 
The number of words, tables, and figures in the paper and 


the telephone number of the corresponding author should be 
typed in the upper right corner. 
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Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors’ first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city, and state where the work was 
done. Include a full address for the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agency and grant number. Acknowl- 
edgment of individuals may be no longer than four typed 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country. 


Précis 


The précis, or short abstract, is a single paragraph no 
longer than 100 words for Special Articles, Regular Articles, 
and Brief Communications and no longer than 40 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text 


Authors should use the active voice and first person; 
headings and subheadings should be inserted at reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significant and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, "The analysis of 
variance indicated that those who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, df=3, 17, p«.05)." Reviewers will evalu- 
ate the appropriateness of the analysis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure) the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers! names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


Tables and Figures 


The Journal does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and fizure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and units of measurement should be 


specified. Consult recent issues of the Journal for format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-ready prints, and the author’s name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 3% inches. 


References 


References are numbered and listed by their order of 
appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent materi- 
al. Accuracy of citation is the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may be noted in text. It is the author's 
responsibility to obtain permission to refer to another indi- 
vidual's unpublished observations. Manuscripts that are 
actually “in press" may be cited as such in the reference list; 
the name of the journal or publisher must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as “et al." Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 


1. Stone AA: Mental Health and Law: A System in Transition. 
Rockville, Md, NIMH, 1975, pp 102—103 

2. Glick ID, Hargreaves WA, Drues J, et al: Short versus long 
hospitalization, a prospective controlled study, VII: two year 


follow-up results for nonschizophrenics. Arch Gen Psych. tr: 
34:314—320, 1977 

3. Rubinow DR, Post RM, Pickar D, et al: Relationship betr. sen 
urinary-free cortisol and CSF opiate binding activity i de 
pressed patients and normal volunteers. Psychiatry Researc». in 
press) 

4. McNamara JR (ed): Behavioral Approaches to Medicine. New 
York, Plenum Press, 1979 

5. Janowsky DS, Judd LL, Huey L, et al: Effects of naloxor. in 
normal, manic and schizophrenic patients: evidence for alh ia 
tion of manic symptoms, in Endorphins in Mental He dee 
Research. Edited by Usdin E, Bunney WE Jr, Kline NS. Sew 
York, Oxford University Press, 1979 

6. Smythe GA, Compton PJ, Lazarus L: Serotorinergic contr. | oc 
human growth hormone secretion: the actions of L-dopa ai J 2 
bromo-a-ergocryptine. Excerpta Medica International € on 
gress Series 381:222--235, 1976 


PROCESSING OF ACCEPTED MANUSCRIPTS 


Manuscripts are accepted with the understanding thar h« 
Editor and the editorial staff have the right to make revisions 
aimed at greater conciseness, clarity, and contormity v th 
Journal style. 

Accepted papers will be edited and sent to the first-na: ‘ed 
(or corresponding) author for corrections and answer: tc 
editorial queries. No galley proofs are sent to auth rs. 
Authors who will be away from their offices for a long per od 
or who change address after notification of accepte ‘cc 
should inform the Journal staff. 


PERMISSION TO REPRINT 


Written permission to reprint material published in ihe 
Journal must be secured from the APA DPub'ications Serv .es 
Division, 1400 K St., N.W., Washington, DC 20005; ther is 
usually a charge for such permission, except for nonpr fit 
classroom or library reserve use by instructors and edi ua- 
tional institutions or for authors who wish to reprint ti cir 
own material. Requests will be facilitated if accompanied oy 
written permission from the author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form ot 
reprints will be sent to the corresponding author be‘ore 
publication of the paper. Reprints are usually mailed abo.:: 6 
weeks after publication of the article. 











Take a closer look at these five exciting new releases from American 
Psychiatric Press, Inc. From practical, everyday resources to intriguing 
anthologies, these new publications for Spring 1983 are guaranteed to 


satisfy your professional needs. 


Madness and Government: 
Who Cares For the Mentally Ill? 
Henry A. Foley, Ph.D. and 

Steven S. Sharfstein, M.D. 

Madness and Government is an 
incisive analysis of the shifting roles of 
local, state and federal government in the 
treatment of the mentally ill in America. 


Contents 

e Who Cares for the Mentally Ill? * Learn- 
ing the Political Arts € Winning Federal 
Support for Community Mental Health 

* [Implementation and Transformation 

of the CMHC Program * Crossroads of 
Recommital and Reversal * The Choice 

is Ours 

May 1983, approx. 250 pages. 

#48-001-7 (Casebound) $19.95 


The Affective Disorders 
Edited by John M. Davis, M.D. and 
James W. Maas, M.D. 

A comprehensive review of the state of 
knowledge, The Affective Disorders is an 
anthology of current thinking and research, 
compiled from the Fall 1981 conference 
held at Brook Lodge, Kalamazoo, Michigan, 
attended by leaders in the field. 


Partial Table of Contents 

Part I: Nineteen Chapters on Symptom- 
atology, Etiology, and Epidemiology 

Part II: Sixteen Chapters on Clinical Man- 
agement and Psychopharmacology 

May 1983, approx. 500 pages. 

#48-002-5 (Casebound) $27.50 


Terrorism: Interdisciplinary 
Perspectives 

Edited by Burr Eichelman, M.D., Ph.D., 
David A. Soskis, M.D. and William H. 
Reid, M.D., M.P.H. 

Based on the work of the American 
Psychiatric Association's Task Force on the 
Psychiatric Aspects of Terrorism and Its Vic- 
tims, Terrorism is a collection of reports 
from professionals in the fields of psychiatry 
and law enforcement who have experienced 
terrorist events and developed philosophies 
and methods for dealing with them. The 
book provides a thorough examination of 
the role psychiatrists and other mental 
health professionals play in terrorist and 
hostage situations. 






Terrorism is divided into four sections: 
Ethical Issues, The Victim, Training Law 
Enforcement Personnel and Research in 
Terrorism. 

January 1983, 186 pages. 
#42-109-9 (Casebound) $22.50 


Lithium Encyclopedia for 

Clinical Practice 

James W. Jefferson, M.D., John H. Greist, 

M.D. and Deborah L. Ackerman, M.S. 
Organized alphabetically, the Lithium 

Encyclopedia includes extensive cross- 

referencing and a detailed index to assist 

readers in finding the information they 

need about specific clinical problems 

related to lithium use. 

May 1983, approx. 300 pages. 

#48-011-4 (Spiral bound) $19.50 


Biomedical Aspects of Depression and 
Its Treatment 
Ross J. Baldessarini, M.D. 

Psychiatrists, psychiatry and medical 
students, residents and other mental health 
practitioners will find Biomedical Aspects 
of Depresston an excellent update on new 
directions in the theory and management 
of manic and depressive iilnesses. 


January 1983. 163 pages. 
#48-004-1 (Casebound) $19.50 


Satisfaction Guaranteed 

Your satisfaction with all of our publi- 
cations is guaranteed. If, for any reason, a 
book does not meet your expectations, you 
can return it within 15 days. Your prepaid 
order will be fully and promptly refunded 
by the Press. Look for the American 
Psychiatric Press, Inc. imprint—it appears 
only on publications reflecting the highest 
professional standards. 


Order right from this page. 

Just clip and mail this coupon with 
your prepaid order to: 
American Psychiatric 
au suc Press, Inc. 
sychi. Bleule, Order Department 
esecmrremm 1400 K Street, N.W. 
Washington, D.C. 20005 


Orders over $35 can be charged by phone— 
1-800-368-5777 (in Washington, D.C., call 
797-4996) 


Practical to provocative- 


new titles from 
American 


Psychiatric Press 
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Please send me the following J-27-A 

publications: 

C] Madness and Government 
#48-001-7. ($19.95) 

O The Affective Disorders #48-002-5. 
($27.50) 

O Terrorism #42-109-9. ($22.50) 

O Lithium Encyclopedia 448-01 1-4. 
($19.50) 

O Biomedical Aspects cf Depression 
448-004-1. ($19.50) 

Amount of Order $a 

+ $1.50 shipping/handling$ 150 . 


Total Amount of Order $ 

All orders must be prepaid. 

O check enclosed 

Now you can charge your purchases over 
$35 on VISA or MasterCard! 

O VISA O MasterCard 


Charge Account Number 
Expiration Date 


Cardholder's 
Signature 


(month 


H 





Name 





Address 
City 
State Zip 


Prices effective Jan. 1, 1983 and subject 
tc change without notice. 








L .lI——— sc € — Á c — c Á ee i— a ee ee í— — ee 


if@eepressants, 
antipsychotics and benzodiazepines. Detection of iate levels of 


phencyclidine (PCP). Diagnosis of depression thr fen urinary 
MHPG, Dexamethasone Suppression Testing and TR H testing. 


For more information on NPL, please call toll free 1-300 51-9492. 
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EXCELLENT EMPLOYMENT OPPORTUNITIES 
for STAFF PSYCHIATRISTS 






In the heart of the Deep South. Enjoy our WARM, 
GULF CLIMATE. delicious food, horseracing; fishing in 
our many lakes and streams as well as the Gulf; crabbing: 
water skiing: a great outdoors for sports enthusiasts of ali 
ages. 

To fulfill its responsibility of providing alcohol and sub- 
stance abuse prevention and treatment and early detec- 
tion. treatment and rehabilitation of those suffering from 
emotional or mental illness, the DEPARTMENT OF 
HEALTH AND HUMAN RESOURCES operates state- 
wide 5 psychiatric hospitals, 1 psychiatric forensic facility. 
45 community mental health centers and clinics, Z1 full- 
time and 23 part-time outpatient substance abuse centers, 
clinics and outreach posts and 5 substance abuse inpatient 
treatment units. 


GOOD SALARY EXCELLENT BENEFITS 





Free housing and utilities offered at some facilities plus 
the opportunity to increase experience and salary through 
private practice or added employment at our other 
facilities. 





DEPARTMENT OF HEALTH AND 
HUMAN RESOURCES 
PERSONNEL DIVISION 
BUREAU OF EMPLOYMENT 

AND PROMOTIONS 
P.O. BOX 2841, BATON ROUGE, LA. 70821 
PHONE: (504) 342-4235 


^ S EE FPE Peur ert "side Wray re ee Pee ee 
An Equal Employment Opportunity Emplover 
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THE UNIVERSITY OF SYDNEY 


SENIOR 
LECTURESHIP — 
IN PSYCHIATRY 


Applications are invited from suitably qualified psychiatnsts 
for an appointment commencing early 1984. Candidates 
will be expected fo be fully experienced in Clinical 
Psychiatry and hold aporopriate postgraduate qualifi- | 
cations. The appointee will be based primarily at Westmead | 
Centre, a teaching hospital of the University of Sydney. 


— 


Salary range: $30,096-$35,077 (Aust) p.a. plus a clinical | 
loading of 58,400 (Aust) p.a. 


Appointments fo Senior Lectureships are usually probation- | 
ary for three years and The University reserves the right not | 
to proceed with any apoointment for financial or other | 
reasons. | 

i 
Applications including curriculum vitae, list of publications | 
and names of three referees by 30 April, 1983 to the | 
Registrar, University of Sydney. NSW. 2006, Australia. Further | 
information available from Professor R. Meares, Director, | 
Department of Psychiatry, Westmead Centre, Westmead | 
NSW. 24145, Australia or Professor PJV. Beaumont, Depart- | 
ment of Psychiatry. University of sydney. N.S.W. 2006, | 


i 
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Opportunity Employer M/F 


DSM-HE has been redesigned by popular demand- | re 
to the Diagnostic Criteria. tram DSM-IE is now available in a SPIRAL: 
BOUND format! 





PSYCHIATRISTS 


Comprehensive Care Corporation offers board certi- 
fied Psychiatrists an opportunity to build a practice with 
exposure to stress related emotional disorders. Work 
ing under a contractual arrangement, you will be 
responsible for the admission and diagnosis of all 
patients in our care. 


Choose Your Location... 


Our CarecInit system is the nation's largest hospital- 
based treatment network, which includes our inno: 
vative in-patient psychiatric treatment program. We are 
located in metropolitan cities and small towns across 
the country. 


Ours is a teamwork approach which emphasizes 
cooperation and responsibility. Licensed Physicians 
who qualify will be offered excellent financial compen- 
sation, commensurate with experience and creden- 
tials. For more information, send your resume in com 
fidence, or contact: 


Recruitment Specialist « 314-291-1144 


Comorefiensive W Care Corporation 


12255 De Paul Drive 
Fifth Floor 
Bridgeton, Missouri 63044 


We Are An Equal 














The Quick Reference Lo 


New features include: | 
eit is spiralbound to fie open and tial 
. The full classification is displayed on à single fold-out sheet 


e Anew alphabetical fisting helps you pinpoint the code aumber promptly 


e Larger page size permits more convenient groupings ol the 
diagnostic criteria. 

84 1-046-7 iSpiralboundi $15.00. 

‘Please add $150 tor shipping & hending i 


C A j ca Aun thors Drew tte 
Send check or money order payable to Amencan Peycbuatec Presa, ine 
te ; " 

Department 49 

PI Box Padi 


Washington, D C. 70035 


Agqmerean 
Qv lyar 

Prins i 
Oe, dor Master Card or VISA gager over $15, call pDABOD 358-5777 un Vvashingtan, b 
call 797-4995: 









the Desk Reference 


To be presented in conjunction with the 
136th Annual Meeting of the American 
Psychiatric Association 
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.. Sunday May 1, 1983 

. 3:00 - 6:00 p.m. 
Sheraton Centre Hotel 
Imperial Ballroom A (2nd Floor) 
New York City 
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lety: 


Physiologic and Psychiatric Per spectives 


A symposium developed by a distinguished 
faculty to provide a clinically relevant under- 
standing of anxiety. The comprehensive pro- 
gram ranges in scope from examining brain and 
behavioral mechanisms through the clinical ap- 
plication of the newest available therapies and 
how they may fulfill the expectations of the 
desirable ideal anxiolytic. 


Chairman: Daniel X. Freedman 
Professor and Chairman 
Department of Psychiatry 
University of Chicago 


Behavior and Anxiety 
Malcolm Lader, M.D., Ph.D. 
Professor of Clinical Psychopharmacology 
Institute of Psychiatry 
London, England 


The Psychopharmacology of Anxiety 
Phil Skolnick, Ph.D. 
Senior Investigator 
Section on Pharmaco-dynamics 
Laboratory of Bio-organic Health 
National Institutes of Health 


The Psychiatrist As Consultant: Anxiety 
Associated with Physical Disorders 
Marc A. Schuckit, M.D. 
Professor of Psychiatry 
University of California, San Diego 
Director, Alcohol Treatment Program 
San Diego Veterans Administration 
Medical Center 


Non-Benzodiazepine Anxiolytics: 
Clinical Usefuiness 
Karl Rickels, M.D. 
Professor of Psychiatry 
and Pharmacology 
University of Pennsylvania 
Philadelphia, Pennsylvania 


The Ideal Anxiolytic 
Samuel Gershon, M.D. 
Professor and Chairman 
Department of Psychiatry 
Wayne State University 
Director, Lafayette Clinic 
Detroit, Michigan 


Bethesda, Maryland 


Current Therapeutic Options 
Richard |. Shader, M.D. 
Professor and Chairman 
Department of Psychiatry 
Tufts-New England Medical Center 
Boston, Massachusetts 


Supported by an educational grant from 
Mead ilm PHARMACEUTICAL DivisiON 


Accreditation: As an organization accredited for continuing 
medical education, the American Psychiatric Association 
certifies that this continuing medical education activity 
meets the criteria for three (3) credit hours in Category ! 

of the Physician's Recognition Award of the American 


-V12183 ©1983 Mead Johnson & Company - Evansville, Indiana 47724 Medical Association and the CME requirements of the APA 








ow you can ‘‘replay’’ some of 
the best 1982 APA Annual 
Meeting sessions with con- 
venient audio tapes. Each tape 
is a three-hour symposium selected 
by the APA Committee on Self-Study 
Materials. 
Simply check the tapes you want 
and mail this entire ad as yout 
order form. Select any 3 symposia for 
$95 (a 15% savings), or order all 11 
symposia, plus the DSM-III Debate 
tape—12 sets, 35 tapes, for $350 
(that’s just $10 a tape and a saving 
of more than $80 over the individual 
price!). 
EUSA STEPS BESS CSTE EES 


O Severely Disturbed Children: 
Effective Treatments 

Stephen P. Hersh, M.D., and Alayne 
Yates, M.D., Moderators. An exploration 

j of the current state of sor and treat- 
ment for severely disturbed children and 

Ë adolescents. Three 1-hour tapes. 
#AT-026-2. $37.50. 


[ Current Perspectives on 
i Personality Disorders 
James P. Frosch, M.D., Moderator. A 
review of the current state of knowledge on 
the DSM-III personality disorders. Three 
i 1-hour tapes. #AT-027-2. $37.50. 
CO Incest: New Clinical Research 
d Jean M. Goodwin, M.D., Moderator. An 
examination of the new clinical research 
in incest that is most relevant to clinical 
4 problems and to theoretical debates in 
sychiatry. Three 1-hour tapes. #AT-028-2. 
37.50. 
| O Therapeutic Intervention in Father- 
3 Daughter Incest 
Judith L. Herman, M.D., Moderator. A 
à look at recent developments in the treat- 
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] ment of child victims, offenders, families 
and adults with a history of incest. Three 
4 1-hour tapes. #AT-029-2. $37.50. 
O Discontinuation of Psychoactive Drugs: 
3 Rebound Phenomena 
| Guy Chouinard, M.D., Moderator. 
à A review of the rebound phenomena 
accompanying withdrawal of common 
1 sychoactive drugs. Three 1 -hour tapes. 
] #AT-030-2. $37.50. 
á 
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OUTSTANDING APA ANNUAL 
MEETING SESSIONS! 
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C Biological Therapies in Psychiatric 
Geriatric Patients 

Charles A. Shamoian, M.D., and Lissy 
Jarvik, M.D., Moderators. An examination 
of the clinical use of tricyclic antidepressants 
and electroconvulsive therapy in the treat- 
ment of the depressed geriatric patient. 
Three 1-hour tapes. /AT-031-2. $37.50. 


O Anxiety: Phenomenology, Biology 
and Treatment 

Thomas W. Uhde, M.D., and Robert L. 
Dupont, M.D., Moderators. A review of 
recent advances in the genetics, neuro- 
biology, psychotherapy and pharmaco- 
therapy of the anxiety disorders. Three 
1-hour tapes. /AT-032-2. $37.50. 


C Working through the Trauma of 
Combat Stress 

Bessel A. van der Kolk, M.D., Moderator. 
A discussion of the issues and treatment 
techniques in the therapy of Vietnam 
combat veterans. Three 1-hour tapes. 
#AT-033-2. $37.50. 

O Mind/Body and the 

Psychotherapeutic Process 

Paul H. Feldman, M.D., and Miltiades 
Zaphiropoulos, M.D., Moderators. An 
exploration of the clinical and therapeutic 
significance of the biological and physio- 
logical changes measured in both members 
in a therapeutic encounter. Three 1-hour 
tapes. /AT-034-2. $37.50. 

|] Chronic Depressions 

Hagop S. Akiskal, M.D., and Gerald L. 
Klerman, M.D., Moderators. A review of 
phenomenologic, natural history, familial 
and etiologic aspects of chronic depressions 
in relation to treatment. Three 1-hour 
tapes. ¥AT-035-2. $37.50. 

C Clinical Applications of Neurobiology 
in Psychiatry 

Steven D. Targum, M.D., Moderator. An 
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exploration of neurobiological techniques 
and approaches in the assessment of 
E patients that may have clinical 
relevance in psychiatry today. Three 1-hour 
tapes. AAT-036-2. $37.50. 


O DSM-III Debate Tape 

John C. Nemiah, M.D., Moderator. Five 
noted authorities discuss the controversial 
DSM-III diagnostic classification criteria 
and codes. Two 1-hour tapes. #AT-037-2. 
$18.00. 


Note: Expenses for professional educational 
materials are tax deductible. Credit earned from 
listening to these tapes may be claimed in Cate- 
gory V of the Physician's Recognition Award of 
the American Medical Association and in Cate- 1 
gory II for the CME requirement of the APA. ü 
1 


[ Please send me the 3 tapes Ihave J-08-A J 
checked above at a 1596 discount price 

of $95. j| 
C Please send me all 11 tapes, plus the i 
DSM-III Debate tape, for 
saving!). 


Amount of Order  — — — 
$ 1.50 


50 (an $80 


Shipping & Handling 

Total Amount 

All orders must be prepaid. 
(Please make check payable to 
American Psychiatric Press, Inc.) 
Charge my order to: (must be over $35) 
O MasterCard O VISA 


Account No. 





(mo.) (year) 
Signature | —————————————— 
Please send my tapes to: 


State Zip 
Mail to: 
American Psychiatric Press 
Order Dept. 

1400 K Street, N.W. 
Washington, D.C. 20005 
Or call toll-free 1-800-368-5777 (in Washington, 
D.C., call 797-4996). Have your jer j or 
VISA order ready! 

Prices effective Jan. 1, 1983, and subject to change 
without notice. 
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Compliance comes of age. 


Now Surmontil® (trimipramine maleate) has a big brother. 


A new high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 


For few problems. 


And greater compliance. 
Because your patients don’t need 


any more trouble. 











compliance 


from convenience 


HIGH STRENGTH 


SURIYIONTIL 


trimipramine maleate 


eM 


m 
-—8 


2omg 


50mg 


100mg 





Before prescribing, please see complete product information, a 
summary of which follows: 


CONTRAINDICATIONS: Contraindicated in cases of known hyper- 
sensitivity to the drug, and during the acute recovery period after 
myocardial infarction. The possibility of cross-sensitivity to other 


dibenzazepine compounds should be kept in mind. Surmontil (trimi- 


pramine maleate) should not be given in conjunction with drugs of 
the monoamine oxidase inhibitor (MAO!) class. At least two weeks 
should elapse between cessation of therapy with an MAOI and insti- 
tution of therapy with Surmontil (trimipramine maleate). 


WARNINGS: Children: This drug is not recommended for use in chil- 


dren, since safety and effectiveness in the pediatric age group have 
not been established. Adults: Use extreme caution in giving the drug 
lo patients with evidence of cardiovascular disease. Caution is 
advised in patients with: increased intraocular pressure, history of 
urinary retention, narrow-angle glaucoma, seizure disorder, hyper- 
thyroidism, a need for thyroid medication. In patients receiving 
guanethidine or similar agents, Surmontil may block the pharmaco- 
ogic effects of these drugs. Warn patients that the drug may impair 
he mental or physical abilities required for driving or performing 
other potentially hazardous tasks. 


PRECAUTIONS: Because of an inherently serious suicide potential, 
he nonhospitalized severly depressed patient should be given the 
smallest drug amount feasible. In schizophrenic patients, activation 
ff the psychosis may occur and require reduction of dosage or the 
iddition of a major tranquilizer to the medication schedule. Manic or 
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hypomanic episodes may occur, especially in patients with cyclic- 
type disorders; Surmontil may have to be discontinued until the epi- 
sode is relieved and reinstituted, if required, at lower dosage. Limit 
concurrent administration of Surmontil and electroconvulsive ther- 
apy to those patients for whom it is essential. When possible, dis- 
continue the drug for several days prior to elective surgery. The use 
of alcoholic drinks during therapy may provoke exaggerated 
response. Potentiation of effects has been reported when tricyclic 
antidepressants were administered with sympathomimetic amines, 
local decongestants, local anesthetics containing epinephrine, atro- 
pine, or drugs with an anticholinergic effect. Drugs having a para- 
sympathetic effect, including tricyclic antidepressants, may alter 
ejaculatory response. 

Usage in pregnancy: Pregnancy Category C. Surmontil has shown 
evidence of embryotoxicity and/or increased incidence of major 
anomalies in rats or rabbits at doses 20 times the human dose. There 
are no adequate and well-controlled studies in pregnant women. Sur- 
montil should be used during pregnancy only if the potential benefit 
justifies the potential risk to the fetus 

Cardiovascular—Hypotension, hypertension, tachycardia, palpita- 
tion, myocardial infarction, arrhythmias, heart block. stroke 
Psychiatric Confusional states (especially in the elderly) with hallu- 
cinations, disorientation, delusions; anxiety, restlessness, agitation; 
insomnia and nightmares; hypomania: exacerbation of psychosis. 
Neurologic—Numbness, tingling, paresthesias of extremities: 
incoordination, ataxia, tremors; peripheral neuropathy; extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns: tinnitus 
Anticholinergic—Dry mouth and, rarely, associated sublingual 
adenitis; blurred vision, disturbances of accommodation, mydriasis, 


constipation, paralytic ileus; urinary retention 


dilation of the urinary tract 

Allergic—Skin rash, petechiae, urticaria 
tion, edema of face and tongue 
Hematologic—Bone-marrow depression ii 
eosinophilia; purpura; thrombocytopenia. | 
counts should be performed in any patient w 
sore throat during therapy; the drug should 
evidence of pathologic neutrophil depressix 


Gastrointestinal —&Nausea and vomiting, anc 
tress, diarrhea, peculiar taste, stomatitis. abe 


tongue 


Endocrine—Gynecomastia in the male: breas! 


actorrhea in the female; increased or decrea 
testicular swelling; elevation or depression : 
Other—Jaundice (simulating obstructive 


weight gain or loss; perspiration; flushing: uri 


siness, dizziness, weakness, and fatique: he 
alopecia. 


Withdrawal Symptems— Though not indicative 


cessation of treatment after prolonged therapy 


headache, and malaise 


SUPPLIED: 25 mg in bottles of 100 opaque blue 


sules, 50 mg in bottles of 100 opaque blue a 
mg in bottles of 100 opaque blue and white 


IVES LABORATORIES INC. 


685 Third Avenue. New York NY 1001 
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A new patient population has thrust itself upon the attention of 
the psychiatric community: young chronic psychotic patients. 

ese patients present persistent and frustrating problems to 
psychiatrists involved in their care. Ranging in age from 18 to over 
35, they wear a variety of diagnostic labels, with a substantial 
number suffering from schizophrenia, major affective disorder or 
other psychoses.’ Chemotherapy, of course, forms only a part of 
the approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 
HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses of approximately 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, notably in 
times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 
The mental “fuzziness” (impaired alertness), often a problem with some 


neuroleptics, is seldom encountered with HALDOL. Patients usually remain alert 
and able to participate in other forms of therapy.” 


Rarelv causes sexual problems 


htat the start — right for th 


HA 


haloperidc B 


tablets/concentrate/injection 
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Marked sedation is rare; some instances of drowsiness have heen reported. 


Please see following page for brief summary of prescribing information. 


















HALDOL® concentrate 
(haloperidol) 

tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 






1260 mt. 


The only neuroleptic many psychotic 
patients may ever need 





e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


* See Brie! Summary of Prescribing 
information below for 
contraindications, warnings, 
precautions and adverse reactions 












acceptability. 2 mg per ml j | wt | 
haloperidol (as the lactate). HALDOL | 
MALOPERIDOL. 
CONCENTRATE 77 
HALDOIL?* tablets 
(haloperidol) 


HALDOL® (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) 
in acutely agitated patients. 9 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, and lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely 10 become peg- 


nant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear. 


General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemicallv-retated 
drugs, although not with haloperidol. Menta! and/or physical abilities required for hazardous 
tasks or driving may be impaired. Aicohoi should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients; (1) with severe cardiovascular disorders, Cue 
to the possibility of transient hypotension and/or precipitation of anginal pain Gf a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of Diood pressure may occur), (2) receiving anticonvulsant 
medication since HALOOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs: (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because ot different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs. are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotox- 
icity may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinicat studies nor epidemiologic studies conducted to 
date, however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence IS considered too limited to be conclusive at 
this time. The 1, 5, 10 mg tablets contain FD&C Yellow No. 5 (tartrazinej whech may cause 
allergic-type reactions (including bronchíal asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity. 

Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dai) reactions have been reported frequently, often during the first few days of treatment. Gen- 
erally they involved Parkinson-like symptoms which were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia, hyperrefiexia, opisthotonos, oculogyfic crises) have been reported far less fre- 
quently, but were offen more Severe. Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally, extrapyramidal symptoms are dose-related since they occur al 
relatively high doses and disappear or become less severe when the dose is reduced. Antipar- 
kinson drugs may be required. Persistent extrapyramidal reactions have been reported and the 
drug may have to be discontinued in such Cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 
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in 6 different strengths, for 
convenience in individualizing 
dosage. 
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4 mg | mg 2mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment expenence 
transient dyskinetic signs after abrupt withdrawal. In certain Cases tese are indistinguishable 
from "Persistent Tardive Dyskinesia" except for duration. H is unknown whether gradual with- 
drawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in eldery patients on high-dose 
therapy, especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The syn- 
drome may be masked by reinstitution of drug. increasing dosage, or switching to a different 
antipsychotic agent. 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion, lethargy, headache, confusion, vertigo, grand mai seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and /or treatment with anticholinergic drugs 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia, that is rarely associated with 
rhabdomyolysis and acute renal failure, has occurred. Cardiovascular Effects: Tachycardia 
and hypotension. Hematologic Effects: Reports of mild, usually transient leukopenia and leu- 
kocytosis, minimal decreases in red blood cell counts, anemia, or a tendency toward lympho- 
monocytosis; agranulocytosis rarely reported and only in association with other medication. 
Liver Effects: impaired liver function and/or jaundice reported. ic Reactions: 
Maculopapular and acneiform reactions. isolated cases of photosensitivity, loss of hair. Endo- 
crine Disorders: Lactation, breast engorgement, mastaigia, menstrual irregularities, gyneco- 
mastia, impotence, increased libido, hyperglycemia, hypoglycemia and hyponatremia. 
Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation. dyspepsia, nau- 
sea and vomiting. Autonomic Reactions: Dry mouth, biurred vision, urinary retention and 
diaphoresis. Respiratory Effects: Laryngospasm, bronchospasm anc increased depth of res- 
piration. Other: Cases of sudden and unexpected death have been reported in association 
with the administration of HALDOL., The nature of the evidence makes it impossible to deter- 
mine definitively what role, if any, HALDOL played in the outcome at the reported cases. The 
possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neuroleptic drugs. 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with moderately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted. 

28327—7;21/82 


HALDOL tablets and concentrate (120 ml) are manufactured by McNail Pharmaceutical Co., 
Dorado, PR 00646. €McCN 1982 


References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
otapopultation. Hosp Community Psychiatry 32(7).463-469, 1981. 2. Daring HF: Haloperidol in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7) 364-367, 1973. 

2 Tobin JM, Robinson GMH: Double-blind comparison of haloperidol andithiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3): 168-174, 1980. 
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| PLEASE NOTIFY US 
6 WEEKS IN ADVANCE 
| MEMBERS: This notification will change 
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DREAMS COME TRU 





The dream of everyone working with problem kids is to se 

a smile. Open and honest. It shows you re making changes. 
Starting new lives. 

At St. Francis Boys’ Homes, we search twenty-four- 
hours a day, every day of the year... for smiles, And 
even though it takes lots of time and understanding to 
get one from some kids, we get to see plenty of smiles 
at 5t. Francis. Our program offers round-the-clock 
supervised treatment for conduct disordered boys 
grades seven through twelve. 

Five year follow-up studies of our program show à 
success rate in the upper quartile.* The Sr. Francis 
program in Kansas and New York utilizes individual. 
group, family, and milieu modalities with adjunctive 
occupational, remedial and recreational therapies. Our 
treatment is based upon the concepts of therapeutic 
community, reality therapy, Christian theology, and 
ego and behavorial psychology. And our staff and size 
ratio allow us to do this, and more, on a refreshingly 
personal level. 






St. Francis Boys’ Homes offer you a valuable resource 
to add to your treatment choices. .. another wav to 
realistically change lives, and add smiles. 


“Copies available upon request. 
For information and referral, contact: 
Richard W. Burnett, 
MSSW, ACSW, LSCSW 
Clinical Coordinator 

ot. Francis Boys’ Homes 
PO. Box 1348 

Salina, Kansas 67401 | 
Please call collect 913-825.0541 


The Kansas programs are 
accredited as psychiatric 
facilities for children and 
adolescents by The Joint 
Commission on Accreditation 
of Hospitals. 


5I. FRANCIS BOYS’ HOMES 


(EPISCOPAL) 





An equal opportunity employer. 


Certified by OCHAMPUS. 
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Emerging 
from depression - 


= Improvement may be evident as early as 
the first week of therapy.! Optimal antidepressant 
effect may not be evident for 2-3 weeks. | 





= Rapid relief of anxiety, 
sleep disturbances and somatic 
symptoms occurs as antidepressant 
action begins. 
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*The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. 

+The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. 
For a brief summary of Sinequan prescribing information including adverse reactions, 
please see the following page of this advertisement. 
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~ SINEQUAN 


(doxepin HCD 


150-mg; 100-mg, 75-mg, 50-mg, 25- -mg 
and 10-mg CAPSULES and ORAL CONCENTRATE. 
10 mg/ml, 120-ml (4 oz) bottles 
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SINEQUAN (doxepin HCl) 


Reference: 1. Barranco SF Thrash ML, Hackett E, Frey J. etal ¿Pizer Pharmaceuticals, Pfizer 
inc, New York, NY): Early onset of response to doxepin treatment, J Clin Psychiatry 
40: 265-269, 1979. 


BRIEF SUMMARY 

SINEQUAN* (doxepin HCI) Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hypersen- 
sitivity to the drug. Possibility of cross sensitivity with other dibenzoxepines shouid be keptin 


inc. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in oider patients. 

The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
illness of patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

isage in atrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

Usage in Pregnancy: Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was nào evidence of harm to the animal fetus. The relevance to 
humans is not known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAO inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: it should be borne in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug. patients should be 
warned of the possibility and cautioned against driving a Car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response to 
alcohol may be potentiated. 

Since suicide is an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the 
early course of therapy. Prescriptions should be written for the smallest feasible amount. 

Should increased symptoms of psychosis Of shift to manic symptomatology 
occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage 
regimen. 

Reactions. NOTE: Some of the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. > 

Anticholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have 
been reported. If they do not subside with continued therapy, or become severe, it may be 
necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side 
affects are contusion, disorientation, hallucinations, numbness, paresthesias, ataxia, and 
extrapyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally. 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophilia has been reported in a few patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis. leukopenia, 
thrombocytopenia, and purpura. 

Gastrointestinal Nausea. vomiting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic etfects.) 

Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in rales, enlarge- 
ment of breasts and galactorrhea in the female, raising OF lowering of blood sugar levels have 
been reported with tricyclic administration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatique, weakness, flushing, jaun- 
dice, alopecia, and headache have been occasionally observed as adverse effects. 

and Administration. For most patients with iliness cf mid tà moderate severity, a 
startíng daily dose of 75 mg is recommended, Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual response. The usual op- 
timum dose range is 75 mg/day to 150 mg/day 

in more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. 

in patients with very mild symptomatology Or emotional symptoms accompanying organic 
disease. lower doses may suffice. Some of these patients have been controlled on doses as 
iow as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be guen on a divided or once-a-day dosage 
schedule. tf the once-a-day schedule is MAE Ah the maximum recommended dose is 150 
mg/day. This dose may be given at bedtime. 150 mg capsule strength is intended for 
maintenance therapy only and is not for initiation of 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 


Overdosage. 
A. Signs and Symptorns 

+ Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 

2 Severe. Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 
and tachycardias. 

Aiso: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ieus), 
hyperthermia (or hypothermia), hypertension, dilated pupils, hyperactive reflexes. 

B. Management and Treatrnent 

1. Mild Observation and supportive therapy is all that is usually necessary. 

2 Severe. Medical management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. lf the patient is conscious, gastric lavage, with appropriate precautions 
to prevent acaba aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway should 2e established in 
comatose patients and assisted ventilation used if necessary, EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 
rhythmias should be treated with the appropriate antiarrhythmic agent. it has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant Tod how- 
ever, barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis 
generally are not of value in the management of overdosage due to high tissue and protein 
binding of SINEQUAN. 


More detailed professional Information avallable on request. 
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A division of Pfizer Pharmaceuticals 
New York, New York 10017 
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The ADD agent with more 
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INDICATIONS: CYLERT is indicated as an integral part of a total treatment 
program which typically includes other remedial measures (psychological, 
educational, social) for a stabilizing effect in children with a behavioral 
syndrome characterized by the following group of developmentally inap- 
propriate symptoms: moderate to severe distractibility, short attention 
span, hyperactivity, emotional lability, and impulsivity. The diagnosis of 
this syndrome should not be made with finality when these symptoms are 
only of comparatively recent origin. Nonlocalizing (soft) neurological 
signs, learning disability, and abnormal EEG may or may not be present, 
and a diagnosis of central nervous system dysfunction may or may not be 
warranted, 

Attention Deficit Disorder and Hyperkinetic Syndrome are among the 
terms being used to describe the above signs and symptoms. In the past, a 
variety of terms has been associated with these signs and symptoms, 
including: Minimal Brain Dysfunction, Hyperkinetic Reaction of Child- 
hood, Hyperkinetic Syndrome, Hyperactive Child Syndrome, Minimal 
Brain Damage, Minimal Cerebral Dysfunction, and Minor Cerebral Dys- 
function. 


CONTRAINDICATIONS: CYLERT (pemoline) is contraindicated in patients 
with known hypersensitivity or idiosyncrasy to the drug. (See ADVERSE 
REACTIONS ) 


WARNINGS: CYLERT is not recommended for children less than 6 years 
of age since its safety and efficacy in this age group have not been estab- 
lished. 

Clinical experience suggests that in psychotic children, administration 
of CYLERT may exacerbate symptoms of behavior disturbance and thought 
disorder. 

Data are inadequate to determine whether chronic administration of 
CYLERT may be associated with growth inhibition; therefore, growth 
should be monitored during treatment. 


PRECAUTIONS: Drug treatment is not indicated in all cases of the behav- 
ioral syndrome characterized by moderate to severe distractibility, short 
attention span, hyperactivity, emotional lability and impulsivity. It should 
be considered only in light of the complete history and evaluation of the 
child. The decision to prescribe CYLERT should depend on the physician's 
assessment of the chronicity and severity of the child's symptoms and 
their appropriateness for his/her age. Prescription should not depend 
solely on the presence of one or more of the behavioral characteristics, 

When these symptoms are associated with acute stress reactions, treat. 
ment with CYLERT is usually not indicated. 

Long-term effects of CYLERT in children have not been well established, 

Liver function tests should be performed prior to and periodically 
during therapy with CYLERT. The drug should be discontinued if abnormali- 
ties are revealed and confirmed by follow-up tests. (See ADVERSE 
Lr regarding reports of abnormal liver function tests and jaun- 
dica, 

CYLERT should be administered with caution to patients with signifi- 
cantly impaired hepatic or renal function. 

The interaction of CYLERT with other drugs has not been studied in 
humans. Patients who are receiving CYLERT concurrently with other drugs. 
especially drugs with CNS activity, should be monitored carefully. 

CYLERT failed to demonstrate a potential for self-administration in pri- 





mates. However, the pharmacologic similarity of pemoline to other psy 
chostimulants with known dependence liability suggests that psychologi- 
cal and/or physical dependence might also occur with Cycen?. There have 
been isolated reports of transient psychotic symptoms occurring in adults 
following the long-term misuse of excessive oral doses of pemoline, 
CYLERT should be given with caution to emotionally unstable patients who 
may increase the dosage on their own initiative. 

Usage during Pregnancy and Lactation: The safety ef CYLERT (pemo 
line) for use during pregnancy and lactation has not been established. 

Studies in rats have shown an increased incidence of stillbirths and 
cannibalization when pemoline was administered at s dose of 37,5 
mg/kg/day. Postnatal survival of offspring was reduced af doses af 18 75 
and 37.5 mg/kg/day. 


ADVERSE REACTIONS: insomnia is the most frequentiy reported. side 
effect of CYLERT; :t usually occurs early in therapy, prior to an optimum 
therapeutic response. in the majority of cases it is transient in awture or ee 
sponds to a reduction in dosage. 

Anorexia with weight loss may occur during the first weeks of therapy 
In the majority of cases it is transient in nature. weight gain usually 
resumes within three to six months. 

Stomach ache, skin rashes, increased irritability, mild depression, 
nausea, dizziness, headache, drowsiness, and hallucinations have been 
reported. 

Elevations of SGOT, SGPT, and serum LDH have occured in patients 
taking CYLERT, usually after several months of therapy. These effects 
appear to be reversible upon withdrawal of the drug, and are thought to 
be manifestations of a delayed hypersensitivity reaction. There have alse 
been a few reports of iaundice occurring in patients taking CYLERT. a 
causal relationship between the drug and this clinica! fieding has ant 
been established. 

The following ONS effects have been reported with the use af CYLERT: 
dyskinetic movements of the tongue, lips, face and extremities, nystagmus 
and nystagmoid eye movements, and convulsive seizures. & definite 
causal relationship between CYLERT and these reactions haz not been as. 
tablished. 

Mild adverse reactions appearing early during the course of treatment 
with CYLERT often remit with continuing therapy. ff adverse reactions are 
of a significant or orotracted nature, dosage should be reduced or the drug 
discontinued, 


DOSAGE AND ADMINISTRATION: CYLERT (pemoline) is administered 
as a single oral dose each morning. The recommended starting dose is 
37.5 mg/day. This daily dose should be gradually increased by 18.75 mg 
at one week intervals until the desired clinical response is obtained, The 
effective daily dose for most patients will range from 56.25 to 75 mg. The 
maximum recommended daily dose of pemoline is 112.5 mq. 

Clinical improvement with CYLERT is gradual. Using the recommended 
schedule of dosage titration, significant benefit may not bs evident until 
the third or fourth week of drug administration. 

Where possible, drug administration should be interrugie 
to determine if there is a recurrence of behavioral symptoms 
require continued therapy. 

Abbott Pharmaceuticals, ine., North Chicago, 1160084 
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Improves behavior in ADD patients 
with minimal effect on their 
cardiac function and blood pressure 



















Effective behavior control 


Cylert brings “clear and substantial improve- 
ment in behavior.” Single daily doses are clini- 
cally equivalent to multiple daily doses of 
methylphenidate or dextroamphetamine.' 


with greater cerebroselectivity 


Most cerebroselective of the agents approved 
for treatment of ADD (Attention Deficit Disorder). 
Oylert acts in the CNS to improve the child's be- 
havior patterns. Yet it exerts only minimal sym- 
pathomimetic effects on heart rate and blood 
pressure. 


and true once-a-day dosage 

Cylert is inherently long acting (no time-release 
vehicle). All day therapy from a single morning 
dose, with rarely a need to repeat dosing later in 
the day. Grooved tablets let you titrate to the 

exact dose wanted. And Schedule IV classifica- 
tion means theres less abuse potential. 3023506 
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For brief summary see an adjoining page. 
1. Conners C, Taylor E, Arch Gen Psych 37:922-930, 1980. c) 


2. Conners C, et al, Psychcpharmacologia 26:321-336, 1972. 
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Gradual Release of Lithium 


Eskalith CR’ 450 mg. Controlled Release Tablets, when administered every 12 hours, gradually 


release lithium without an initial rapid surge in blood levels. 


Convenient B.I.D. Dosage Schedule 


Therapy in manic-depressive illness with 'Eskalith CR' 450 mg. Controlled Release Tablets offers 
the convenience of b.i.d. administration. And increased patient convenience can mean increased 
patient compliance — an important factor in successful long-term lithium therapy. 


Prescribing Flexibility 


Phe 'Eskalith' line of lithium products—300 mg. Capsules, 300 mg. Tablets and ‘Eskalith CR’ 
120 mg. Controlled Release Tablets— offers you a dosage form and strength for every patient's needs. 


lefore prescribing, see complete prescribing information in SK&F litera- 
ure. or PDR. The following is a brief summary. 


— 
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WARNING 
Lithium toxicity is closely related to serum lithium levels, and can 
occur at doses close to therapeutic levels. Facilities for prompt and 
accurate serum lithium determinations should be available before 
initiating therapy (see DOSAGE AND ADMINISTRATION in 
complete prescribing information). 
sdications: Treatment of manic episodes of manic-depressive illness. 
faintenance therapy prevents or diminishes the intensity of subsequent 
pisodes in manic-depressive patients with a history of mania. 
arnings: Lithium should generally not be given to patients with significant 
"nal or cardiovascular disease, severe debilitation or dehydration, 
lium depletion, or to patients receiving diuretics. 


hronic lithium therapy may be associated with diminution of renal con- 
sntrating ability; such patients should be carefully managed to avoid 
shydration with resulting lithium retention and toxicity. Morphologic 
1anges with glomerular and interstitial fibrosis and nephron atrophy have 
:en reported. When renal function is assessed, progressive or sudden 
anges in function indicate the need for reevaluation of treatment. 


aution patient and family to watch for diarrhea, vomiting, tremor, mild 
axia, drowsiness, or inuscular weakness as signs of lithium toxicity, and 
discontinue therapy and contact a physician should they occur. Patients 
ceiving combined therapy with lithium and an antipsychotic should be 
onitored closely for early evidence of neurologic toxicity and treatment 
scontinued promptly if such signs appear. Caution patients about activi- 
's requiring alertness (e.g. operating vehicles or machinery). 

thium may prolong the effects of neuromuscular blocking agents. Such 
ents should be given with caution to patients receiving lithium. 

thium may cause fetal developmental anomalies, especially involving 

e cardiovascular system. If lithium is used during pregnancy, or if a 
tient becomes pregnant while taking it, she should be apprised of the 
tential hazard to the fetus, Except in rare and unusual circumstances, 
sing should not be undertaken while a patient is on lithium therapy, 
ice lithium is excreted in human milk. 

X recommended for children under 12. 


ecautions: Lithium tolerance is greater during the acute manic phase 

d decreases when manic symptoms subside. 

mcoMitant use with indomethacin and other nonsteroidal anti-inflar 
itory drugs may result in increased plasma lithium levels: therefore, 
creased monitoring of plasma lithium levels is recommended. 

hium therapy may lead to sodium depletion. Normal diet (including 

t) and adequate fluid intake (2500-3000 ml.) must be maintained, at least 
ring initial stabilization period. Protracted sweating or diarrhea can 
crease tolerance; in such cases, administer supplemental fluid and sait. 
eating. diarrhea, and concomitant infection with elevated temperatures 
ty require temporary reduction or cessation of dosage. 

iere hypothyroidism exists, thyroid function should be monitored 

fing lithium stabilization and maintenance: where hypothyroidism 
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nith Kline &French Laboratories, Philadelphia, Pa. 








occurs during stabilization and maintenance, supplemental thyroid treat- 
ment mav be used. 

Adverse Reactions: Mild to moderate toxic reactions may occur gi serum 
lithium levels from 1.5 to 2.5 mEq./l., and moderate to severe reactions al 
levels from 2.0 to 2.5 mEq./1. Fine hand tremor, polyuria. and mild thirst 
may occur during initial therapy and persist. Transient and mild nausea 
and general discomfort may also appear during initia! therapy. These 
effects usually subside with continued treatment or temporary reduction 
or cessation of dosage, If persistent, discontinue dosage. Diarrhea, 
vomiting, drowsiness, muscular weakness, and lack of coordinition ma y 
be early signs of toxicity and may occur at levels below 2.0 mq. At 
higher levels, ataxia, giddiness, tinnitus, blurred vision. and a large output 
of dilute urine may be seen. Serum levels above 3.6 megi may produce 
a complex clinical picture. involving multiple organs and systers, Seram 
levels should not exceed 2.0 mEq./L during acute phase. 

The following reactions appear to be related to serum lithium levels, 
including levels within the therapeutic range: Neuromuscular’ Central 
Nervous System —iremor, muscle hyperirrita bility (fasciculations, twitch- 
ing, clonic movements of whole limbs), ataxia, chorec-athetetic move- 
ments, hyperactive deep tendon reflex, extrapyramidal symptoms, 
blackout spells, epileptiform seizures, slurred speech, dizziness vertimus. 
incontinence of urine or feces, somnolence, psychomotor reta dation, 
restlessness, confusion, stupor, coma, tongue movements, Hex. tinmitus. 
hallucinations, poor memory, slowed intellectual! functioning. startled 
response; Cardiovascular — cardiac arrhythmia, hypotension, neriohers| 
circulatory collapse, bradycardia; Gastrointestinal ~ anorexia. nausea. 
vomiting, diarrhea, gastritis, salivary gland swelling, abdominal pain. 
excessive salivation, flatulence, indigestion: Genitourinary — albuminuria, 
oliguria, polyuria, glycosuria, decreased creatinine clearer 
tologic ~~ drying and thinning of hair, alopecia, anesthesia of : 
folliculitis, xerosis cutis, psoriasis or its exacerbation. itching, 
Autonomic ~ blurred vision, dry mouth: Thyroid Abnorma 
euthyroid goiter and/or hypothyroidism (including mysede 
Ti and Ts. I?! uptake may be elevated; rare cases of hyperth: 
Changes — diffuse slowing. widening of the frequency spect 
uon and disorganization of background rhythm; EK G Chex 






























pedera: 


reversible flattening, isoelectricity or inversion of T-waves: 
- fatigue. lethargy, transient scotomata, dehydration, weigh 
tendency to sleep, transient EEG and EKG changes, leuko 
ache, diffuse nontoxic goiter with or without hypothyroidi 
hyperglycemia, hypercalcemia, hyperparathyroidism. gener 
with or without rash, cutaneous ulcers, albuminuria. worser 
brain syndromes, excessive weight gain, edematous swelling 
wrists, papilledema, thirst or polyuria, sometimes resemblinu d 
insipidus, metallic taste, dvsgeusia/taste distortion, salty tas 
tightness in chest, impotence‘sexuabdysfunction. swollen a r: 
joints, fever, polyarthralgia, hypertoxicity, dental caries; A few cas: 
syndrome resemblin aR aynáud s have been reported. 

How Supplied: 450 nig. contfolled release buff-colored tables in bottles 
of 100; 300 mg. vellaw.and gray capsules in bottles of 100; 300 my. scored. 
gray tablets in bottlés,of 100 axi od wb 
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“HCA helped me make a better-informed 


decision about my practice location.’ 
Wallace F. Burroughs, II, M.D., Athens, Tenn. 


























“| left the Army Medical Corps in 1980 looking 
for a practice location. HCA contacted me about 
the need for a family practitioner in Athens 
where they operate a hospital. 
“They did their recruiting job very profes- 
sionally and didn’t oversell. They painted a com- 
plete, balanced picture while demonstrating a 
sincere desire to attract the right person for 
the community. | was treated more than fairly. 
"Since arriving, l've seen firsthand how 
HCA is legitimately interested in helping the 
physician do his job well and, within reason, 
giving him what he needs to do it. HCA does 
what they say. And the situation suits us well." 
For information on how HCA can assist you, 
send your curriculum vitae and geographical 
and professional preferences, in confidence, to: 
Charles M. Wooden, Director of Professional Re- 
lations, HCA, P.O. Box 550, Suite 113, Nashville, 
TN 37202, or call toll-free 1-800-251-2561. There is 
no cost or obligation. 


HCA zem 
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From crisis through recovery 
without excessive sedation. 


Bi Effective, rapid tranquilization 
With NAVANES (thiothixene HCI) IM. 


LA ontinued long-term-improvement 
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with NAVANE® (thiothixene) 
(thiothixene HOT) Capsules or 
Concentrate. 
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Navane 


(thiothixene) (thiothixene HCl) 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane^* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene h ) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/ml 
Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory cob 
lapse, comatose states, central nervous system depression due to any cause, and blood 
dyscrasias. Navane is contraindicated in individuals who have shown hypersensitivity to the 
drug. tt is not known whether there is a cross-sensitivity between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered. 

: Usage in Pregnancy — Safe use of Navane during pregnancy has not been estab- 
lished. Therefore, this drug should be given to pregnant patients only when, in the judgment of 
the physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus. Animal reproduction studies and clinical experience to date have not demonstrated 
any teratogenic effects. 

in the animal reproduction studies with Navane, there was some decrease in conception rale 
and litter size, and an increase in resorption rate in rats and rabbits, changes which have been 
similarly reported with other psychotropic agents. After repeated oral &dministration of Navane 
to rats (5to 15 mg/kg/day), rabbits (3 to 50 mg/kg/day), and monkeys (1t0 3 mg/kg/day) before 
and during gestation, no teratogenic effects were seen. (See Precautions.) 

Usage in Children — The use of Navane in children under 12 years of age is not recommended 
because safety and efficacy in the pediatric age group have not been established. 

As is true with many CNS drugs. Navane may impair the mental and/or physical abilities 
required for the performance of potentially hazardous tasks such as driving a car or operating 
machinery, especially during the first few days of therapy. Therefore, the patient should be 
cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving Navane should be cautionec 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with aicohot 
Precautions: An antiemetic effect was observed in animal studies with Navane, since this 
effect may also occur in man, it is possible that Navane may mask signs of overdosage cf toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

In consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may lower the convulsive threshold. 
Although Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvuisant drugs. 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known or suspected to have glaucoma, or who might be exposed to 
extreme heat, or who are receiving atropine or related drugs. 

Use with caution in patients with cardiovascular disease. 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis. pancytopenia, throm- 
bocytopenic purpura), and liver damage (jaundice, biliary stasis) have been reported with 
related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been re- 
ported in patients on Navane. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer, Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroleptic drugs. Neither clinical! studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis; the available evidence is considered too limited to be conclusive at 
this time. 

Intramuscular Administration — As with all intramuscular preparations, Navane intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the buttock (i.e. gluteus maximus) and the mid-latera! thigh. 

The deltoid area should be used only if well developed, such as in certain adults and older 

children, and then only with caution to avoid radial nerve injury, Intramuscular injections should 
not be made into the lower and mid-thirds of the upper arm. As with all intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessel. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with 
Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines, all of the known side effects and toxicity associated with 
phenothiazine therapy should be borne in mind when Navane ts used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, ard syncope. in the 
event hypotension occurs, epinephrine should not be used as a pressor agent since a 
paradoxical further lowering of blood pressure may result. Nonspecific EKG changes have 
been observed in some patients receiving Navane. These changes are usually reversible and 
frequently disappear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance of these changes is not 
known. 

CNS effects: Drowsiness. usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines, but less than that of certain aliphatic phenothiazines. Restlessness, 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently. 

Hyperrefiexia has been reported in infants delivered from mothers having received structur- 
ally related drugs. 

In addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms, Such as pseudo-parkinsonism, akathisia, and dystonia have 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectable antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent. 
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appear in some patients on long term therapy or may occur after drug therapy ^as been 
discontinued. The risk seems to be greater in elderly patients on high-dose therapy, especially 
females. The symptoms are persistent and in some patients appear to be irreversible. The 
syndrome is characterized by rhythmical involuntary movements ofthe tongue, face, mouth or 
jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mauth, chewing movements), 
Sometimes these may be accomparied by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia; antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear, 

Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or switch 
to a different antipsychotic agent, the syndrome may be masked. 

It has been reported that fine vermicular movements of the tongue may be an early sign of the 
syndrome and if the medication is stopped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient. have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs, leukopenia and 
leukocytosis, which are usually transient, can occur occasionally with Navane. Other arti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anemia, 
thrombocytopenia and oancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure to sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders: Lactation, rroderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. If persistent, this may necessitate à 
reduction in dosage or the discontinuation of therapy. Phenothiazimes have been associated 
with false positive pregnancy tests, gynecomastia, hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestiom, constipation, increased 
sweating, increased salvation, anc impotence have occurred ntrequently with Navane 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there S a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives. In some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. in others, the cause could not be 
determined nor could it be established that death was due to phencthiazine administration. 

and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the condition, In general, small doses should be used initially and 
gradually increased to the optimal effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditicns for its 
use have not 5een established. 

Navane Intramuscular Solution: Navane For Injection — Where more rapid control and treat- 
ment of acute behavior :s desirable, the intramuscular form of Navane may be indicated. it is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane Intramuscular admiristered 2 to 4 times daily. 
Dosage may be increased or decreasad depending on response. Most patients are controlled 
on a total daily dosage cf 16 to 20 mg The maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectable form as soon as possible. it may be necessary to adjust 
the dosage when changing from the intramuscular to oral dosage forms, Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concen:rate ~- In milder conditions, an initial dose of 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is often effective. 

in more severe conditions, an initial dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. !f indicated, an increase to 60 mg/day tctal daily 
dose is often effective. Exceeding a total daily dose of 60 mg rare'y increases the beneficial 
response. 

Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis. tremor, 
salivation, dysphagia, hypotension, disturbances of gait, or coma. 

Treatment: Essentially is symptomatic and supportive. For Navane oral, early gastric lavage 
is helpful. For Navane oral and Intramuscular, keep patient under careful observation and 
maintain an open airway. since involvement of the extrapyramidal system may produce dys- 
phagia and respiratory difficulty in severe overdosage. H hypotension occurs, the standard 
measures for managing circulatory shock should be used (1. V. fluids and/or vasoconstrictors.) 

If a vasoconstrictor is needed. levarterenol and phenylephrine are the most suitable drugs 
Other pressor agents, including epinephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents anc-cause further lowering of 
the blood pressure. 

if CNS depression is present and specific therapy is indicated, racommended stimulants 
include amphetamine. dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dal symptoms may be treated with ant parkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of lithe 

value in phencthiazine intoxication. 
How * Navane (thiothixene) is available as capsules containing 1 mg, 2 mg, 5 mg, and 
10 mg of thiothixene in botties of 100, 1,000. and unit-dose pack of 100 (10 x 10s). Navane is also 
available as capsules containing 20 mg of thiothixene in bottles of 100. 500, and unit-dose pack 
of 100 (10 x 103). 

Navane (thiothixene hydrochloride) Concentrate is available in 120: ml (4 02.) bottles with an 
accompanying dropper calibrated at 2 mg, 3mg, 4 mg, Smg. 6 mg, 8 mg. and 10 mg, and in 30 
mi (1 oz.) bottles with an accompanying dropper calibrated at 2 mg. 3 mg. 4 mg, and 5 mg. 
Each ml contains thiothixene hydrochicride equivalent to 5 mg of thiothixene. Contains alcohol, 
U.S P 7.096 viv (small loss unavoidabie). 

Navane (thicthixene hydrochloride) Intramuscular solution is available in a 2 mi amber glass 
vial in packages of 10 vials. Each ml contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% w/v, benzyl alcohol 0.9% w/v and propyl galate 0.02% w.v. 

Navane (thiothixene hydrochloride) intramuscular For injection is available in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Sterile Water for injection, each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For injection may be stored for 48 
hours at room temperature before discarding. 


For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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Compliance comes of age. 


Now Surmontil® (trimipramine maleate) has a big brother 
A new high strength 100 mg capsule. 











For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 
For few problems. 
And greater compliance. 


Because your patients don’t need 
any more trouble. 


HIGH STRENGTH 


trimipramine maleate 


109s capsules 


compliance 
from convenience 
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25mg 50mg 100mg 





Before prescribing, please see complete product information, a hypomanic episodes may occur, especially in patients with cyclic- constipation, paralytic ileus; urinary retent lelayed micturit 
summary of which follows: type disorders; Surmontil may have to be discontinued until the epi- dilation of the urinary tract 
CONTRAINDICATIONS: Contraindicated in cases of known hyper- sode is relieved and reinstituted, if required at lower dosage. Limit Allergic—Skin rash, petechiae, urtica 'otosensit 
sensitivity to the drug, and during the acute recovery period after concurrent administration of Surmontil and electroconvulsive ther- tion, edema of face and tongue 
myocardial infarction. The possibility of cross-sensitivity to other apy to those patients for whom it is essential. When possible, dis- Hematologic—Bone-marrow depress ling agranulocy 
dibenzazepine compounds should be kept in mind. Surmontil (trimi- continue the drug for several days prior to elective Surgery. The use eosinophilia; purpura: thromboc ytope eukocyte and differentia 
pramine maleate) should not be given in conjunction with drugs of of alcoholic drinks during therapy may provoke exaggerated counts should be performed in any patient who develops fever ; 
the monoamine oxidase inhibitor (MAO!) class. At least two weeks response. Potentiation of effects has been reported when tricyclic sore throat during therapy; the drug should be discontinued if there 
should elapse between cessation of therapy with an MAOI and insti- antidepressants were administered with sympathomimetic amines, evidence of pathologic neutrophil depre 
tution of therapy with Surmontil (trimipramine maleate) local decongestants, local anesthetics containing epinephrine, atro Gastrointestinal—Nausea and vomitin: xia. epigastri 

pine, or drugs with an anticholinergic effect Drugs having a para- tress, diarrhea, peculiar taste, stomatiti: minal cramps. black 


WARNINGS: Children: This drug is not recommended for use in chil- 


dren, since safety and effectiveness in the pediatric age group have bei Anal aa tricyclic antidepressants, may alter Pali OETAN? in the male. breast enlargement and ga 
ot been established. Adults: Use extreme caution in giving the drug Usage in pregnancy: Pregnancy Category C. Surmontil has shown actorrhea in the temale; increased or decreased libido: impoten 
'o patients with evidence of cardiovascular disease. Caution is evidence of embryotoxicity and/or increased incidence of major testicular swelling; elevation or depression of blood-sugar leve 
advised in patients with: increased intraocular pressure, history of anomalies in rats or rabbits at doses 20 times the human dose. There  Other—Jaundice (simulating obstructive). altered liver functio 
arinary retention, narrow-angle glaucoma, seizure disorder, hyper- are no adequate and well-controlled studies in pregnant women. Sur- ^ weight gain or loss: perspiration. flushing: urinary frequency: draw 
hyroidism, a need for thyroid medication. In patients receiving montil should be used during pregnancy only if the potential benefit siness, dizziness, weakness, and fatigue; headache: parotid swellinc 
juanethidine or similar agents, Surmontil may block the pharmaco- justifies the potential risk to the fetus alopecia 
ogic effects of these drugs. Warn patients that the drug may impair Cardiovascular—Hypotension, hypertension, tachycardia, palpita Withdrawal Symptoms— Though no! ve of addiction, abrug 
he mental or physical abilities required for driving or performing tion, myocardial infarction, arrhythmias, heart block. stroke cessation of treatment after prolonged therapy may produce nausea 
ther potentially hazardous tasks Psychiatric—Confusional states (especially in the elderly) with hallu- ^ headache. and malaise 
PRECAUTIONS: Because of an inherently serious suicide potential, cinations, disorientation, delusions; anxiety, restlessness, agitation: SUPPLIED: 25 mg in bottles of 100 opaque blue and yellow ca 
he nonhospitalized severly depressed patient should be given the Insomnia and nightmares; hypomania; exacerbation of psychosis Sules, 50 mg in 5ottles of 100 opaque blue and orange capsules. 10 
smallest drug amount feasible. In schizophrenic patients, activation Neurologic—Numbness, tingling, paresthesias of extremities: mg in bottles of 100 opaque blue and white capsule 
if the psychosis may occur and require reduction of dosage or the incoordination, ataxia, tremors; peripheral neuropathy; extrapyrami- 
iddition of a major tranquilizer to the medication schedule. Manic or dal symptoms; seizures, alterations in EEG patterns; tinnitus. 

Anticholinergic—Dry mouth and, rarely, associated sublingual IVES LABORATORIES INC Gee) 
2 IVES LABORATORIES 1982 adenitis; blurred vision, disturbances of accommodation. mydriasis, 685 Third Avenue, New York NY 1 


“Something 
new.” 


“Fastin, 





Confused. 
about conflicting benzodiazepine 
claims? 


© 1983 Warner-Lambert Company 


Switch to 


Centrax 
(prazepam) 


aptam, a 


G 


5-mg, 10-mg, and 20-mg capsules 
10-mg scored tablet 





Uncomplicated anxiety relief 


CENTRAX consistently controls anxiety symptoms—smoothly and effec- 
tively—but with a distinctly low order of sedation. When given at recom- 
mended doses in normal subjects, no statistically significant impairment of 
psychomotor performance was observed *! What's more, there is little 
chance of initial “peak” CNS sensations after each dose of CENTRA X. Ii may 
be just what your anxious patients need... anxiety relief—pure and simple. 


*As with all CNS-acting agents, patients should be cautioned against driving, drinking, or engaging in hazardous activities requiring mental alertness 
REFERENCE: 1. Data on file, Medical Affairs Dept, Parke-Davis. 
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Please see following page for brief summary of prescribing information. 
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Young Adult 


Chronic Patient 
Collected Articies 
From H&CP 





An important resource 


in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service nas compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 


resource 


document for professionals charged with 


planning and providing services for this challenging 


group. Contributors include Leona L. 


Bachrach, 


Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 


M.D. With 
M.D. 


commentaries by John A. Talbott, 
and James A. Prevost, M.D. $5 per copy; 


$3.50 per copy for orders of 5 or more. Prices include 


postage 


and handling. 


Order your copy now! 
Just complete and mail this form. 


Please send me __. ccpy(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@&CP at $5 per copy ($3 50 per copy for 
orders of 5 or more). AH orders of 835 or less must be prepaid. 


E] My check or money order is enclosed. (Payable to the American 


Psychiatric Association) 


CJ Please bill me. (For orders over $35 only. 


Aid orders of $35 or 


less must be prepaid. ) 
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MAIL TO: Hospital & Community Psychiatry Service 


American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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MHPG, Dexamethasone Suppression Testing and 


For more information on NPL, please call toll free 
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- WHAT MAKES IT 
DIFFERENT.. CAN 
MAKE IT BETTER 
FOR YOUR 
PSYCHOTIC PATIENTS. 
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WHAT MAKES IT DIFFERENT 


MOBAN is a dihydroindolone—first in its class. 


... CAN MAKE IT BETTER FOR ELDERLY PATIENTS: 
Significant hypotension has rarely been reported with MOBAN. Hypoten- 
sion is most likely to occur from the administration of the aliphatic 
phenothiazines. ' 


.. CAN MAKE IT BETTER FOR YOUNG ADULT PATIENTS: 


Dystonic movements, often seen in young people early in treatment with 
other antipsychotics? occur infrequently with MOBAN® (molindone HC)). 


No incidence of impotence. 


CAN MAKE IT BETTER FOR ALLPSYCHOTIC PATIENTS: 
A moderate incidence of extrapyramidal reactions. High-potency pipera- 
4 and Haldol“ (haloperidol) are associated with a high incidence of 
EPS.’ 


Low incidence of sedation. 


Weight gain and loss have been in the direction of normal or ideal weight. 
Weight gain has been associated with all phenothiazines. 


No reports of persistent tardive dyskinesia* 


* Reports of the irreversible variety of tardive dyskinesia have not been received, but this cannot 
be used to predict that MOBAN cannot cause an irreversible dyskinetic syndrome. 


References: 
1. Goodman LS, Gilman A: The Pharmacological Basis of Therapeutics, ed 6. 
New York, MacMillan Pub Co, 1980, pp 395—414. 


2. Baldessarini RJ: Chemotherapy in Psychiatry. Cambridge, Harvard 
University Press, 1977, p 41. 
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MOBAN?® (molindone hydrochloride) 


DESCRIPTION MOBAN (molindone hydrochloride) is 
a dihydroindolone compound which is not structurally 
related to the phenothiazines, the butyrophenones or 
the thioxanthenes. 

MOBAN is 3-ethyl-6, 7-dihydro-2-methyl-5-(morphoii- 
nomethy!) indol-4 (5H)-one hydrochloride. It is a white 
crystalline powder, freely soluble in water and alcoho! 
and has a molecular weight of 312.67. 
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MOLINDONE HYDROCHLORIDE 


ACTIONS MOBAN (molindone hydrochloride) has a 
pharmacological profile in laboratory animals which 
predominantly resembles that of major tranquilizers 
causing reduction of spontaneous locomotion and 
aggressiveness, suppression of a conditioned 
response and antagonism of the bizarre stereotyped 
behavior and hyperactivity induced by ampheta- 
mines. In addition, MOBAN antagonizes the depres- 
sion caused by the tranqui'izing agent tetrabenazine. 


In human clinical studies tranquilization is achieved 
inthe absence of muscie relaxing or incoordinating 

effects. Based on EEG studies, MOBAN exerts its 
effect on the ascending reticular activating system. 


Human metabolic studies show MOBAN (molindone 
hydrochioride) to be rapidly absorbed and metabo- 
lized when given orally Unmetabolized drug reached 
a peak biood level at 1.5 hours. Pharmacological 
effect from a single oral dose persists for 24—36 
hours. There are 36 recogrized metabolites with less 
than 2-3% unmetabolized MOBAN being excreted 
in unne and feces. 


INDICATIONS MOBAN (molindone hydrochloride) is 
indicated in the management of the manifestations 
of schizophrenia 


CONTRAINDICATIONS MOBAN (molindone hydro- 
chioride) is contraindicated in severe centrai nervous 
system depression (alcohcl, barbiturates, narcotics, 
etc jor comatose states, and in patients with known 
hypersensitivity to the drug. 


WARNINGS Usage in Pregnancy: Studies in preg- 
nant patients have not been carried out. Reproduc- 
tion studies have been performed in the following 
animats 

Pregnant Rats oral dose— 


no adverse effect 20 mg/kg/day— 10 days 
no adverse effect 40 mg/kg/day-— 10 days 
Pregnant Mice oral dose—— 


slight increase resorptions <0 mg/kg/day-— 10 days 
slight increase resorptions 40 mg/Kkg/day-—10 days 
Pregnant Rabbits oral dose— 


no adverse effect 5 mg/kg/day-—12 days 
no adverse effect 10 mg/kg/day-—12 days 
no adverse effect 20 mg/kg/day---12 days 


Animal reproductive studies have not demonstrated a 
teratogenic potential. The anticipated benefits must 
be weighed against the unknown risks to the fetus 

if used in pregnant patients 

Nursing Mothers: Data are not available on the con- 
tent of MOBAN (molindone hydrochloride) in the milk 

of nursing mothers 


Usage in Children: Use of MOBAN (molindone 
hydrochioride) in children below the age of twelve 
years is not recommended because safe and effec- 
tive conditions for its usage have not been 
established. 

MOBAN has not been shown effective in the manage- 
ment of behavioral complications in patients with 
mental retardation. 


PRECAUTIONS Some patients receiving MOBAN 
(molindone hydrochloride) may note drowsiness ini- 
tially and they should be advised against activities 
requiring mental alertness until their response to the 
drug has been established. 

Increased activity has been noted in patients receiv- 
ing MOBAN. Caution should be exercised where 
increased activity may be harmful 

MOBAN does not lower the seizure threshold in 
experimental animais to the degree noted with more 
sedating antipsychotic drugs. However, in humans 
convulsive seizures have been reported in a few 
instances 


The physician should be aware that this tablet prepa- 
ration contains calcium sulfate as an excipient and 
that calcium ions may interfere with the absorption of 
preparations containing phenytoin sodium and 
tetracycines. 

MOBAN has an antiemetic effect in animals. A similar 
etfect may occur in humans and may obscure signs 
ot intestinal obstruction or brain tumor 
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Neuroleptic drugs elevate prolactin levels; the eleva- 
tion persists during chronic administration. Tissue 
culture experiments indicate that approximately one- 
third of human breast cancers are prolactin depend- 
ent :n vitro, a factor of potential importance if the pre- 
scription of these drugs is contemplated in a patient 
with a previously detected breast cancer Although 
disturbances such as galactorrhea, amenorrhea, 
pre ann and impotence have been reported, 
the clinical significance of elevated serum prolactin 
ievels is unknown for most patients. An increase in 
mammary neoplasms has been found in rodents after 
chronic administration of neuroleptic drugs. Neither 
clinical studies nor epidemiologic studies conducted 
to date, however have shown an association between 
chronic administration of these drugs and mammary 
tumorigenesis; the available evidence is considered 
too limited to be conclusive at this time. 


ADVERSE REACTIONS—CNS EFFECTS The most 
frequently occurring effect is initial drowsiness that 
generaily subsides with continued usage of the drug 
or lowering of the dose.:Noted less frequently were 
depression, hyperactivity and euphoria. 
Naorotogical garb Melia Reactions Extrapyr- 
amidal reactions noted below may occur in suscepti- 
ble individuals and are usually reversible with 
appropriate management. 


Akathisia Motor restlessness may occur early. 


Parkinson Syndrome Akinesia, characterized by 
rigidity immobility and reduction of voluntary move- 
ments and tremor have been observed. Occurrence 
is less frequent than akathisia. 


Dystonic Syndrome Prolonged abnormal contrac- 
tions of muscie groups occur infrequently. These 
symptoms may be managed by the addition of a syn- 
thetic antiparkinson agent (other than L-dopa), small 
doses cf sedative drugs, and/or reduction in dosage 


Tardive Dyskinesia Neuroleptic drugs are known to 
cause a syndrome of dyskinetic movements com- 
monly referred to as tardive dyskinesia. The move- 
ments may appear during treatment or upon 
withdrawal of treatment and may be either reversible 
or irreversible (i.e., persistent) upon cessation of 
further neuroleptic administration Reports of reversi- 
ble tardive dyskinesia in association with MOBAN 
therapy have been received. Reports ol the irreversi- 
ble variety have not been received, but this cannot 
be used to predict that MOBAN (molindone hydro- 
chloride) cannot cause an irreversible dyskinetic 
syndrome 


The syndrome is known to have a variable latency for 
development and the duration of the latency cannot 
be determined reliably It is thus wise to assume that 
any neuroleptic agent has the capacity to induce 

the syndrome and act accordingly until sufficient data 
has been collected to settle the issue definitively for 
aspecific drug product. inthe case of neuroleptics 
known to produce the irreversible syndrome, the fot- 
lowing has been observed 


Tardive dyskinesia associated with other agents has 
appeared in some patients on long-term therapy and 
Fas also appeared after drug therapy has been dis- 
continued. The risk appears to be greater in elderly 
patients on high-dose therapy, especially females 
The symptoms are persistent and in some patients 
appear to be irreversible. The syndrome is character- 
ized by rhythmical involuntary movements of the 
tongue, face, mouth or jaw (e g.. protrusion of tongue. 
puffing of cheeks, puckering of mouth, chewing 
movements). There may be involuntary movements of 
extremities 


There is no known effective treatment of tardive dyski- 
nesia, antiparkinsonism agents usually do not alle- 
viate the symptoms of this syndrome. It is suggested 
that all antipsychotic agents be discontinued if these 
symptoms appear. Should it be necessary to reinsti- 
tute treatment, or increase the dosage of the agent, or 
switch to a different antipsychotic agent, the syn- 
drome may be masked. It has been reported that fine 
varmicular movements of the tongue may be an early 
sign of the syndrome and if the medication is stopped 
at that time the syndrome may not develop. 


Autonomic Nervous System Occasionally blurring 
of vision, tachycardia, nausea, dry mouth and saliva- 
tion have been reported. Urinary retention and consti- 
pation may occu: particularly if anticholinergic drugs 
are used to treat extrapyramidal symptoms. 


Hematological There have been rare reports of leu- 
copenia and leucocytosis. If such reactions occur, 
treatment with MOBAN may continue if clinical symp- 
toms are absent. Alterations of blood glucose. liver 
function tests. BUN., and red blood celis have not 
been considered clinically significant. 


Metabolic and Endocrine Effects Alteration of thy- 
roid function has not been significant. Amenorrhea 
has been reported infrequently Resumption of men- 
ses in previously amenorrheic women has been 
reported initially heavy menses may occur Galactor- 
rhea and gynecomastia have been reported infre- 
quentiy increase in libido has been noted in some 
patients. Impotence has not been reported. Although 
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both weight gain and weigh: loss have been in the 
direction of norma! or ideal Seek excessive weight 
gain has not occurred with MOBAN.. 


Cardiovascular Rare, transient, non-specific T wave 
changes have been reported on E.K.G. Association 
with a clinical syndrome has not been established. 
Rarely has significant hypotension been reported. 


imological Lens opacities and pigmentary 
retinopathy have not been reported where patients 
have received MOBAN (molndone hydrochloride). In 
come patients, phenothiazine induced lenticular 
opacities have resolved following discontinuation of 
the aoe while continuing therapy with 
MOBAN. 


Skin Early, non-specific skin rash, probably of allergic 
crigin, has occasionally been reported. Skin pigmen- 
tation has not been seen with MOBAN usage alone. 


MOBAN (molindone hydrochloride) has certain phar- 
macological similarities to other antipsychotic agents. 
Because adverse reactions are often extensions of 
the pharmacological activity of a drug, all of the 
known pharmacological effects associated with other 
antipsychotic drugs should be kept in mind when 
MOBAN is used. Upon abrupt withdrawal after pro- 
longed high dosage an abstinence syndrome has not 
teen noted. 


DOSAGE AND ADMINISTRATION initial and mainte- 
nance doses of MOBAN (mclindone hydrochloride) 
should be individualized. 


initial Dosage Schedule The usua! starting dosage 
is 50-75 mg/day. 
— increase to 100 mg/day in 3 or 4 days 
Based on severity of symptomatology, Cosage 
may be titrated up or down depending on indi- 
vidual patient response 
—An increase to 225 mg/cay may be required in 
patients with severe symptomatology 


Fiderly and debilitated patients should be started on 
lower dosage 


Maintenance Dosage Schedule 

1 Mild—5 mg-15 mg three cr four times a day 

2 Moderate— 10 mg~25 mg three or four times a day. 
3 Severe-—225 mg/day may be required 


DRUG INTERACTIONS Potentiation of drugs admin- 
istered concurrently with MOBAN (molindone hydro- 
chloride) has not been repored. Additionally animai 
studies have not shown increased toxicity when 
MOBAN is given concurrently with representative 
members of three classes of drugs (i.e, barbiturates, 
chloral hydrate and antiparkinson drugs) 


MANAGEMENT OF OVERDOSAGE Symptomatic, 
supportive therapy should be the rute 


Gastric lavage is indicated for the reduction of 
absorption of MOBAN (molindone hydrochloride} 
which is freely soluble in water. 


S:nce the adsorption of MOBAN (molindone nydro- 
chloride) by activated charcoal has not been deter- 
mined, the use of this antidote must be considered 
of theoretical value 


Emesis in a comatose patiem is contraindicated. 
Additionally, while the emetic effect of apomorphine is 
blocked by MOBAN in animais, this blocking effect 
has not been determined in humans 


A significant increase in the rate of removal of unme- 
tabolized MOBAN from the bady by forced diuresis, 
peritoneal or renal dialysis would not be expected. 
(Only 296 of a single ingested dose of MOBAN is 
excreted unmetabolized in the urine.) However poor 
response of the patient may justify use of these 
procedures. 


While the use of laxatives or enemas might be based 
on genera! principles, the amount of unmetabolized 
MOBAN in feces is less than 1%. Extrapyramidal 
symptoms have responded to the use of diphenhy- 
dramine (Benadryl) and the synthetic anticholinergic 
antiparkinson agents (i.e., Anane! Cogentin’ Akineton” 
HOW SUPPLIED As tablets ^ bottles of 100 with 
potencies and colors as follows: 

5 mg orange 50 mg blue 

10 mg lavender 100 mg tan 

25 mg light green 
As a concentrate containing 20 mg molindone hydro- 
chloride per mi in 4 oz (120 ml) bottles. 
*Benadryl— Trademark, Parke Davis and Co. 
*Artane — Trademark, Lederle Laboratories 
*Cogentin—Trademark, Merck Sharp & Dohme 
*Akineton—Trademark, Knol’ Pharmaceutica’ Co. 


MOBAN is a registered U.S. trademark of 
Du Pont Pharmaceuticals. 6102-B/Rev. July 1981 


Du Pont Pharmaceuticals 
Biochemicals Department 

EJ. du Pont de Nemours & Co. (Inc .) 
Wilmington, Delaware 19898 
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Coming in the June 1983 issue of 
THE AMERICAN JOURNAL OF PSYCHIATRY 


American Psychiatric Association Statement 
on the Insanity Defense 


Beyond Eclecticism—A Commentary 
By Eugene M. Abroms 


ANOREXIA NERVOSA AND E 
TREATMENT AND SUPPORT G 
THE STATE OF THE AR 


National conference on eating disorder 
June 11-12, 1983 
Chicago — Westin Hotel 


Co-sponsored by | 
Nationai Association of Anorexia 
NN Sia and Associated Disorders 


SCIENTIFIC WRITING 
FOR 
GRADUATE STUDENTS 








This manual is a “must” for those who would introduce courses of in- 
struction in scientific writing into university graduate schools. The first 
nine chapters provide the essentials for “Writing a Journal Article,” and 
the remaining five chapters cover “Related Topics” in scientific com- 
munication. 

and 
CONTENTS: |. Clearing Away the Underbrush * 2. The Ground Highland Park Hospital! 
Plan * 3. The Master Plan * 4. The First Draft «5. The First , 
Revision: Structural Alterations * 6. Further Revision: Polishing the 
Style * 7. Editing Assignments * 8. The Final Steps è 9. Re- 
sponding to the Editor * 10. Design of Tables and Figures * 11. Prep- 
aration for Writing the Doctoral Thesis * 12. Writing a Research Pro- 
ject Proposal * 13, Oral Presentation of a Scientific Paper 


* 14, Principles and Practices in Searching the Scientific Literature 


Paperbound; ISBN: 0-914340-01-8; Published 1968, reprinted 1983; 








Trim size: 6 x 9 inches; 190 pages 


Regular Price: $9.75 (10% discount on 10 or more copies delivered to 


one address) 


CBE Member Discount Price: $8.75 (single copy paid by personal 


check) 


Terms of Sale: All sales final; no returns. 


Prepayment required; U.S. currency drawn on a U.S. bank. 


Price includes BOOK RATE postage. 


For faster delivery--first class, air mail, or UPS available at additional 


charge (book weight, 11.5 oz). 


Maryland residents, please add 5% sales tax. 


COUNCIL OF BIOLOGY EDITORS, INC. | 
9650 Rockville Pike, Bethesda, MD 20814 | 
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Registration: 
$125.00 per person (inc:udes luncheon beth aava Regi: 
gly 


375. Reservation with check should be rec prior 
pened check payable to: ANAD Conference, Box 274, 1 


For detailed informaticn and hotel reservation, write or 
432-8000, ext. 3307) 





Specialists in 
Residential Treatment 


Residential treatment has be- 
come highly specialized in the 
field of mental health. It is a 
specific treatment modality for 
those who need a totally planned 
and structured environment. 

The Brown Schools has de- 
veloped a wide range of profes- 
sional services that can be 
utilized to implement an indi- 
vidually planned residential 
treatment program. The degree 
of structure and protection, the 
intensity of therapy, the methods 
of education and training are 
controlled and modified with the 
resident's changing needs. 

Professionals in the areas of 
psychiatry, psychology, nursing, 
social work, education, pre- 
vocational training, speech 
pathology. and recreation have 
developed expertise in the spe- 
cific area of residential treat- 
ment. Each service area is de- 
signed as a component of an 
integrated therapeutic milieu, 

The three residential treatment 
centers of The Brown Schools 
provide complete programming 


for those in need of twenty-four 
hour care. Services are available 
for children, adolescents, and 
adults with emotional distur- 
bance, mental retardation, and 
neurological impairment. Two 
small group homes in Austin 
provide for reintegration into the 
community and complement the 
services offered in the other 
centers. 


For information contact the 
Director of Admissions. 


Call Toll Free 800/531-5305, 


except in Texas call 800/252-5404.. 
The Brown Schools * PO Box 4008. 
Austin, Texas 78765 * 512/478-66 
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SCHOOLS 


Psychiatric Hospitals 


Accredited by the Joint 
Commission on Accreditation 
of Hospitais. 
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Frank T. Rafferty, M.D.. Medical Dire 





eT ae Nie eA Ann 


Postulated Mode of Action 
he postulated mechanism of action 
5 that Ludiomil acts primarily by 
blocking reuptake of norepinephrine 
tnerve endings. 
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n anxiety/depression 


maprotiline HCl 


The efficient antidepressant 


Ludiomil “...acts quickly...and is as effective 
as amitriptyline.’’* 


Cardiovascular reactions are rare 
(arrhythmia, tachycardia, heart block less than 1%) 


Low incidence of anticholinergic side effects 


Seizures have been reported with Ludiomil. They have been 
reported at a rate of less than 1/10 of 1%. This risk may be 
reduced by initiating therapy at low dosages — 75 mg in 
most patients, 25 mg in the elderly. Because of the drug's 
long half-life (average 51 hours), maintain initial dosage for 
two weeks before increasing gradually in 25-mg increments. 
See Contraindications, Precautions, and Dosage sections 
of Prescribing Information for details 


Side effects commonly encountered with tricyclic anti- 
depressants have also been observed with Ludiomil. 


"Dell AJ: J Int Med Res 1977; 5(4): 22-24. 


Please see next page for Brief Summary of Prescribing Information. 
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INDICATIONS AND USAGE 


Ludiomil is indicated for the treatment of depressive finess imn 
patients with depressive Neurosis (dysthymic disorder) and 
manic-depressive diness, depressed type (major depressive 
disorder}. Ludiomit :s also effective for the reset of anxiety as- 
sociated with depression 


CONTRAINDICATIONS 


Ludiomil is contraimdicated in patients hypersensitive to 
Ludiomil and in patients with known of suspected Seizure mis- 
orders. It should not be given concomitantly with monoamine 
oxidase (MAO) inhibitors. A mimimurm of 14 days should be ai- 
towed to elapse after discontinuation of MAO ;nhibitors before 
treatment with Ludiomil is initiated. Effects shauid be man 
tored with gradual increase in dosage untit optimum response 
is achieved. The drug is not recommended for use during the 
acute phase of myocardial infarction 


WARNINGS 


Extreme caution should be used when this drug is given to 

—patients with a history of myocardiat infarction: 

— patients with a history or presence of cardiovascular disease 
because of the possibility of conduction defects, arrmythmias. 
myocardial infarction, strokes and tachycardia 


PRECAUTIONS 

General: The possibility of suicide ut seriously depressed pa- 
tients iS inherent in their iliness and may persist until signif 
icant remission occurs, Therefore, patients must be carefully 
supervised during ali phases af treatment with Ludiomit, and 
prescriptions should be writien ior the smallest number of tab- 
iets consistent with good patient management. 

Sazures have been reported in patients treeted with 
Lucio! These have occurred in patents bota with and 
without a past history of seizures. While R must be noted 
that a cause-and-effect relaionstup has not been established, 
the risk ot sezures may be reduced by initiating therapy at 
iow dosage. Because of the jong half-life of Ludiomi (average 
51 hours) initial dosage should be maintained for two weeks 


maprotiline HCl 


A single-entity agent with inherent anxiolytic 
properties — not added as with fixed 


combinations. 


C IB A 


before being raised gradually in small increments (see DOSAGE 
AND ADMINISTRATION! 

Hypomanic or mafic episodes have been known to occur in 
some patients taking tricyclic antidepressant drugs, particu- 
arly in patients with cycle disorders. Such occurrences Nave 
also been noted, rarely, with Ludiomi 

Prior to elective surgery, Ludiomi should be discontinued for 
as long as clinwally feasible, since ttiie 1s known about thein- 
teraction between Ludiomil and general anesthetics. 

Ludiomil should be administered with caution in patients 
with increased miraocular pressure, history of urinary reten 
tion. ot history of narrow-angte glaucoma because of the 
drug s anticholinergic properties 
information for Patients: Warn patients to exercise Caution 
about potentially hazardous tasks, or operating automobiles 
or machinery since the drug may impair mental and/or physt 
cai abilities 

udomi may enhance the response to alcohol, barbitu- 
rales. and other CNS depressants. requiring appropriate 
caution of administration 
Laboratory Tesis: Although not observed with Ludiomil. the 
drug should be discontinued if there is evidence of pathologie 
neutrophd depression. Leukocyte and differentia: counts 
should be performed in patients who develop fever and sore 
throat during therapy 
Drug Interactions: Ciose supervision and careful adjustment 
ai dosage are required when administering Ludiomit concomi- 
tantly with anticholinergic or sympathomimetic drugs because 
of the possibility of additive atropine-like effects. 

Concurrent administration of Ludiomil with electroshock 
therapy should be avoided because of the lack of experience 
in this area 

Caution should be exercised when administering Ludiomi 
io hyperthyroid patients or those on thyroid medication be- 
cause of the possibility od enhanced potential for 
cardiovascular toxicity of Ludiom:! 

Ludoni should be used with caution in pabents receiving 
guanethidine or similar agents since it may block the pharma- 
coame effects of these drugs 

(See information for Patients | 
Carcinogenesis, Mutagenesis, Impairment of Fertility: Car 
cinogenicity and chronic toxicity studies have been conducted 
in laboratory rats and dogs. No drug- or dose-related occur 
rence of carcinogenesis was evident in rats receiving daily 
orai doses up to 60 maka of Lud«omil for eighteen months of 
in Gogs recening daily oral doses up to 30 mg/kg of Ludiomil 
for one year In addition, no evidence of mutagenic activity 
was found in offspnng of female mice mated with males 
treated with up to 60 times the maximum daily human dose. 
Pregnancy Category 8: Reproduction studies have Seen per- 
formed in female laboratory rabbits, mice. and rats at doses 
upto 1.3. 7, and 9 times the maximum daily human dose re- 
spectively and have revealed no evidence of impaired fertility 
or harm to the fetus due to Ludiomu. There are. however. no 
adequate and well-controlled studies in pregnant women. Be- 
cause animal reproduction studies are not always predictive ot 
human response his drug should be used during pregnancy 
oniy if clearly needed. 

Labor and Delivery: Although the effect of Ludiomi on Tabor 
and delivery is unknown. caution should be exercised as with 





any drug wih ONS depressant action 

Nursing Mothers: Ludiomi «s excreted n Breast mik. At steady 
state. the concentrabons in milk corresaond closely to the con- 
centrations in whole blood. Caution should be exercised when 
Ludiami is administered to a nursing woman 

Pediatric Use: Safety and effectiveness m children below “he 
age of 18 have not been estabiished 


ADVERSE REACTIONS 


The fo lowing adverse reactions have been noted with 
Ludiorl and are generally similar to these observed with 
incycle antidepressants 

Cardiavascular: Rare occurrences of hypotension. hyperten- 
sion, tachycardia, palpitation, arrythrrea, heart DIOCK, arid 
syncope have been reported with Ludiomi 

Psychiatric: Nervousness (6%). anxiety (3%), insomnia 
(294). and agitation (2%), rarely, confugsonal states (especially 
inthe elderly), hallucinations. disorientation, delusions, resi- 
iessness, nightmares, hypomania, mama, exacerbation of 
osychcas, decrease in memory, and feelings of unreaiity 
Neurological: Drowsiness (1692), dizziness (595), tremor 
(398. and, rarely. numbness. tingling, motor nyperactivity, 
akathisia, seizures, EEG alterations, tinsitus, extrapyramidal 
symptoms, ataxia. and dysarthria 

Antichalinergic: Dry mouth (22%). constipation (6%), and 
blurrec vision (det, rarely. accommodation disturbances, 
mydriasis, urinary retention, and delayed acturiion 
Allergic: Rare instances of skin sash. petechiae, itching 
ohotosensitization, edema, and drug fewer 

Gastrantestinal: Nausea (2°) and, rarely, vomiting, emges- 
tric distress. diarrhea, bitter taste, abdominal cramps and 
dysphagpia 

Endocrine: Rare instances of increased of decreased libido, 


altered liver function. jaungdice, weight less or gain, excessive 
perspiration, flushing. urinary frequency, increased salivation. 
and nasal congestion 
Note: Aithough the following adverse reachons have not been 
reported with Ludiomil. its pharmacologse simitaniy 10 tricychc 
antidepressants requires that each reaction be considerec 
when administering Ludiomil 
— Bone marrow depression, inciuding agranulocytosis 
eosir ophilia, purpura. and thrombocwopenia. myocardial 
miarchon, stroke, penpheral neuropathy. sublingual 
aden tis. black tongue. stomatitis, pasaiytic reus. 
gynezomastia in the male, breast emia gemeni ang gaiet- 
torrhaa in the tamaie, and tesucular swelling 
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FIRST ANNUAL EDITION! 


PSYCHIATRY 1982: 

THE AMERICAN PSYCHIATRIC 
ASSOCIATION 

ANNUAL REVIEW 


Edited by Lester Grinspoon, M.D, 


This provocative new volume, 

especially written by psychiatrists distinguished 
in their areas, elaborates on the overviews 
delivered at the APA Annual Meeting. It sets 
forth the latest thinking, debate, and research in 
five key areas: 


l. The Psychiatric Aspects of Sexuality 
Virginia A. Sadock, M.D., Preceptor 

il. The Schizophrenic Disorders 

Robert Cancro, M.D., Preceptor 

IH. Depression in Childhood and Adolescence 
Henry H. Work, M.D., Preceptor 

IV. Law and Psychiatry 

Alan A. Stone, M.D., l'receptor 

V. Borderline and Narcissistic Personality 
Disorders 

Otto F. Kernberg, M.D., Preceptor 


Available fram 
American 
sychiatric _ 
Press, Inc. 
Order Department 


1400 K Street, N.W. 
Washington, D.C. 20005 


— Vapies Psyciiairy 1982; The American Psychiatric Association 
Annual Remew, Publication #P000-9, $38 50. 
(Non-prepaid orders will be invoiced with shipping/handling 
charges added.) 


Address 








— 







































a smile. Open and honest. It shows you're mai 
Starting new lives. 


NE 
hours a day, every day of the year... for sm 


grades seven through twelve. 


occupational, remedial and recreational th 
treatment is based upon the concepts of th: 
community, reality therapy, Christian thec 
ego and behavoria! psychology. And our st: 


personal level. 


realistically change lives, and add smiles. 


" Copies available upon request. 
For information and referral, contact: 
Richard W, Burner, 

MSSW, ACSW, LSCSW 
Clinical Coordinator 

St. Francis Boys’ Homes 

PO. Box 1348 

Salina, Kansas 67401 

Please call collect 913-825-0541 


The Kansas programs are 
accredited as psychiatric 
facilities for children and 
adolescents by The Joint 
Commission on Accreditation 
of Hospitals. 


(EPISCOPAL) 


An equal opportunity employer. 
Certified by OCHAMPUS. 
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At St. Francis Boys’ Homes, we search twentry-ü 


P" 
E 

s Laaa 
Logd, 
yEgT3. 
ABS. 


even though it takes lots of time and understandi 
get one from some kids, we get to see plenty of smiles 


at 5t. Francis. Our program offers round-rhe-ch 
supervised treatment for conduct disordered boys 


Five year follow-up studies of our program show a 
success rate in the upper quartile.* The Sr. | 
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ALDOL rapi_ly clears 
sychotic symptoms 





Rapid treatment of acute psychosis with intramuscular HALDOL haloperidol 


e 


has proved effective both in relieving patient suffering and in clearing 

core psychotic symptoms of thought disorder’; it may also avoid or reduce the 
need for hospitalization. Low-dose, less-sedating drugs such as HALDOL 
are preferred because they are less likely to produce sudden hypotension." 
excessive sedation’ or troublesome anticholinergic effects?” Extrapyramidal 
symptoms, which depend upon individual sensitivity and can occur 

with all neuroleptics, can be controlled with antiparkinson medication or 
dosage reduction * 


* Marked improvement often occurs in 2-3 hours; initial re sponse may be seen 
within 30-60 minutes. Careful observation of patient re sponse is essential. 


* HALDOL can be given as often as every hour at any usual IM site, 
rarely causing local irritation. Patients typically require | to 4 injections of 5 mg 
at 60-minute intervals. 


* HALDOL offers the widest dosage range to meet wide individual variations 
in patients’ needs. 


* Easy switchover from IM HALDOL to oral forms ona 1:1 basis smooths the 
transition to maintenance therapy. 
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tablets/concentrate/iniection 


(holoperido 


= posed by professional models.” Transient and orthostatic hypotension rarely occur. * Marked sedation is rare; some instances of drowsiness have been reported. 
Please turn page for brief summary of pre scribing informaron, 


ent extrapyramidal symptoms may require discontinuation of the drug. 
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The only neuroleptic many psychotic 
patients may ever need 








e Rapid relief of core 
psychotic symptoms 


e Effective for both initial 
and maintenance therapy 


emer . 
mM e Safe and effective at the | 
TOTO | widest possible dosage range" 
(haloperidol) *See Brief Summary of Prescribing 
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easily added to food, juices or 
water for ease of dosage 


tasteless, odorless and colorless; | 
; è 
adjustment and better patient 





precautions and adverse reactions 


} 
acceptability. 2 mg per ml M. acid y 
haloperidol (as the lactate). HALDOL 
| brand o 
i HALOPERIDOL 
ed HALDOL? tablets 
2 mg. per ml. 
mo (haloperidol) 







HALDOI? (haloperidol) — 1 
sterile injection + Pre-filled Syringe | HALDOL 
for rapid control (often within hours) ' Wit Seen 
in acutely agitated patients. 5 mg e Zach 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

ropylparaben per ml, an lactic acid 
or pH adjustment to 3.0-3.6. 





Brief Summary of Prescribing Information 


Contraindications: Severe. toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson s disease 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to becorne 
pregnant has not been established, use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear 

General: Bronchopneumonia, sometimes fatal. has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderiy Decreased serum 
cholesterol and. or cutaneous and ocular changes have been reported with chemically-related 
drugs. although not with halopendol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure May occur) (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with Known allergies or a 
history of allergic reactions to drugs. (4) receiving anticoagulants, since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required. may Nave to be continued after HALDOL is discontinued 
because ot different excretion rates. if both are discontinued simultanecusly. extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs including 
antiparkinson drugs. are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be & rapid mood swing to depression Severe neurotoxicity 
may occur in patients with. thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels, the elevation persists during chronic 
administration Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent N vitro, a factor of potential importance if the prescrip- 
tion of these drugs 1s contemplated in a patient with a previously detected breast cancer 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported. the clinical significance of elevated serum prolactin levels is unknown for mos! 
patients An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date however. have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence IS considered too limited to be conclusive at 
this time. The 1. 5. 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity 


Adverse Reactions: CNS Effects: Extrapyramidal Reactions Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently. often during the first few days of treatment 
Generally they involved Parkinson-like symptoms which were usually mild to moderately severe 
and usually reversible Other types of neuromuscular reactions (motor restlessness. dystoria, 
akathisia. hyperreflexia. opisthotonos, oculogyric Crises) have been reported far less fre- 
quently. but were often more severe Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally. extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose IS reduced. Anti- 
parkinson drugs may be required Persistent extrapyramidal reactions have been reported and 
th may have to be discontinued in such Cases 

Abrupt discontinuation of short-term antipsychotic 
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therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from “Persistent Tardive Dyskinesia except for duration. It is unknown whether gradual 
withdrawal will reduce the occurrence of these signs, but until further evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias The ris« appears to be greater in elderly patients on high-dose 
therapy. especially females Symptoms are persistent and sometimes appear irreversible: there 
is no known effective treatment and all antipsychotic agents should be discontinued. The 
syndrome may be masked by reinstitution of drug, increasing dosage. or switching to a differen! 
antipsychotic agent. Fine vermicular movement of the tongue may be an early sign of the 
syndrome and if medication iS stopped at that time the syndrome may not develop 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres: 
sion. lethargy, headache, confusion, vertigo, grand mal seizures, and exacerbation of psy: 
chotic symptoms including hallucinations and catatonic-like behavioral states which may be 
responsive to drug withdrawal and ‘or treatment with anticholinergic drugs 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia has been reported, some 
times alone and sometimes in association with muscle rigidity or in association with rhabdo 
myolysis and acute renal failure Cardiovascular Effects: Tachycardia. hypotension 
hypertension and ECG changes Hematologic Effects: Reports of mild, usually transien 
leukopenia and leukocytosis minimal decreases in red blood cell counts, anemia, Or a ten 
dency toward lymphomonocytosis egranulocytosis rarely reported and only in association witl 
other medication. Liver Effects: Imoaired liver function and/or jaundice reported. Dermato 
logic Reactions: Maculopapular and acneiform reactions isolated cases of photosensitivity 
loss of hair Endocrine Disorders: Lactation breast engorgement, mastalgia, menstrual irrec 
ulanties. gynecomastia. impotence, increased libido, hyperglycemia, hypoglycemia an 
hyponatremia. Gastrointestinal Effects: Anorexia. constipation, diarrhea, hypersalivatior 
dyspepsia. nausea anc vomiting Autonomic Reactions: Dry mouth, blurred vision, urinar 
retention and diaphoresis Respiratory Effects: Laryngospasm, bronchospasm and increase 
depth of respiration. Other: Cases of sudden and unexpected death nave been reported | 
association with the administration of HAL DOL. The nature of the evidence makes it impossibl 
to determine definitively what role. if any, HALDOL played in the outcome of the reported case: 
The possibility that HALDOL caused death cannot. of course, be excluded. but it is to be kept! 
mind that sudden anc unexpectec death may occur In psychotic patients when they C 
untreated or when they are treated with other neuroleptic drugs 

IMPORTANT: Full directions for use should be read before HALDOL haloperidol i 
administered or prescribed. 

The injectable form is intended only for acutely agitated psychotic patients with moderate 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness | 
intramuscular administration in children have not been conducted 
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References: 1. Donlon PT, Hopkin J, Tupin JP: Overview: Efficacy and safety of the rapi 
neuroleptization method with injectable haloperidol. Am J Psychiatry 136(3):273-278, 197€ 
2. Anderson WH, Kuehnle JC: Diagnosis and early management of acute psychosis. N Engl . 
Med 305(19): 1128-1130, 1981. 3. Arderson WH. Kuehnle JC: Strategies for the treatment c 
acute psychosis. JAMA 229(14):1 884-1889, 1974. 
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Calendar 


For free listing of your organization's official annual or regional meeting, please send us the following information: sponsoi 
location, inclusive dates, type and number of continuing education credits (if available), and the name, address, aid telephon 
number of tbe person or group to contact for more information. All notices and changes must be received no later than 60 day 
before the month of desired publication and should be addressed to Calendar, American Journal of Psychiatry, 1400 K St 
N.W., Washington, DC 20005. Because of space limitations, only listings of meetings of the greatest interest to Journal reade? 


will be included. 


MAY 


May 1, annual meeting, Behavior Therapy and Research 
Society, New York. Pearl Epstein, Executive Director, c/o 
Journal of Behavior Therapy and Experimental Psychiatry, 
Temple University Medical School, Henry Ave., Philadel- 
phia, PA 19129, 215-849-0607. 


May 1, annual meeting, National Guild of Catholic Psychia- 
trists, New York. Marie Kraus, Executive Secretary, 120 Hill 
St., Whitinsville, MA 01588, 617-234-6266. 


May 3, annual meeting, American Association for Geriatric 
Psychiatry, New York. Alvin Levenson, M.D., President, 230 
N. Michigan Ave., Suite 2400, Chicago, IL 60601, 312-263- 
2225. 


May 3-6, annual meeting, American Pediatric Society, 
Washington, D.C. Henry Barnett, M.D., President, Albert 
Einstein College of Medicine, 1300 Morris Ave., Bronx, NY 
10461, 212-430-2467. 


May 4, annual meeting, International Center for the Dis- 
abled, New York. J.C. Folsom, Executive Director, 340 East 
24th St., New York, NY 10010, 212-679-0100. 


May 13, annual conference, American Cancer Society and 
Postgraduate Center for Mental Health, New York. John 
McMasters, Administrative Manager for Continuing Educa- 
tion Programs, Division of Community Services and Educa- 
tion, Postgraduate Center for Mental Health, 124 East 28th 
St., New York, NY 10016, 212-689-7700. 


May 13-15, annual meeting, American Geriatrics Society, 
New York. Kathryn S. Henderson, Executive Director, 10 
Columbus Circle, New York, NY 10019, 212-582-1333. 


May 20-22, annual conference, International Association of 
Psycho-Social Rehabilitation Services, Santa Monica. Con- 
tact George H. Wolkon, Ph.D., IAPSRS, c/o Portals House, 
Box 74395, Los Angeles, CA 90004. 


May 21—22, annual conference, SHARE (Source of Help in 
Airing and Resolving Experiences), Springfield, Ill. Contact 
Sister Jane Marie Lamb, O.S.E, SHARE Conference, St. 
John's Hospital, 800 East Carpenter, Springfield, IL 62629, 
217-544-6464, ext. 5275. 


May 22-26, annual meeting, National Conference on Social 
Welfare, Houston. John E. Hansan, Ph.D., Executive Direc- 


tor, 1730 M St., N.W., Suite 911, Washington, DC 20036 
202-785-0817. 


May 25—28, annual meeting, American College Health Asso 
ciation, St. Louis, Mo. James W. Dilley, Executive Director 
152 Rollins Ave., Suite 208, Rockville, MD 20852, 301-468 
6868. 


May 25-28, annual conference, Association for the Care o 
Children’s Health, Chicago. Contact ACCH, 3615 Wiscon 
sin Ave., N.W., Washington, DC 20016, 202-2<4-1801. 


May 25—28, national (Canada) conference on iutism, Au 
tism Society of Canada, Geneva Centre for Autis n, Commu 
nication, and Language Disorders, and the Ontario Societ 
for Autistic Children, Toronto. Contact Lorraine White 
M.H.Sc., the Geneva Centre, 204 St. George St., Toronte 
Ontario MSR 2N5, Canada, 416-968-7877. 


May 29—June 2, annual convention, American Associatioi 
on Mental Deficiency, Dallas. Contact AAMD, S101 W's 
consin Ave., N.W., Washington, DC 20016. 


UNE 


June 1-4, biennial meeting, National League fər Nursing 
Philadelphia. Margaret E. Walsh, CAE, Executive Director 
10 Columbus Circle, New York, NY 10019, 212-382-1022 


d 


June 7-8, annual conference for innovators of communit 
health promotion, American Hospital Associaticn. Chicagc 
Contact AHA, 840 North Lake Shore Dr., Chicago, I 
60611, 212-280-6000. 


June 9—12, annual meeting, American Association of Neuro 
pathologists, St. Louis, Mo. Michael Noel Hert, M.D. 
Secretary-Treasurer, Department of Pathology, L niversity o 
Iowa Hospitals and Clinics, lowa City, IA 52242, 319-333 
3429. 


June 11—13, annual irstitute on the delivery of huma 
service to rural people, American Rural Health Association 
Lake Tahoe, Nev. Contact Raymond Coward, Center to 
Rural Studies, University of Vermont, Burlington, V T 04501 


June 12-15, annual meeting, National Congress of Parent 
and Teachers, Albuquerque, N.M. Dr. Ronald L. Smith 
Executive Director, 700 North Rush St., Chicago, IL 60611 
312-787-0977. 


(Continued on page A4 i 
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Brief Summary 

LOXITANE* Loxapine Succinate Capsules 

LOXITANE* C Loxapine Hydrochloride Oral Concentrate 
LOXITANE* IM Loxapine Hydrochloride 


INDICATIONS: LOXITANE is indicated for the management of the 
manifestations of psychotic disorders. The antipsychotic efficacy of 
LOXITANE was established in clinical studies which enrolled newly 
hospitalized and chronically hospitalized acutely ill schizophrenic 
patients as subjects. 


CONTRAINDICATIONS: Comatose or severe drug-induced 
depressed states (alcohol, barbiturates, narcotics, etc.); hyper 
sensitivity to the drug. 


WARNINGS: Safe use Curing pregnancy or lactation or by women 
of child-bearing potential has not been established: weigh potential 
benefits against possible hazards. Not recommended for use in 
children under 16. May impair mental and/or physical abilities 
especially during early therapy, warn ambulatory patients about 
activities requiring alertness, about concomitant use of alcohol and 
other CNS depressants. Not recommended for management of 
behavioral complications in mentally retarded patients. 


PRECAUTIONS: Use with extreme caution in patients with a history 
of convulsive disorders; seizures have been reported in epileptic 
patients receiving antipsychotic dose levels or even maintenance 
therapy. Use with caution in patients with cardiovascular disease or 
in those with glaucoma or a tencency to urinary retention particulary 
when on concomitant anticholinergic medication. Loxapine has an 
antiemetic effect in animals which might occur inman masking 
signs of overdosage of toxic drugs and obscuring intestinal obstruc- 
tion or brain tumor. Since possible ocular toxicity cannot be 
excluded, observe carefully for pigmentary retinopathy and lenticu- 
lar pigmentation. Slightly higher incidence of extrapyramidal effects 
possible following IM administration. 


Neuroleptic drugs elevate prolactin levels; elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third of human breast cancers are prolactin 
dependent in vitro, a factor of potential importance if prescription of 
these drugs is contemplated in a patient with a previously detected 
breast cancer. Although disturbances such as galactorrhea, 
amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is un- 
known for most patients. An increase in mammary neoplasms has 
been found in rodents after chronic administration of neuroleptic 
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drugs. Neither clinical studies nor epidemiologic studies conducted 
to date have shown an association between chroric administration 
of these drugs and mammary tumorigenesis; the available evicence 
is considered too limited to be conclusive at this time. 


ADVERSE REACTIONS: CNS effects, other than extrapyramidal, 
infrequent. Mild drowsiness may occur at beginning of therapy or 
upon dosage increase, usually subsides with continued therapy. 
Sedation, dizziness, faintness, staggering gait, muscle twitching, 
weakness and confusional states have been reported. Extrapy- 
ramidal reactions often occur early in treatment, manifested by 
Parkinson-like symptoms (remor, rigidity, excess ve salivation, 
masked facies, akathisia); controllable by dosage reduction or by 
antiparkinson drugs at usual dosages. Dystonic and dyskinetic 
reactions have occurred less frequently, but may De more severe. 
Dystonias include spasms of muscles of the neck and face, tongue 
protrusion, and oculogyric movement. Dyskinetic reactions have 
been described in the form of choreoathetoid movements. These 
reactions sometimes require reduction or temporary withdrawal of 
LOXITANE dosage in addition to appropriate counteractive drugs. 
Persistent Tardive Dyskinesia May appear during prolonged therapy 
or foliowing discontinuance, the risk greater in the elderly, especially 
females, on high dosage. Symptoms, persistent and in some 
patients apparently irreversible, are characterized by rhythmical 
involuntary movement of the tongue, face, mouth and jaw some- 
times accompanied by involuntary movement of extremities. Since 
there is no known effective treatment, discontinue all antipsychotic 
drugs if symptoms appea’. Reinstitution of treatment, increased 
dosage or switching to another agent may mask syndrome. The 
syndrome may not develoo if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular 
Effects: Tachycardia, hypotension, hypertension, lightheadedness 
and syncope. ECG changes, not known to be related to loxap:ne 
use, have been reported. Skin: Dermatitis, edema of face, pruritus, 
seborrhea. Possible photosensitivity and/or phototoxicity; skin 
rashes of unknown etiology seen in a few patients during hot 
summer months. Anticholinergic: Dry mouth, nasal congestion, 
constipation, blurred visicn (more likely to occur with concomitant 
use of antiparkinson agerts). Gastrointestinal: Nausea and vomiting 
have been reported in some patients. Hepatocetlular injury (i.e. 
SGOT/SGPT elevation) has been reported in association with loxa- 
pine administration. Other: Weight gain or loss, dyspnea, ptosis, 
hyperpyrexia, fiushed facies, headache, paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity cf unknown etiology. 
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“My daughter thought 
I was too much trouble 
at home.” 


For the disturbed geriatric patient, 
MELLARIL® (thioridazine) can often 
avoid the need for institutional care. 
By effectively controlling agitated 
behavior without excessive sedation’ 
and other adverse reactions, it enables 
many elderly patients to stay at home 
with their families. 


Reference: 1. Wilson JD, Mathis E: Nursing home management 
of behavior problems in the geriatric. J Arkansas Med Soc 1968 
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Before prescribing or administering, see Sandoz literature for full product information. The 
following is a brief summary. 
Contraindications: Severe central nervous system depression, comatose states from any 
cause, hypertensive or hypotensive heart disease of extreme degree. 
Warnings: Administer cautiously to patients who have previously exhibited a hypersensi- 
tivity reaction (e.g., blood dyscrasias, jaundice)to phenothiazines. Phenothiazines are capa- 
ble of potentiating central nervous system depressants (e.g., anesthetics, opiates, alcohol, 
etc.) as well as atropine and phosphorus insecticides; carefully consider benefit versus risk 
in less severe disorders. During pregnancy, administer only when the potential benefits 
exceed the possible risks to mother and fetus. 
Precautions: There have been infrequent reports of leukopenia and/or agranulocytosis and 
convulsive seizures. In epileptic patients, anticonvulsant medication should also be main- 
tained. Pigmentary retinopathy, observed primarily in patients receiving larger than recom- 
mended doses, is characterized by diminution of visual acuity, brownish coloring of vision, 
and impairment of night vision; the possibilitv of its occurrence may be reduced by remain- 
ing within recommended dosage limits. Administer cautiously to patients participating in 
activities requiring complete mental alertness (e.g., driving), and increase dosage gradu- 
ally. Orthostatic hypotension is more common in females than in males. Do not use epi- 
nephrine in treating drug-induced hypotension since phenothiazines may induce a reversed 
epinephrine effect on occasion. 
Neuroleptic drugs elevate prolactin levels: the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast 
cancers are prolactin dependent in vitro, a factor of potential importance if the prescription 
of these drugs is contemplated in a patient with a previously detected breast cancer. 
Although disturbances such as galactorrhea. amenorrhea, gynecomastia, and impotence 
have been reported, the clinical significance of elevated serum prolactin levels is unknown 
for most patients. Daily doses in excess of 300 mg should be used only in severe neuropsy: 
chiatric conditions. 
Adverse Reactions: Central Nervous System—Drowsiness, especially with large doses, 
early in treatment; infrequently, pseudoparkinsonism and other extrapyramidal symptoms; 
rarely, nocturnal confusion, hyperactivity, lethargy, psychotic reactions, restlessness, and 
headache. Autonomic Nervous System— Dryness of mouth, blurred vision, constipation, 
nausea, vomiting, diarrhea, 
nasal stuffiness, and pallor. 
Endocrine System—Galactor- fi 
rhea, breast engorgement, S 
amenorrhea, inhibition of ejacu- Fy 
lation, and peripheral edema. f 
Skin—Dermatitis and skin erup- 
tions of the urticarial type, pho- 
tosensitivity. Cardiovascular 
System—ECG changes (see Car- 
diovascular Effects below). 
Other—Rare cases described as ES 
parotid swelling. 
It should be noted that efficacy, 
indications and untoward effects § 
have varied with the different E 
phenothiazines. It has been 
reported that old age lowers the 
tolerance for phenothiazines; 
the most common neurologic T y 23e om eg 
side effects are parkinsonism ^ COP ENSE RUNE TS 
and akathisia, and the risk of agranulocytosis and leukopenia increases. The following reac- 
tions have occurred with phenothiazines and should be considered whenever one of these 
drugs is used. 
Autonomic Reactions—Miosis, obstipation, anorexia, paralytic ileus. Cutaneous Reac- 
tions—Erythema, exfoliative dermatitis, contact dermatitis. Blood Duscrasias—Agranulo- 
cytosis, leukopenia, eosinophilia, thrombocytopenia, anemia, aplastic anemia, pancytope- 
nia. Allergic Reactions—Fever, laryngeal edema, angioneurotic edema, asthma. 
Hepatotoxicity—Jaundice, biliary stasis. Cardiovascular Effects—Changes in terminal por- 
tion of electrocardiogram including prolongation of Q-T interval, lowering and inversion of 
T-wave, and appearance of a wave tentatively identified as a bifid Tor a U wave have been 
observed with phenothiazines, including Mellaril (thioridazine); these appear to be revers- 
ible and due to altered repolarization, not myocardial damage. While there is no evidence of 
a causal relationship between these changes and significant disturbance of cardiac rhythm, 
several sudden and unexpected deaths apparently due to cardiac arrest have occurred in 
patients showing characteristic electrocardiographic changes while taking the drug. 
While proposed, periodic electrocardiograms are not regarded as predictive. Hypoten- 
sion, rarely resulting in cardiac arrest. Extrapyramidal Symptoms—Akathisia, agita- 
tion, motor restlessness, dystonic reactions, trismus, torticollis, opisthotonus, oculo- 
gyric crises, tremor, muscular rigidity, and akinesia. Persistent Tardive 
Dyskinesia—Persistent and sometimes irreversible tardive dyskinesia, characterized 
by rhythmical involuntary movements of the tongue, face, mouth, or jaw (e.g., pro- 
trusion of tongue, puffing of cheeks, ouckering of mouth, chewing movements) and 
sometimes of extremities may occur on long-term therapy or after discontinuation 
of therapy, the risk being greater in elderly patients on high-dose therapy, especially 
females; if symptoms appear, discontinue all antipsychotic agents. Syndrome may 
be masked if treatment is reinstituted, dosage is increased, or antipsychotic agent is 
switched. Fine vermicular movements of tongue may be an early sign, and syndrome 
may not develop if medication is stopped at that time. Endocrine Disturbances—Men- 
strual irregularities, altered libido, gynecomastia, lactation, weight gain, edema, 
false positive pregnancy tests. Urinary Disturbances—Retention, incontinence. 
Others—Hyperpyrexia; behavioral effects suggestive of a paradoxical reaction, 
including excitement, bizarre dreams, aggravation of psychoses, and toxic confu- 
sional states; following long-term treatment, a peculiar skin-eye syndrome 
marked by progressive pigmentation of skin or conjunctiva and/or accompa- 
nied by discoloration of exposed sclera and cornea; stellate or irregular 
opacities of anterior lens and cornea; systemic lupus erythematosus- 
like syndrome. 
Dosage: Dosage must be individualized according to the degree of 
mental and emotional disturbance, and the smallest effective dosage 
should be determined for each patient. /n geriatric patients with multi- 
ple symptoms such as agitation, anxiety, depressed mood, tension, 
sleep disturbances, and fears the usual starting dosage is 25 mg t.i.d. 
and the dosage ranges from 10 mg b.i.d. to q.i.d. in milder cases to 50 
mg t.i.d. or q.i.d. for more severely disturbed patients; the total daily 
dose ranges from 20 mg to a maximum of 200 mg. (MEL Z35 5/5/82) 
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The Journey Out and In: Psychiatry and Space Exploration 


Patricia Santy, M.D. 


Although psychiatric issues have in theory always 
been considered important in space biomedical 
research, specific research into these issues has been 
severely limited because of other priorities that were 
more pertinent to the technological development of 
space flight capacity. As the technical and physical 
aspects of space flight become more routine, the 
psychological issues should take on increasing 
importance. The author reviews the U.S. and 
U.S.S.R. research in aerospace medicine that is 
relevant to psychiatry and suggests ways to expand 
psychiatry's clinical and research usefulness in future 
space exploration efforts. 

(Am J Psychiatry 140:519—527, 1983) 


| fs our lifetimes we shall probably see the beginnings 
of the colonization of space. I have no doubt that 
such colonization would mark the most important 
series of events in the history of mankind. As a 
psychiatrist, as well as a scientist, I believe that the 
ultimate success or failure of this great human endeav- 
or will hinge considerably on many psychiatric factors. 
Whether man as a living organism can survive the 
formidable environmental dangers of space seems to 
have been answered affirmatively by the success of the 
manned space programs in the United States and the 
U.S.S.R. Whether man as a psychological entity can 
survive the transition from life on earth to life (or 
years) in the space environment remains unknown. A 
mass of physiological data has been accumulated, but 
many basic psychological questions remain unan- 
swered. 

There are several reasons why the psychiatric ques- 
tions have not been answered, or even asked in some 
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cases: 1) psychological questions were relatively unim- 
portant in the early phases of the space program 
because the primary question was whether man could 
survive at all; 2) the length of time men spent in space 
and the size of the crews sent on various missions were 
limited, thereby limiting the type of psychological 
adjustment necessitated; and 3) the crew's privacy and 
comfort, which led to the crew’s unwillingness to 
engage in psychological research, were given high 
priority in the early missions. Astronauts developed 
understandable suspicion of much of the medical and 
psychological activities that surrounded the early selec- 
tion and flights, as described in Tom Wolfe’s best seller 
The Right Stuff (1). The clinical psychiatrist, whose 
medical decisions have traditionally kepr pilots 
grounded, has long been viewed with d'strust by 
military pilots. Berry (2) commented in 1973, "We still 
know very little about the effects of the space environ- 
mental complex on personality and psychic well-being. 
These aspects of the human could prove to be the 
factors which limit the duration of space flight." 

Now that the United States has entered a new phase 
in its space program—-the shuttle—psychiatry must 
begin to address some of these crucial questions. In this 
paper I will review several areas of behavioral and 
psychophysiological research relating to space flight. I 
will then discuss models and methods of future psychi- 
atric/psychophysiological research, and, lastly, I will 
speculate on two issues that relate to psychiatry and 
future space exploration. 


CLINICAL ASPECTS 
Astronaut Selection/Crew Selection 


The bulk of clinical activity for psychiatry in the U.S. 
space program has been in the area of preselection 
aeromedical evaluations. As part of a team of physi- 
cians, psychiatrists have had considerable input into 
the astronaut selection process from the very beginning 
(2-15). As Kubis and McLaughlin (3) noted with the 
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first group of seven astronauts, the psychological 
stability of the candidates was considered of primary 
importance during the final evaluation process. 

In general, situations that require prediction of 
performance have led investigators to rely on psychia- 
trists because of their presumed expertise in human 
behavior. Traditionally, the military aviation psychia- 
trist has had the power to ground a pilot as “unfit for 
duty” because of a psychiatric disorder. Because an 
overt psychiatric disorder is rare among such a select 
group as astronaut candidates, the psychiatrist’s role is 
most useful for those candidates whose motivations 
are "pathogenically overdetermined” but who show 
no current evidence of psychiatric disorder. Personality 
areas that seemed to relate to potential for successful 
mission accomplishment have been defined. In particu- 
lar, the following areas were felt to be of importance in 
this predictive task: general emotional stability; high 
motivation and energy level; adequate “‘self” systems 
(positive self-concept, serise of adequacy, emotional 
control); and satisfactory and productive interpersonal 
relationships. It was felt that the appropriate motiva- 
tion was for the candidate to be “‘mission-oriented” 
(9—11) rather than oriented toward personal achieve- 
ment. All of these factors were then evaluated by 
psychiatric interview, psychological tests, and observa- 
tion of performance under stress. Psychiatric ratings of 
the candidates for the. Mercury mission closely 
matched the final selection ratings (15). 

It is important to note that most of the literature has 
dealt with the Mercury, Gemini, Apollo, and Skylab 
astronaut selections. Although psychological tests and 
psychiatric interviews were conducted on candidates 
for the more recent Shuttle mission, it is unclear how 
great a part this information played in the final 
selection process, but we can assume it was not a 
trivial one. In addition, the early literature deals with 
selection among a relatively homogeneous group of 
individuals: all males, all career military pilots, and 
few bachelors. With the iritroduction of the sciehtist/ 
astronaut candidate later in the Apollo program, a 
more heterogeneous group of individuals was selected. 
The mótivations and personality of the pilot applicant 
group may be somewhat different from those of the 
scientist applicant group. Whether different psycholog- 
ical criteria were, or should be, used for the scientist/ 
astronaut applicant as opposed to the pilot/astronaut 
applicant would be important to know. (We do know 
that different physical characteristics were tequired of 
the two groups, e.g., vision requirements.) The ques- 
‘tion of appropriate motivation for space missions, 
which is possibly an extension of the pilot’s profession- 
al motivation (15), is not so clear for scientists. Ac- 
cording to Perry (9), "As the complexity of motiva- 
tions increases, so will the chances of their being 
neurotically overdetermined." There are, however, no 
“standard” personality types or ready-made guidelines 
to rely on in assessing psychological capabilities; all 
such assessments should be part of a more global 
assessment of each candidate's overall capabilities. 
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It is unclear what role (if any) psychiatry has played 
in actual crew selection, i.e., who will be on what 
mission. Psychiatrists could be extremely useful in this 
area in evaluating who works well with whom (espe- 
cially since the number of crew members will increase 
on later Shuttle missions) and in the application of 
general group dynamics. Perry (8) bas even suggested a 
psychiatric back-up procedure for every crew that will 
help deal with emotional problems which may arise in 
both the crew and their families before, during, and 
after missions. 

In summary, then, the psychiatrist seems to have 
played an important role in the selection of astronauts. 
Evaluation of candidates’ “psychological fitness" 
seems valid for selecting astronauts, as does evaluation 
of candidates’ overall “fitness” and the compatibility 
of crews. The selection process remains an area where 
psychiatry can expand its clinical usefulness in future 
space exploration efforts. 


Isolation/Confinement 


Early in space research the problem of isolation and 
sensory deprivation was felt to be one of the more 
serious psychological issues. Numerous studies done 
on earth-bound isolated individuals and groups, such 
as submariners (16-21), Antarctic j journeyers (17, 18, 
22), and volunteers in. simulated environments (23— 
30), reported remarkably consistent findings regarding 
man's response to isolation. Reported symptoms var- 
ied only slightly from study to study, and all studies 
recorded the following symptoms: boredom, restless- 
ness, anxiety, sleep disturbances, somatic complaints, 
temporal and spatial disorientation, anger, and (most 
important), deficits in task performance over time. 
Furthermore, in studies of isolated groups of men (18, 
19, 21), researchers had to take into account such 
factors as group and social influences, individual and 
leader roles, and individual personality coping mecha- 
nisms. For example, Gunderson (18) and Gunderson 
and Nelson (19) studied groups in isolated and remote 
Antarctic stations over several months and followed 
subjective evaluation by the men of their symptoms. By 
far the most common complaint was sleep disturbance 
(reported by 7296 of the individuals), followed by 
depression, headache, irritability, and other somatic 
complaints. It was noted that all the symptoms in- 
creased over time. Even when such symptoms (espe- 
cially depression and irritability) occur among only a 
few members of a small, isolated group, they could 
pose serious survival problems for the rest of the group 
under certain circumstances; thus it becomes essential 
to understand the etiology of the problem and to pose 
some methods for coping with it as a group. (These 
issues will be discussed further in the section on group 
interaction.) Consistent in all these group studies was 
evidence that group compatibility and performarice 
typically declined over prolonged isolation. On the 
other hand, Earls (20), who studied submariner 
groups, was struck by “the relative absence of overtly 
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expressed hostility” on the part of the submariners. 
This conflict—between the individual’s unwillingness 
to alienate the group (upon which one’s individual 
survival depends) and the increasing and inevitable 
normal kinds of tension that must remain undis- 
charged (no overt aggression)—can arise in any group 
situation. Often the unresolved conflict can lead to 
depression and somatic complaints. 

Berry (2) pointed out that sensory deprivation/ 
isolation issues have thus far proved to be nonprob- 
lems in space flight (in fact, the opposite, hyperarousal, 
has more often been the problem). It seems clear, 
however, that for long-duration, extended space mis- 
sions manned by individuals with more heterogeneous 
personality styles, isolation issues will become increas- 
ingly relevant and will require further study. 


Hyperarousal/Sensory Overload 


Instead of men in space experiencing the expected 
sensory deprivation, it has become obvious that they 
experience overstimulation or “‘hyperarousal.” Aitken 
(31) pointed out that such symptoms as insomnia and 
anorexia, of which many of the astronauts have com- 
plained, could be due to a physiologic state of hyper- 
arousal. Normal excitement, intense work schedules, 
numerous tasks, and the absence of many temporal 
cues (night versus day) all probably contribute to this 
state. If the hyperarousal state is prolonged, such long- 
term effects as perceptual abnormalities, impairment 
of concentration, depersonalization, muscular incoor- 
dination, and overall deterioration of performance 
may occur. It has been pointed out that several U.S. 
missions were jeopardized by unusual and unexpected 
behavior on the part of the crew and that at least one 
cosmonaut was noted to have unexpected inefficiency 
in operating his controls and had to be landed early 
(31). Thus, it appears that sensory overload may be an 
important factor in short-duration missions, and both 
sensory overload and sensory deprivation/isolation 
may be factors in long-duration missions. 


Group Interaction 


I will look at group interaction issues separately, 
although some of the problems that arise in this area 
have already been alluded to in the isolation section. 
Since the beginning of manned flight, the trend has 
been to increase the number of persons on each 
mission. As space vehicles enlarge and personnel roles 
become more specialized, even larger crews will be 
necessary to carry out the many research and assigned 
practical tasks (32). To date, the largest number of men 
in space working together at one time has been on the 
Apollo-Soyuz mission, when five people were interact- 
ing (three Americans and two Russians) (33). Estab- 
lishing a large space station for purposes of scientific 
investigation and support for manned interplanetary 
missions will require numerous individuals working in 
a close-knit, efficient team manner. Many of these 
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individuals will have to be highly specialized; they are 
therefore more likely to come from culturally and 
scientifically heterogeneous backgrounds. Obviously, 
psychological compatibility and methods used to de- 
termine the selection of the crew will play a large role 
in the ability of such crews to perform efficiently. The 
Soviet space program has long recognized this as a 
problem; to a lesser extent, so has the U.S. program. 
From the beginning of training, cosmonaut candidates 
are subjected to the most grueling psycholozical tests, 
and the candidates are grouped according to compati- 
bility (34). The Soviets also have the edge in duration 
studies of groups in space, although, again, ‘t is not as 
likely that serious problems will arise in small groups 
of homogeneous cosmonauts who have similar mili- 
tary backgrounds, values, and mission goals. 

A new dimension was added to the evaluation of 
group dynamics in space when the first woman astro- 
naut was selected for the crew of the Challenger. When 
Valentina Tereshakova, the first woman in space, made 
her few orbits, she did not have to interact with any 
male fellow astronauts—she went up alone and was in 
space for only a short time. Shortly after the United 
States named its first woman to go up in space, the 
Soviets sent Svetlana Savitskaya into orbit to rendez- 
vous with fellow cosmonauts in the Soyuz space 
station. Other than as a publicity stunt and possibly to 
“scoop” the United States, it is unclear why the Soviets 
did this, as their thinking on the subject of women in 
space is not as liberated as one might assume. “Women 
are more emotional and are upset easier," chief Soviet 
cosmonaut Lt. General Vladimir Shatalov and veteran 
cosmonaut Georgy Beregovol suggested in a recent 
article (34). Also as far as is known to observers in the 
West, the U.S.S.R. is not actively training any women 
to be cosmonauts. 

At any rate, the possible repercussions of adding 
women to space crews are immensely interesting from 
a psychological standpoint. Thus far, the consequence 
of adding women to crews has not been deait with in 
group studies, which have been with all-male groups. 
The issue of sexuality, especially on long-duration 
missions such as an interplanetary one, is not trivial. 
No matter how well trained the crew is, there is reason 
to expect that such issues as sexual arousal. tension, 
and competition are just as likely to occur in space as 
they are in any earth-bound endeavor, and “hey pre- 
sent a potential hazard to the accompliskment of 
mission goals. Having astronauts who are married to 
each other fly on the same missions is one approach to 
reducing the issue (currently there are two married 
couples who are astronaut/mission specialists), but 
again there is no reason to believe that the same type of 
tensions may not develop. 

One method of approaching the complexitv of han- 
dling group problems in space could be to train 
astronauts in simple group dynamics. Perhaps entire 
crews could participate before their flights in an ongo- 
ing group process to help identify and resolve potential 
trouble areas and to learn problem-solving techniques, 
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before they arise in the more dangerous space environ- 
ment. As a practical method, this would also give the 
astronauts a model for resolving in-flight hostilities 
and tensions that can lead to group-threatening behav- 
iors and decrease crew performance (35, 36). Such a 
method would offer useful ways of discharging tension 
and anger and possibly of alleviating the symptoms of 
depression and the psychosomatic complaints reported 
in other isolated groups. Such a technique could be 
tested out in other groups, such as submariners, in 
addition to space crews. 

It is relevant to note here that in spite of all the 
concern expressed in the United States early in the 
space movement about the psychological effects of 
space on the human organism, according to Bluth (34) 
the U.S. space program has never made a formal 
attempt to set up experiments and record behavioral 
reactions, nor has it used behavioral scientists in its 
training program. This is one area in which the Soviet 
Union clearly excels, if only in its willingness to study 
such problems. It is very clear that psychiatry can 
make valuable contributions in this area. 

Finally, it is important to realize that new situations 
and environments have always caused alterations in 
traditional social structures. Men and women in space 
will be in situations no human beings have ever had to 
deal with before. Preformed, rigid social structures 
may severely hinder the processes of psychological and 
physical adaptation that will be essential to explore the 
universe. On the other hand, meaningful social and 
environmental structure is necessary to some degree 
for individual egos to cope with the space environ- 
ment. We must avoid letting rigid cultural values and 
customs, especially in the area of sexual mores, prevent 
research in this area. 


Man-Machine Interactions 


Airplane manufacturers have long known the im- 
portance of designing efficient man-machine systems 
for their planes. Faulty design in this area can lead to 
lethal consequences. After years of research, the size, 
shape, and even placement of certain dials and instru- 
ments are now specified because it was discovered that 
optimal treatment of these factors increased the effi- 
ciency of the pilot’s interaction with the airplane and 
therefore decreased error (37, pp. 128—156, 38—40). 
The problems of man-machine interaction—from the 
design of space ships and stations to the layout of 
systems within the space vessel—seem especially rele- 
vant for psychiatric investigation. Issues of habitability 
become extremely important in longer-duration space 
endeavors (41). Attention to environmental detail may 
be an important factor in helping astronaut crews deal 
with stress during long-duration missions. 

Jones (41) discussed nine aspects of habitability that 
were first compiled by Johnson (42): 1) environment 
(including atmosphere, temperature, lighting, and ra- 
diation levels); 2) architecture (how the living space is 
arranged); 3) mobility, restraints, and equipment han- 
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dling; 4) food (i.e., preparation and storage); 5) cloth- 
ing; 6) personal hygiene (body waste collection, 
grooming); 7) housekeeping (refuse, cleaning, launder- 
ing); 8) communication (intravehicular only); and 9) 
off-duty activity provisions (exercise and entertain- 
ment). Other issues that I believe will be important on 
long-duration missions are continued communication 
between the crew and earth; allocation of space for 
individual mementos (e.g. pictures and items with 
sentimental attachment); time for off-duty creative 
activities, such as painting, writing, or gardening; and 
the option of being alone, i.e., space designed to allow 
individuals to be by themselves. 

The National Aeronautics and Space Administration 
has long recognized the importance of habitability in 
determining astronaut morale. Food items, for exam- 
ple, are selected to meet the tastes of individual 
astronauts. Music is used to boost morale on the space 
missions (wake-up calls played by Mission Control are 
often selections of the crew's favorite music or humor- 
ous sketches). Humor plays an important part in 
keeping tensions low. For example, in submarines it 
has long been noted that the number of practical jokes 
tends to increase during the voyage and seems directly 
related to the build-up of tension. As mankind's efforts 
in space expand, these habitability factors are bound 
to become increasingly important. For instance, the 
psychological needs of the shuttle's passengers have 
been kept in mind during the design of its environ- 
ment. The Soviets have also recognized their passen- 
gers’ needs, and during their long-duration missions, 
cosmonauts reported much satisfaction with their gar- 
dening attempts in space—as both a recreational pur- 
suit and as a practical solution to the problem of 
obtaining food in space. In the popular TV series Star 
Trek, the USS Enterprise offered its crew a gymnasium 
and a botanical garden with plants from the home 
planet, as well as an interfaith chapel. 

Other aspects of man-machine interaction should 
also be studied. Advances in computer technology 
have major implications for the men and women 
whose lives may depend on the appropriate function- 
ing of such machines. In the science fiction film 2001: 
A Space Odyssey, a paranoid delusional computer 
began to kill off its human crew. But computers with 
personality are no longer just science fiction. As com- 
puters become more sophisticated (more human"), 
human reaction to computers may become increasing- 
ly less predictable. Along these lines, a recent article in 
the New York Times (May 2, 1982) told about a 
factory worker in England who “‘fell in love” with the 
machine he operated and who became upset when the 
company transferred him away from it. In large part, 
the interaction between man and machine is what will 
make space exploration possible. The input of psychia- 
try into this area can obviously be of great value. For 
example, studies on the psychological response of 
humans to computers or to machines in general would 
potentially be a useful research area. In addition, 
studies that look at individuals whose lives are depen- 
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dent on machines (e.g., hemodialysis machines and 
pacemakers) and these individuals’ interaction with 
and feelings toward the machines would be relevant. 
Studies on the variability of stress and response in 
different habitats would be extremely important in 
designing future space dwellings. 

The goal of studying man-machine interactions is to 
maximize the ability of man to work and live in the 
space environment. Many of the factors that now 
impede our achieving this goal will ultimately be 
reduced to an understanding of the psychological 
issues in man-machine interactions. 


PSYCHOPHYSIOLOGICAL STUDIES 
Response to Stress 


Physiological variables have been monitored since 
the early days of manned flight. The traditional vital 
signs (heart rate, blood pressure, respiration rate, and 
temperature) were monitored in every manned flight 
because there was concern as to man's physiological 
capacity to deal with the physical aspects of space 
flight—weightlessness, in particular (37, pp. 50—92, 
43—45). Measuring physiologic responses to stress was 
a part of the selection procedure and provided base- 
lines for comparison in flight. Several important facts 
soon became apparent: 1) there is a considerable 
difference between laboratory stress and operational 
stress; 2) individual physiological response to stressful 
situations varies considerably; 3) physiologic response 
is not predictive, particularly of actual (behavioral) 
response, although it 1s useful in understanding and 
monitoring an organism's adaptation to the stress; and 
4) no single physiological parameter can adequately 
reflect how the organism is coping with the stress, i.e., 
the homeostatic balance of an individual (15, 44). 

As Rose (46) pointed out, in general the ““psycholog- 
ical relevance of the stimulus rather than the particular 
physical stressors to which they were exposed has the 
most effect on the physiological response.” Individual 
physiological response to stress has been measured in 
astronauts by breaking down the stress into four areas: 
1) rest (normal, baseline), 2) anticipation, 3) stress, 
and 4) recovery (47). The study of the anticipation 
phase of stress application proved extremely useful in 
differentiating the emotional component aspect of the 
stress. In many situations the astronauts were found to 
have a greater physiological response during this phase 
than during the actual flight. This again points to the 
fact that individual response will vary greatly and will 
depend considerably on the individual’s personal his- 
tory, which may contribute a high degree of emotional 
loading to the response. 

In addition to measuring the astronauts’ vital signs, 
investigators of the early Mercury and Gemini mis- 
sions determined the astronauts’ levels of catechol- 
amines (epinephrine, norepinephrine, and their metab- 
olites) and 17-hydroxycorticosteroids excreted in 


Am J Psychiatry 140:5, May 1983 


PATRICIA SANTY 


urine. Epinephrine and norepinephrine are extremely 
sensitive measures for a wide variety of emotional 
stimuli. Epinephrine secretion is felt to be associated 
with situations characterized by novelty and unpre- 
dictability and seems to reflect the anxiety of a situa- 
tion. When the situation is mastered, levels of epineph- 
rine fall. On the other hand, norepinephrine secretion 
seems to reflect the amount of “attention-demanding- 
ness” or effort associated with a given task or the 
physical effort (46, 48-57). Technical problems 
abound in the measurement of urinary excretion of the 
catecholamines, and wide individual variability is 
found. Other parameters measured in the Apollo and 
Skylab missions included plasma cortisol and ACTH, 
as well as 24-hour urinary cortisol, growth hormone, 
and thyroid function (including free T4). As one might 
expect, the astronauts’ urinary epinephrine levels 
stayed relatively stable while they were in flight but 
increased before and after flight. Norepinephrine was 
more variable than epinephrine, but generally it 
seemed to increase at times during and after the 
mission. The astronauts’ plasma cortisol levels in- 
creased substantially, and ACTH levels decreased 
throughout the Apollo and Skylab missions. The astro- 
nauts’ 24-hour urinary cortisol levels increased sub- 
stantially on all missions. Levels of free T4 were found 
to be increased after the flight, and there was a modest 
increase in thyrotropin levels during flight. Growth 
hormone levels varied, but there was a noticeable 
increase in these levels during the first days of each 
mission and the first few days after recovery. All 
variables returned to baseline shortly after completion 
of each mission, and some returned to baseline during 
the mission, suggesting that adequate adaptation to the 
stress had occurred. The general rule seems to be that 
endocrine responses in flight extinguish as adaptation 
occurs (58-67). 

Coping responses, or how individuals avoid being 
stressed when exposed to threatening environmental 
situations, are of special interest to the psychiatrist. 
Researchers (68) found that individual psychological 
defenses, such as isolation and denial, resulted in 
subjects! low cortisol secretion before a stressful event 
compared with subjects who were overtly distressed 
before the event. Thus, a defense may be effective 
physiologically but maladaptive psychologically, and it 
becomes an even greater threat to the organism. For 
example, women who had breast tumor biopsies and 
who denied the situation had low cortisol levels; 
however, because these women had waited much 
longer before coming to medical attention than women 
who feared the situation and immediately sought help, 
they put their lives at greater risk. In the same way, 
defensive structures in future space explorers may be 
vitally important; they may be more important than 
the explorers’ physiologic response to stress. What 
seems to be missing from all the physiological data that 
have been accumulated are the concomitant behavioral 
correlates that would give the data more meaning. 

The administrators of the Soviet space program have 
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always rated highly the behavioral aspects of space 
flight, and they have incorporated behavioral ideas 
into the cosmonauts’ training program for the purpose 
of increasing individual stress tolerance. Reportedly, 
they put their cosmonauts through “live” hazardous 
environmental tasks (i.e., survival in a hostile climate) 
as part of training. Their purpose is to train cosmo- 
nauts to adapt psychologically to highly stressful situa- 
tions. In fact, their entire training approach is behav- 
ioral and based on the so-called information theory of 
emotions (69, 70). This theory holds that the degree of 
emotional stress (E) is related to motivation (M) and 
information (I) by the following formula: 


E-—M (I,-I,) 


where I,, represents the information the subject needs 
in order to successfully negotiate a difficulty, and I, is 
the amount of information the subject actually has or 
is able to receive. Although this is clearly a simplistic 
way of evaluating such complex phenomena, it has 
been surprisingly useful to the Soviets. They have, in 
fact, focused almost exclusively on the term 1,-1,; 
they have tried to cognitively prepare their cosmonauts 
for every conceivable stress, thereby increasing J], and 
reducing the term to zero (no emotional stress experi- 
enced) or to a negative number (only positive emotion 
experienced). Motivation, however, is also an impor- 
tant factor and deserves more recognition in research 
efforts. The M term includes such factors as defense 
structure, personality type, and coping mechanisms. 
Furthermore, because it seems likely that space will 
provide the human organism with environments and 
situations never before encountered in mankind's 
experience, the J,,—I, term may never completely ap- 
proach zero, and the M term may need clarification 
and expansion. 

Wherry (71) suggested a model for studying psycho- 
logical stress, and Sells (32) has evaluated various 
terrestrial systems that could be used to study the 
stress and coping aspects of space flight. The shuttle 
offers a remarkable opportunity for behavioral scien- 
tists to do studies of men and women in actual space 
conditions. 


Biological Rhythms 


Psychophysiologic aspects of the sleep/wakefulness 
cycle, or circadian cycle, seem to be of particular 
importance in space flight (72, 73). Many physiologi- 
cal markers are rhythmic and affected by the physical 
cycle of day and night. (These include EEG, body 
temperature, hormonal variations, and immune varia- 
tions.) The normal physiological time requirement for 
sleep appears to be about 8 of every 24 hours. Numer- 
ous studies have shown that attempts to ignore the 
need for sleep results in neurotic and possibly psychot- 
ic disturbances, including hallucinations and delu- 
sions. Air travelers moving through different time 
zones have aptly demonstrated the difficulty encoun- 
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tered in trying to “reset” this biological clock (74). It is 
possible, however, to change these rhythms over time 
(it usually takes 7—14 days, which is probably due to 
the slowness of response of such biochemical indices as 
cortisol levels) (75). Biological rhythms are reset when 
one changes from day to night work or even from a 24- 
hour work cycle to a 12-hour one. The desynchroniza- 
tion that occurs during such times may play a role in 
sleep disturbances, dysphoria, mood shifts, and gastro- 
intestinal disturbances. All these symptoms have been 
reported in people during the biological readjusting or 
*resynchronization" (76, 77). 

Our understanding of the underlying mechanisms of 
biological rhythms is still limited, but environmental 
cues seem to be an important factor in the cycling 
process (e.g., dark and light). In space, there are no 
environmental cues because the rotation of the earth 
and its day/night cycle are not observable. Natural 
time references, therefore, are absent. Studies with 
submariners indicate that, if clocks remain unchanged 
in the submarine, the men's diurnal cycles will remain 
undisturbed by the lack of outside cues. Likewise, it 
has been found that astronauts tend to stay on the 
same rhythm as their site of origin (72, 78). Obviously, 
earth time zones have little meaning for the orbiting 
space ship, as it passes through each zone in only a few 
minutes. Work/rest periods for astronauts will be 
dependent on their internal biological clocks. Studies 
in closed-cabin environments show that, without 
environmental cues, 5 hours of sleep and occasional 
catnaps during the work day seem to be sufficient for 
the inhabitants. Fatigue and increasing proneness 
to error were noted when this cycle was disturbed 
(78). 

In recent years there has been an increasing empha- 
sis on biological rhythms and their importance in 
psychiatry (79—81). The reality of time is part of the 
structure of the human organism. In addition to per- 
formance studies (79), which show that specific per- 
formance tasks seem to peak at different times depend- 
ing on the skill required, studies of desynchronization 
have found that this factor plays a role in the etiology 
of depression, medical illness, and an individual's 
response to stress. 

Although the human organism has proved to be 
extremely adaptable and capable of resynchronization 
over a period of time, it is unknown how far this 
adaptability extends. For example, will humans be 
able to colonize planets in other star systems—or even 
travel to those planets—if the biological rhythms es- 
tablished in our course of phylogeny on this planet are 
not compatible with voyages and life outside the 
sphere of terrestrial influence? Strughold (72) com- 
mented, “The physiological clock, manifested in ter- 
restrial circadian rhythmicity, will play an important 
role in health and performance in man’s conquest of 
space. . . . Its study under non-terrestrial cosmic condi- 
tions may shed some light upon the true nature of the 
biorhythmic phenomenon.” 
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Psychophysiological Monitoring of Man in Space 


From a practical point of view, the physiological 
monitoring of man in space is a great deal easier than 
psychological monitoring. Future space flights will 
continue to provide scientists with physiological data 
in areas pertinent to psychiatry. Data from studies of 
the hormonal and fluid/electrolyte status of astronauts 
will be essential to acquire on long-duration missions. 
EEG telemetry in the Gemini and Apollo flights proved 
to be a useful and practical method of monitoring 
sleep/alertness states (82-89). All these data are help- 
ful in planning long-duration missions (89). There are 
many methods available for analyzing the physiologi- 
cal and biochemical responses of man to the space 
environment; however, behaviorally, there is a relative 
lack of pertinent research planning and information, 
especially information that can help to integrate the 
physiological data with actual behavioral changes. The 
psychiatrist is specially trained to integrate behavioral 
and physiological aspects of the human organism. As 
missions expand in length of time and number of crew, 
psychiatry’s mission support responsibilities will need 
to expand into ongoing projects and in-flight support 
and research. In other sections of this paper it has been 
suggested that psychiatry can offer substantial exper- 
tise in many aspects of medical support for space 
flight. In addition, the psychological monitoring of 
humans in space requires that behavioral scientists 
should be part of the crew in order to conduct 
continuing research into man’s psychological adapta- 
tion to space exploration. Astronauts have routinely 
reported on subjective experiences and have kept 
detailed logs during the missions, but these data must 
be considered only the beginning of behavioral re- 
search. Trained observers and researchers might pro- 
vide even more reliable information and insights. The 
psychiatrist does not have to be considered a threat to 
the rest of the crew or as someone “invading the 
privacy” of crew members. If psychiatrists and behav- 
ioral scientists can be integrated into the structure of 
the crew in a manner similar to other medical pro- 
fessionals, an understanding by the rest of the space 
team of what psychiatry can offer will be obvious, 
and behavioral research will then come to be as 
acceptable as any of the other types of research that are 
carried out in space. 

One possibility is to involve psychologically trained 
mission specialists in making more detailed and ongo- 
ing recordings of the astronauts’ emotional responses 
to various positive and negative stresses in space (e.g., 
contacts with family members, recreational activities, 
response to unexpected problems). To further amplify 
the astronauts’ responses, brief psychological tests 
could be administered at specific times. As part of the 
crew, such mission specialists may provide valuable 
data about crew interaction and interpersonal conflict 
resolution in the space environment, as well as valu- 
able insight into man’s psychological adaptation to the 
hostile environment of space. 
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SPECULATIVE ASPECTS 


There may be many other opportunities for psychi- 
atric input into the space exploration effort over the 
next 25 or more years. At the risk of sounding like the 
author of a science fiction story, I would like to suggest 
some areas of research that are purely speculative at 
this point but in which psychiatry may play an impor- 
tant role. The first area is an extraterrestrial psycholo- 
gy. A considerable amount of money has been spent 
and numerous volumes written by reputable scientists 
on the search for extraterrestrial intelligence (SETI). 
The field of exobiology has existed for many years and 
has grown considerably since it was first speculated 
that life in the universe may be based on an element 
other than carbon, e.g., silicon. Only science fiction 
writers have made attempts to speculate on the differ- 
ing psychologies that such biologically alien beings 
might have. If these scientists are correct and the 
probability is high that intelligent life outside of our 
own exists, the problem of communicating with and 
understanding such beings may become imperative. 
The scope of the problem is tremendous, not only in 
speculating how the different biology has affected the 
alien psychological development (which would cer- 
tainly lead to a better understanding of the interaction 
among biology, psychology, and the environment in 
living organisms), but also in studying human response 
to the potentially infinite number of forms such life 
might take. 

A second and much more relevant area that also lies 
within psychiatry’s realm is in understanding the “psy- 
chological evolution” of the human species. Nieder- 
land has touched on this fascinating problem in his 
writing on psychogeography (90—93). The problem 
involves nothing less than the concept of separation/ 
individuation of our species from this planet, Mother 
Earth. What symbolism and fantasies lead individuals 
to go beyond their present horizons? Space exploration 
and the colonization of space by humankind offers a 
unique opportunity to study the motivation of our 
species as a whole. During the last great expansion of 
mankind, the westward movement (first to the New 
World, then within the New World to the American 
West, and now to space), psychiatry was a newly 
emerging discipline and perhaps was not yet ready to 
tackle such a task. Space exploration is, after all, thc 
natural extension of an ongoing process ihat has 
enveloped mankind ever since evolution began on our 
planet. 

There are many areas in which the clinical and 
research expertise of psychiatry may prove essential 
for the success of a manned space effort. Às Perry (15) 
noted in 1967, “It is as if the absence of reports 
concerning man (as a psychological entity) were a 
product of denial in the psychoanalytic sense of the 
term. If this be true, of course, it would only serve to 
underscore the importance for the place which psychi- 
atry may eventually have in support of man's progres- 
sive explorations of space." 
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Overview: Pseudodementia 


Thomas W. McAllister, M.D. 


Despite the increased attention that the syndrome 
of pseudodementia is receiving, several important 
questions regarding diagnostic criteria and accuracy, 
etiology, and even the appropriateness of the term 
itself remain unanswered. The author reviews the 
literature on this topic, including published case 
reports. On the basis of the available data, it appears 
that there may be at least two categories of 
pseudodementia and that the cognitive impairment 
associated with depressive illness is more 
appropriately viewed as a depression-induced organic 
mental disorder. Directions for future research are 
suggested. 

(Am J Psychiatry 140:528—533, 1983) 


he syndrome of pseudodementia has been the 

subject of increasing attention and interest (1—11). 
This is due in part to the diagnostic challenge it 
presents and in part to the aging of our population, 
because it is in the elderly that the syndrome is 
particularly common and often presents the greatest 
diagnostic and therapeutic dilemmas. 

Despite this interest, to my knowledge there have 
been only three systematic studies to date (1, 2, 11), 
and such important issues as diagnostic criteria and 
etiology remain largely undefined. In fact, some have 
called into question the existence of the syndrome 
itself, suggesting that it can represent the simultaneous 
occurrence of two illnesses, dementia and depression 
(8, 9). Others (10) have called the term "pseudode- 
mentia" an “aberration of psychiatry" and proposed 
that the cognitive impairment of depression be called 
the “dementia syndrome of depression." 

In this paper I review the literature on pseudode- 
mentia and suggest that pseudodementia is not a 
homogeneous syndrome, that the underlying psychiat- 
ric disorder influences the clinical presentation and 
therefore appropriate therapy, and that the cognitive 
impairment often associated with the affective disor- 
ders is more appropriately viewed as a depression- 
induced organic mental disorder. 
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REVIEW OF THE LITERATURE 
Background 


One of the earliest authors to describe the syndrome 
of an apparent or “pseudo” dementing illness occur- 
ring in functional disorders was Ganser (12). His 
original paper described the phenomenon in prisoners 
and attributed its cause to either malingering or hyster- 
ical mechanisms. Since that paper appeared, pseudode- 
mentia has been reported to occur in a wide variety of 
psychiatric disorders, including various personality 
disorders, schizophrenia, and the affective disorders. In 
their study of 300 patients over the age of 45 seen in 
the psychiatric unit of a general hospital, Madden and 
associates (13) reported that symptoms “ordinarily 
considered to indicate dementia" could be reversed 
with appropriate psychiatric interventions and that 
“such pseudodementia was noted in 10% of all our 
cases." They noted it to be particularly common in 
psychoses associated with cerebrovascular disease, 
presenile depressions, and involutional psychoses. 


Systematic Studies 


It was not until about 10 years after Madden and 
associates! study, however, that Kiloh published a 
systematic study on the syndrome (1). He defined it as 
one in which initially “the picture of dementia may be 
very closely mimicked" but the subsequent course of 
the illness is such as to be incompatible with the 
diagnosis of dementia. In his patients pseudodementia 
was associated with a Ganser state, malingering, reac- 
tive depression with secondary hysterical features, 
hysterical mechanisms, and, in three instances, endoge- 
nous depression. He concluded that, despite the close 
clinical resemblance of the syndrome to dementia, 
ancillary diagnostic tools such as psychometric testing, 
radiological studies, cortical biopsy, and EEGs were 
not particularly helpful and that such other diagnostic 
factors as a past psychiatric history, a short history 
with abrupt onset, and even the results of a therapeutic 
trial of antidepressant therapy were the most sensitive 
diagnostic tools. 

Post (4), on the basis of his clinical experience with 
psychogeriatric patients as well as several studies of 
elderly depressed subjects (14—20), wrote in 1975 that 
even experienced clinicians could not always discern 
whether they were dealing with an emotional disorder 
or cerebral dysfunction when the onset was acute. He 
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noted, however, that functional psychoses rarely have 
an abrupt onset and usually have prodromal affective 
symptoms. He thus emphasized the diagnostic impor- 
tance of the chronology of the appearance of symp- 
toms as well as a past history of psychiatric illness. 

Wells (2) reported a very careful study of 10 patients 
with pseudodementia, defining the syndrome as one in 
which “dementia is mimicked or caricatured by func- 
tional psychiatric illness." He noted that pseudode- 
mentia could be associated with a variety of primary 
psychiatric illnesses, including personality disorders 
and posttraumatic neuroses, and that in his population 
the association with primary affective disorders was 
not as high as in other studies. In addition, he outlined 
several clinical features that, taken together, could help 
differentiate pseudodementia from dementia. These 
included a previous history of psychiatric illness, 
symptoms of short duration before help is sought, 
rapid progression of symptoms, vociferous complaints 
of cognitive deficits, behavior and cognitive perform- 
ance inconsistent with the apparent degree of cognitive 
dysfunction, “don’t know" answers, and variability of 
performance. These features, Wells pointed out, tend 
to be characteristic of pseudodementia and not of 
dementia. 


Small Series and Case Reports 


Also of great interest are the numerous smaller series 
and case reports that have appeared in the literature. 
Collectively, they define the variety of associated ill- 
nesses, clinical presentations, and diagnostic chal- 
lenges seen with pseudodementia. They can be divided 
usefully into reports of pseudodementia alone and 
reports of pseudodementia with coexisting cerebral 
dysfunction from other causes. 

1. Pseudodementia without associated cerebral dys- 
function. Caine (11) reported preliminary findings 
from an ongoing study of patients with pseudodemen- 
tia. His work is notable in that he established some 
preliminary diagnostic criteria for the syndrome and 
suggested that the pattern of intellectual impairment 
seen is a "subcortical" one, sparing higher cortical 
functions. In his preliminary series, 6 of 11 patients 
had major depressive disorders, and 2 others had 
disorders with major depressive features. The de- 
pressed group tended to be older. 

Roberts (21) described 9 patients with delirium who 
were successfully treated with electroconvulsive thera- 
py (ECT). Most of these patients had “organic” etiolo- 
gies for the delirium, but 1 patient apparently had a 
severe "delirium" as a manifestation of an uncompli- 
cated depressive illness. Kramp and Bolwig (22) re- 
ported a similar series of 3 patients with severe deliri- 
um who responded to ECT. One patient was a 33-year- 
old woman with a bipolar depression that had a 
marked "delirium" associated with it. Telfeian (23) 
reported the case of a 62-year-old woman with 
clouded mental faculties, poor memory, and disorien- 
tation of acute onset that responded to ECT. Ward and 
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associates (24) reported 4 cases of acute confusion 
associated with other behavioral disturbances in which 
the differential diagnosis between functional and or- 
ganic etiologies on clinical grounds alone was appar- 
ently not possible but was aided by amobarbital 
interviews. McEvoy and Wells (25) described a 44- 
year-old woman originally believed to be demented 
because of profound cognitive impairment on mental 
status examination who was subsequently thought to 
have a pseudodementia as a manifestation of a hysteri- 
cal conversion reaction. Cavenar and associates (7) 
reported 4 cases of depression simulating organic brain 
disease in which only the examiner's “empathic re- 
sponse" to the patient in 3 cases and a previous 
psychiatric history in the fourth enabled the correct 
diagnosis to be made. Friedman and Lipowski (5) 
documented a case of pseudodementia in a voung, 
highly educated woman which they felt represented a 
combination of hysterical conversion reaction, retard- 
ed depression, and ECT amnestic syndrome. Good (6) 
described 3 patients in whom the diagnosis of demen- 
tia had been made; closer evaluation showed that 2 
had a depressive pseudodementia and the third appar- 
ently had a hysterical conversion reaction presenting as 
pseudodementia. Rudorfer and Clayton (26) described 
an elderly woman in whom an abnormal dexametha- 
sone suppression test (DST) helped to establish the 
presence of a treatable depressive pseudodementia. 
They suggested that the DST may be very useful in 
differentiating between depression and dementia. My 
associates and I (27) reported two cases of severe 
depressive pseudodementia in which abnormal DSTs 
were helpful in making the decision to treat vigorously 
a presumed affective disorder. 

2. Pseudodementia with coexisting cerebral dysfunc- 
tion. Shraberg (8) described an elderly man presenting 
with marked cognitive dysfunction who was subse- 
quently shown to have a depressive illness as well as a 
senile dementia. Snow and Wells (28) described a 
woman with both dementia and depression in whom 
amobarbital interviews helped establish the presence 
of the treatable affective component. DeMuth and 
Rand (29) reported a similar case of an elderly man 
with a long history of primary degenerative dementia 
whose profound worsening of cognitive and functional 
status responded to ECT. The illness was therefore 
judged to be secondary to a superimposed depressive 
illness. Price and I (3) described 4 patients: 2 had 
marked, diffuse cognitive impairment without underly- 
ing “organic” brain disease that responded to ECT, 
and 2 had underlying dementia (normal-pressure 
hydrocephalus and Jacob-Creutzfeldt disease), but 
their acute deterioration in cognitive and functional 
status responded dramatically to ECT. Reifler and 
associates (30) reported on the prevalence of depres- 
sion in 88 geriatric outpatients with cognitive impair- 
ment. Twenty-three percent of this population met 
RDC criteria for either definite, probable, primary, or 
secondary depressive illness. The rate of coexisting 
depressive illness was highest in those patients with 
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milder degrees of cognitive impairment. Apparently, 
cognitive function was not reassessed following treat- 
ment or resolution of the depressive illness. 

These reports highlight the often atypical nature of 
depressive illness in patients with coexisting neurologi- 
cal disorders and emphasize the need to exclude de- 
pression as a treatable cause of acute or subacute 
deterioration in patients with chronic cerebral dys- 
function. Progression of the underlying neurological 
disorder should not be immediately assumed in such 
patients. 


DISCUSSION 


Despite the attention being paid to pseudodementia, 
there remain several unanswered and largely unstudied 
questions. Perhaps most fundamental is the appropri- 
ateness of the term. Another is the question of whether 
pseudodementia is a caricature or burlesque of demen- 
tia (1, 2) or in fact largely indistinguishable on clinical 
grounds (3, 7, 24) from dementia, at least in some 
patients. 

There are several reasons for this confusion. The 
first is that there are no accepted diagnostic criteria for 
pseudodementia in the literature. With the exception 
of Caine (11), none of the works cited here specified in 
any rigid way what inclusion or exclusion criteria were 
used in patient selection. None of the papers specified 
the diagnostic criteria used in diagnosing dementia, 
and therefore none of the papers specified which of 
those criteria their patients met in qualifying for the 
diagnosis of pseudodementia. This clearly leads to 
ambiguity in terms of comparisons of homogeneous 
populations and explains why some believe that pseu- 
dodementia represents a caricature of dementia and 
others believe it is indistinguishable from dementia. It 
might be argued, as Kiloh (1) did, that because they 
hold no diagnostic or prognostic significance, clinical 
and research diagnostic criteria are not needed. How- 
ever, if it is truly a “treatable dementia," then clear 
delineation of the presentation is needed, and by 
definition it carries great prognostic significance. 

The second reason for the confusion is that pseudo- 
dementia probably does not represent a single, homo- 
geneous syndrome. In fact, careful study of the patients 
presented in the various papers cited here shows some 
preliminary evidence in support of this. If one sepa- 
rates the 34 cases of pseudodementia reviewed here 
(the patients of Wells [2] and Caine [11] are not 
included because complete individual data were not 
available for each patient) according to whether the 
primary psychiatric diagnosis was depressive illness or 
some other disorder, one finds that, as a group, the 
patients with depressive pseudodementia were signifi- 
cantly older and tended to have a higher incidence of 
past psychiatric illness (table 1). Furthermore, careful 
reading of these reports leaves the impression that 
cases in which the pseudodementia appeared to be 
indistinguishable from an organic mental disorder (1, 
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TABLE 1. Characteristics of Patients Diagnosed As Having Pseudo- 
dementiaa 


History of 
Psychiatric 
Age (years)> Sex Iliness 
Patient Group Mean Rang M F N 76 


Patients with primary 
depression (N=25) — 60.5 
Patients with “other” 
psychiatric illness 
(N=9) 41.3 20-69 5 4 4 $74 
Total (N=34) 55.4 20-85 17 17 18 72 


aData abstracted from studies reported in references 1, 2, 5—8, 13, 21-29. 
bSignificant difference between diagnostic groups: t=2.98, p«.01. 

‘Based on N= 18. 

dBased on N=7. 

‘Based on N=25. 


22-85 12 13 12 66 


3, 7, 24, 29) were also those in which the underlying 
psychiatric illness was depression. Usually these in- 
volved elderly patients, and often they were associated 
with another organic mental disorder. Those patients 
in whom the pseudodementia was a caricature or 
burlesque of dementia and in whom the vocalized 
complaints of cognitive impairment were inconsistent 
with observable behavior were those in which the 
psychiatric diagnosis was more often hysterical con- 
version reaction. This is, of course, consistent with 
other clinical manifestations of hysterical disorders. 
This leads into the question of whether the term 
“pseudodementia” is appropriate for patients with 
functional illnesses who demonstrate cognitive impair- 
ment. From a clinical and phenomenological stand- 
point, patients who manifest global cognitive dysfunc- 
tion indistinguishable from that seen in certain “‘or- 
ganic” mental disorders and who differ from truly 
demented patients only to the extent that they are 
treated with interventions typically used in affective 
disorders do not have “pseudo” or false dementia but, 
rather, a tricyclic- or ECT-responsive, reversible organ- 
ic mental disorder. Certainly, we would like to see 
other evidence of brain dysfunction in order to define 
the syndrome this way; in fact, evidence is forthcoming 
to support this view. The role of the disturbance of 
central monoamine neurotransmitters in the etiology 
and manifestations of depressive illness, although not 
completely clear, is suggestive of a central regulatory 
disturbance at the neuronal and biochemical levels. 
Further, there is a large body of literature examining 
cognitive functioning in depressive illness (10, 31—38). 
In a recent selective review of this subject (39), I 
concluded that the weight of evidence suggested that 
depressive illness is very frequently associated with 
cognitive deficits; that these deficits are of a diffuse, 
global nature (although deficits in memory and verbal 
learning may predominate); that there is no pattern of 
deficits specific to depressive illness as compared with 
dementia; and that the cognitive deficits are usually 
reversible with resolution of the depressive illness. The 
disruption of normal functioning of the hypothalamic- 


Am ] Psychiatry 140:5, May 1983 


pituitary-adrenal axis has been clearly documented 
(40-42). Work with cerebral blood flow in depressive 
illness (43) suggests that this too is altered in a 
characteristic, predictable, and reversible fashion. 
Work with altered sedation and sleep thresholds in 
depressive illness (14, 18—20) suggests a complex 
disruption of CNS arousal systems. 

Thus in depressive pseudodementia, cognitive im- 
pairment which is at times indistinguishable in severity 
and character from that seen in certain organic mental 
disorders occurs in the context of an illness that has 
been shown to have numerous indications or markers 
of associated diffuse CNS dysfunction. This suggests 
that depressive illness can induce a "true" organic 
mental disorder. The situation is not so clear-cut in the 
cognitive deficits associated with other psychiatric 
disorders, especially the Ganser state and conversion 
reactions, where it appears that the term “‘pseudode- 
mentia” is more applicable. 

If one accepts the premise that the cognitive impair- 
ment associated with depressive illness is a “real” or 
“true” dysfunction, caused by global cerebral dysfunc- 
tion, then one must ask with which of the organic 
mental disorders (as defined by DSM-III) it best fits. 
Because, as previously noted (39), the dysfunction is a 
global one in virtually all cases, one must limit the 
discussion to either depressive dementia (or, as Fol- 
stein and McHugh [10] proposed, the dementia syn- 
drome of depression) or delirium. The question from a 
practical, clinical view then hinges on the presence or 
absence of what DSM-III calls “clouding of conscious- 
ness." As Lipowski (44) has pointed out, this leads to 
difficulties of definition. The proposed definition in 
DSM-III, “reduced clarity of awareness of the environ- 
ment,” is difficult to define, much less measure or 
quantify. Therefore, pending further clarification of 
the phenomenology of the disorder, it is perhaps best 
to conceptualize it simply as a depression-induced 
organic mental disorder. At times the clinical picture 
best fits a depressive dementia, at times there are 
features suggestive of a delirium (particularly in older 
patients with preexisting brain disease). 

There are two problems related to considering the 
cognitive dysfunction of depression an organic mental 
disorder, namely, the EEG findings and response to 
amobarbitol in these patients. With respect to the 
former, many authors have considered the EEG a very 
useful diagnostic tool in identifying diffuse cerebral 
dysfunction (45-47). Also, most authors writing on 
pseudodementia have emphasized the diagnostic im- 
portance of a normal EEG in these patients (1, 2, 4). 
Thus the consensus is that because the EEG is a very 
sensitive diagnostic tool in diffuse cerebral dysfunc- 
tion, and patients with pseudodementia are said to 
have normal EEGs, pseudodementia cannot represent 
a true cerebral dysfunction. Several lines of evidence 
suggest that this may not be so. Obrecht and associates 
(48) reported on the EEGs of a series of 95 patients 
referred for evaluation of acute confusional states. 
Twelve of these patients (13%) had normal EEGs. 
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Patients with known psychiatric disturbances showed 
“only mild EEG abnormality,” and in 56 of the 95 
patients alpha activity was the dominant rhythm. 
Adams and Victor (49) noted that at times “only 
activity in the fast beta frequency range is seen, and in 
milder degrees of delirium there is usually no abnor- 
mality at all.” Pro and Wells (50), in a review of the use 
of the EEG in the diagnosis of delirium, concluded that 
1) the EEG usually changes with delirium but that 
“this does not imply that the EEG during delirium 
always becomes recognizably ‘abnormal’ .... In pa- 
tients whose normal EEG frequencies lie in the fast 
range, considerable slowing may occur with delirium, 
yet the pattern still falls within the normal range for 
alpha activity," 2) serial changes in serial EEGs are 
more useful than a single observation, and 3) “more 
than thirty years after Romano and Engel's original 
paper, we still lack evidence to label the EEG as a 
luxury or a necessity in the differentiation of delirium 
from acute schizophrenia." With this in mind, a review 
of the EEG findings in the patients described in these 
studies shows that 2 were reported to be abnormal (3, 
24) and that both occurred in patients with depressive 
illness and cognitive dysfunction; none of the patients 
had serial EEGs reported. Therefore, at this point it is 
difficult to conclude anything definite about the EEG 
in depressive pseudodementia. 

A similar state of ambiguity exists with respect to 
amobarbital interviewing. Since Weinstein and asso- 
ciates’ work (51, 52) many years ago, the amobarbital 
interview has been considered a useful ancillary aid in 
the diagnosis of organic brain disease. Ward and 
associates (24), as previously noted, reported 4 cases of 
“functional” confusion that temporarily cleared with 
amobarbital. Very few others have reported the results 
of an amobarbital interview in patients with pseudode- 
mentia, although Price and I (3) noted that it was 
“inconclusive” in 1 of our patients and Snow and 
Wells (28) found it helpful in a woman with both 
dementia and depression. Kahn and associates (53) 
reported that 5 of 56 psychiatric inpatients had abnor- 
mal interviews (clinically “disoriented”? patients were 
excluded from the study). Ward and associates (24) 
also stated that both false positives and false negatives 
have been seen. Therefore, little can be concluded 
about the practical or theoretical usefulness of amo- 
barbital interviews in depressed patients with cognitive 
dysfunction at this time. 


CONCLUSIONS 


From the foregoing discussion we can conclude that 
severe apparent cognitive dysfunction can accompany 
a variety of psychiatric disorders, most commonly 
histrionic personality disorders and affective disorders. 

Although it is clear that severe pseudodementia can 
occur at any age (5, 7), it is seen most often in the 
elderly: the average age of patients in the case reports 
and series cited here was 55 (table 1). As Post (4) 
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pointed out, this certainly raises some intriguing ques- 
tions with regard to the role of aging in the predisposi- 
tion to developing this syndrome. 

In addition to age, it appears that certain other 
predisposing or risk factors can be identified. Certainly 
a previous psychiatric history appears to figure promi- 
nently and, in particular, a history of depressive illness 
associated with marked cognitive impairment in the 
past. In the cases in the literature where it is specifically 
mentioned, 18 of 25 patients (72%) had a previous 
psychiatric history. Perhaps related to the issue of age, 
several of the reported patients had coexisting organic 
brain disorders (1-3, 8, 28, 29), and this may have 
increased their risk of developing marked cognitive 
deficits in association with affective disorders or other 
psychiatric illnesses. Sex does not appear to be a 
factor. 


Variations in Clinical Presentation 


The cognitive dysfunction in some patients is a 
caricature or mimicry of that seen in dementia; in 
other patients it is entirely indistinguishable from that 
seen in diffuse organic cerebral dysfunction. Therefore, 
there is some early, tentative evidence that “pseudode- 
mentia" is not a homogeneous syndrome and that the 
cognitive dysfunction associated with depressive illness 
is often indistinguishable from diffuse organic brain 
disease, whereas that associated with histrionic per- 
sonality disorders is more often a caricature or imita- 
tion of dementia. 

In fact, the cognitive dysfunction associated with 
depressive illness often might be more accurately de- 
scribed as being a depressive dementia (or the demen- 
tia syndrome of depression [10]), rather than a “pseu- 
do" dementia. 


Prognosis and Treatment 


The prognosis for patients with a pseudodementia 
or a depression-induced organic mental disorder ap- 
pears to be a very good one, with some qualifications. 
The main concern prognostically is in making the 
diagnosis in the first place. Once this is done, the 
cognitive deficits resolve completely with appropriate 
treatment of the associated psychopathology and are 
not predictive of a more severe illness, high relapse 
rate, or unmasking of a dementing illness (54—56). 
This, of course, is not the case in those patients who 
have coexisting "organic" and “functional” illnesses. 
In these patients the extent of the cognitive clearing 
is related to the extent of the current deficit that is 
caused by the psychiatric components of their ill- 
nesses. 

Finally, the presence of substantial cognitive impair- 
ment does not appear to hold any specific implications 
for somatic treatment approaches. Tricyclic anti- 
depressants and ECT are both effective in the treat- 
ment of underlying affective disorders in this popula- 
tion. 
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Suggestions for Future Research 


It is fairly apparent from these conclusions that 
several important questions remain unanswered or 
only partly answered. Perhaps as a first step, studies on 
cognitive dysfunction associated with psychiatric ill- 
ness, as well as case reports and small series, should 
adhere to the following guidelines. 

1. Results of bedside mental status examination 
should be reported and specified in detail, with atten- 
tion to bedside cognitive tests such as orientation, 
spelling, immediate and delayed recall, calculations, 
naming, and simple spatial-temporal relationships. 

2. Where possible, all patients should be given a 
standardized neuropsychological test battery such as 
the Halstead-Reitan. If this is not possible, the reason 
should be stated. 

3. DSM-III criteria for dementia and delirium 
should be applied to each patient, and mention should 
be made of presence or absence of “clouding of 
consciousness" and how it was defined. 

4. Strict attention should be paid to diagnosis of 
associated psychiatric illnesses using the RDC or 
DSM-III criteria. 

5. Ancillary diagnostic aids such as CT scan, EEG, 
DST, CSF examination, and amobarbital interview 
should be reported and, where appropriate, repeated 
when the patient has recovered. 

Once a body of data that incorporates this informa- 
tion has been accumulated, it should be possible to 
define more meaningful and appropriate diagnostic 
criteria and, subsequently, to study more homoge- 
neous populations. 

As noted at the beginning of this paper, the syn- 
drome of pseudodementia is justifiably receiving more 
attention in the neurological and psychiatric literature. 
Because of the changing demographics of our society, 
resulting in an increase of the elderly in the population, 
and because pseudodementia 1s more frequently seen 
in older populations, it is certain to become a more 
common problem in a variety of clinical settings. 
Therefore, further definition and delineation of the 
syndrome, a coherent classification system, diagnostic 
criteria, and treatment regimens are necessary not only 
for practical clinical purposes but also for enhanced 
understanding of its theoretical and etiological under- 
pinnings. 
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Regular Articles 


a-Methyldopa and Depression: 
A Clinical Study and Review of the Literature 


George W. DeMuth, M.D., and Sigurd H. Ackerman, M.D. 


A review of the literature showed that a high 
incidence or prevalence of depression in patients 
being treated with -methyldopa bas never been 
documented. In their study of hypertensive patients 
in a general medical clinic the authors found that 
symptoms of depression were no more common in 
42 patients treated with a-methyldopa than in 38 
patients treated with other antihypertensive agents. 
As with other centrally active agents, a-methyldopa 
appears able to produce many different behavioral 
symptoms, including mood changes, in predisposed 
individuals. Because a-methyldopa is a DOPA 
decarboxylase inhibitor but does not consistently 
affect mood or induce depression, its effects do not 
support a catecholamine hypothesis of depression. 

(Am J Psychiatry 140:534—538, 1983) 


[: has been claimed that a-methyldopa, a widely used 
antihypertensive agent (1), also produces depression 
in some patients (2—4), but the issue remains unre- 
solved (5, 6). It is important to know whether this 
agent does, in fact, induce depression because its 
pharmacology can be thought of in relation to a 
biogenic amine hypothesis of depression. 

The antihypertensive effect of a-methyldopa is prob- 
ably attributable to the action of its metabolic prod- 
ucts, a-methyldopamine (7) and/or a-methylnoradren- 
aline (7, 8), on hypothalamic (7, 9), brain stem (8, 9), 
and spinal (8) structures. It is also a potent inhibitor of 
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DOPA decarboxylase (10, 11) and lowers the level of 
endogenous CNS catecholamines and serotonin (7, 12, 
13). The biogenic amine hypothesis of depression 
attributes depression to a functional decrease of CNS 
catecholamines and/or serotonin (14—17). Therefore, 
an association between a-methyldopa and depression 
would be consistent with this biogenic amine hypothe- 
sis. 

However, on the basis of a literature review and our 
own clinical study, we suggest in this article that the 
data relating a-methyldopa to depression are not 
convincing. 


REVIEW OF THE LITERATURE 


We found 26 papers relating to the occurrence of 
depression during a-methyldopa treatment, and we 
grouped them into three categories: clinical trials of a- 
methyldopa as an antihypertensive agent in which 
patients were observed for drug side effects (2, 18—32), 
case reports of depression and behavioral change 
occurring during a-methyldopa treatment (3, 4, 33— 
36), and surveys of the prevalence of depression in 
patients treated with a-methyldopa (5, 6, 37, 38). 


Trials of a-Metbyldopa as an Antibypertensive 


Of the 16 reports we found involving clinical trials, 
9 reports (18—26), covering a total of 208 patents, 
either included the finding of an absence of depression 
or did not mention depression. 

In the other 7 trials (see table 1), 30 out of a total of 
752 patients (4.096) were noted to develop symptoms 
of depression while being treated with a-methyldopa. 
In 19 cases (2.5%), these symptoms were judged 
troublesome enough to warrant drug discontinuation. 
None of the studies specified criteria for the diagnosis 
of depression. 

Only 2 studies (2, 27) provided clinical descriptions 
of the depressive episodes; both studies reported dose 


Am ] Psychiatry 140:5, May 1983 


GEORGE W. DEMUTH AND SIGURD H. ACKERMAN 


TABLE 1. Reports of Depression as a Side Effect of a-Methyidopa Treatment for Hypertension 


Patients Patients Whose Patents Whose 

Patients Reported Symptoms Met Depression Remitted 

Taking a-Methyldopa to be DSM-III Criteria When Drug 
Author a-Methyldopa Dose (g) Depressed for Major Depression Was Stopped 
Gillespie et al. (2) 80 754.5 3 0 3 
Smirk (27) 53 15-2 4 0 3 
Lauwers et al. (28) 28 75—2.75 2 — — 
Dollery (29) 231 5—4 2 — 2 
Johnson et al. (30) 114 5—3 6 — — 
Hamilton (31) 222 1-2 8 — — 
Prichard et al. (32) 24 mean-2.3 5 0 2 


ranges but not specific doses (see table 1). In no case 
was psychiatric referral or treatment mentioned. Gil- 
lespie and associates (2) reported depression in 3 
patients that remitted promptly when a-methyldopa 
treatment was stopped. Symptoms of depression in 
these patients included sad affect, behavioral “‘agita- 
tion,” loss of usual interests, and sleep disturbance. 
None of the 3 cases described met DSM-III criteria for 
major depression. 

Smirk (27) reported 10 cases of “psychiatric mani- 
festations" during treatment with a-methyldopa; 4 
descriptions suggested a depressive syndrome, 1 remit- 
ting while the patient continued treatment and 3 
remitting promptly when a-methyldopa treatment was 
stopped. Symptom descriptions were incomplete, and 
none of the depressions lasted over 2 weeks, so that 
DSM-III criteria for major depression were not met. 

These studies suggest that a few patients may devel- 
op symptoms of depression soon after the initiation of 
treatment with a-methyldopa. There is no evidence 
that these symptoms meet DSM-III criteria for major 
depression, and the symptoms generally remit when 
treatment with a-methyldopa is stopped. 


Case Reports of a-Methyldopa and Psychiatric 
Symptoms 


Adler (33) reported 5 cases in which psychiatric 
symptoms, including depressed affect and impaired 
mental acuity, developed during treatment with 750— 
1000 mg/day of a-methyldopa. Symptoms usually 
started within 2 to 4 weeks after starting treatment and 
cleared within 2 to 7 days after it was stopped. 

Mielczarek (3) reported a case of severe depression 
in a 52-year-old hypertensive woman 5 days after her 
antihypertensive drug was changed to a-methyldopa, 
750 mg/day. The depression persisted 10 weeks after 
discontinuation of a-methyldopa but responded to 
ECT. 

McKinney and Kane (4) reported the occurrence of a 
major depression during treatment with a-methyldo- 
pa, 750 mg/day, in a patient who had a history of 
major depression. This patient had previously become 
depressed while being treated with reserpine and sub- 
sequently became manic after ingestion of 60 mg of 
pseudoephedrine hydrochloride. 

Endo and associates (34) reported a case of a 
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depressed woman who developed a variety of psychiat- 
ric symptoms while being treated with several centrally 
active agents. a-Methyldopa, 750 mg/day, induced a 
paranoid-hallucinatory state in this woman. 

Fullerton and Morton-Jenkins (35) reported a case 
of antepartum toxic psychosis in a woman being 
treated with a-methyldopa, 1.5 g/day, for toxemia of 
pregnancy. 

Dubach (36) reported toxic psychoses occurring in 2 
patients with carcinoid syndrome during treatment 
with a-methyldopa (1 g and 2.5 g/day). 

These cases suggest that a-methyldopa apparently 
can produce CNS toxicity, the manifestation of which 
may include toxic psychosis and perhaps mood 
changes. 


Surveys of Depression Among Patients Taking 
a-Methyldopa 


We found 4 studies that sought to determine the 
prevalence or incidence of depression among patients 
being treated with a-methyldopa (and other antihyper- 
tensive agents). 

Bulpitt and Dollery (37) mailed a multiple-symp- 
toms questionnaire to 477 patients attending a hyper- 
tension clinic. They included the questions Have you 
since your last visit been depressed?" anc “Did you 
consult a doctor about your depression?" They found 
that 30.1% of the patients taking a-methyldopa (mean 
dose=1.5 g/day) with or without diuretics answered 
“yes” when asked if they were depressed. These de- 
pression prevalence rates did not differ significantly 
from depression prevalence rates of patients being 
treated with diuretics alone or with other antihyper- 
tensive agents. Bulpitt and Dollery concluded that 
depression was not related to drug therapy. 

Snaith and McCoubrie (5) administered the Wake- 
field Self-Assessment of Depression Inventory to a 
group of 264 hypertensive patients and to a compari- 
son group of 56 nonhyperstensive patients. «-Methyl- 
dopa was being given to 87 hypertensive patients. (The 
daily dose for 80 of the 87 was less than 1 g.) The 
mean Wakefield inventory score of the a-methyldopa 
group did not differ significantly from the mean score 
of the comparison group. 

Bant (6) rated the mood of 75 newiy referred 
hypertensive patients every 6 weeks for 1 year using 
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the British Hospital Progress Test. The incidence of 
depression (mood rating in the "depressed" range on 
at least one occasion) was about one-third and was not 
significantly different from the incidence of identically 
defined depression in a group of chronic pulmonary 
patients. Furthermore, the incidence of depression in 
patients taking either a-methyldopa or reserpine did 
not differ significantly from the incidence found in 
hypertensive patients on other drug regimens. (Doses 
were not reported.) Bant (38) subsequently extended 
this study to include a larger group of hypertensive and 
control subjects, and the results were similar. Overall, 
these reports do not support the idea that the incidence 
or prevalence of severe (major) depression is affected 
by the use of a-methyldopa. 

The 3 previous studies (5, 6, 38) using depression 
rating scales to evaluate the relation between depres- 
sion and a-methyldopa were methodologically limited. 
We therefore conducted a cross-sectional study to 
compare the prevalence and severity of depressive 
symptoms in a group of hypertensive patients taking a- 
methyldopa with those of hypertensive patients taking 
other antihypertensive drugs. 


METHOD 


From the patient roster of a general medical clinic 
we selected 80 sequential patients with a diagnosis of 
essential hypertension. One group of patients (N42) 
was taking a-methyldopa (mean daily dose=946 mg; 
range=250—2000 mg); 36 patients were also taking a 
diuretic, 18 patients were taking potassium replace- 
ment or an aldosterone antagonist, 3 patients were 
taking propranolol, and 12 patients were taking ben- 
zodiazepines. 

The other group was composed of 38 patients being 
treated with antihypertensive drugs other than a- 
methyldopa; 17 were being treated with either hydral- 
azine, prazosin, chlorthalidone, guanethidine, pro- 
pranolol, clonidine, or metoprolol, usually in combi- 
nation with a diuretic and potassium replacement or 
an aldosterone antagonist. Twenty-one patients took 
only a diuretic, sometimes with potassium replacement 
or an aldosterone antagonist; 6 patients were taking 
propranolol, and 2 were taking benzodiazepines. 

Each patient was seen in an interview lasting 30—60 
min, and each completed the Beck Depression Inven- 
tory. Then, after a semistructured interview, the pa- 
tients were asked about their history of depressed 
affect or elation, past psychiatric treatment, use of 
tobacco and alcohol, and their family history of de- 
pression. 

In addition, the patients were asked if they felt their 
medication contributed to confusion, forgetfulness, 
fatigue, or difficulties in concentration, attention, read- 
ing comprehension, arithmetic tasks, orientation, or 
manual dexterity. Responses were scored 1 if present 
and 0 if absent. A total mental state score was calculat- 
ed for each patient. 
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Scores on the Beck Depression Inventory for the two 
patient groups were compared by two-tailed t test or 
analysis of variance. Responses to the interview items, 
scored either “present” or “absent,” were compared 
using chi-square analyses. For all tests statistical signif- 
icance was set at p<.05. 

This study was approved by the Committee on 
Research on Human Subjects of Montefiore Hospital 
and all subjects gave informed consent. 


RESULTS 


There were no significant differences between the 
two groups with respect to age, sex, number of medical 
illnesses, pretreatment and posttreatment systolic and 
diastolic blood pressures, duration of known hyperten- 
sion, and duration of treatment with current antihy- 
pertensive medication. The mean (+SE) Beck Depres- 
sion Inventory score of the patients taking a-methyldo- 
pa was 8.80+.94, and the score of the patients taking 
other antihypertensive agents was 10.57+1.12 
(t=—1.21, df=78). Their mean (+SE) ages were 
61.85+1.88 and 62.50:2.42 years, respectively 
(t7 —.21) and the mean duration of known hyperten- 
sion was 9.58:: 1.47 and 9.40.96 years (t=.1). They 
had been taking their current medications for 
2.92.26 and 2.45.32 years (t=1.14) and their 
mean (SE) numbers of other medical illnesses were 
3.47+.25 and 3.55+.24 (t=.21). The mean (+SE) 
systolic and diastolic blood pressures before treatment 
of the group treated with a-methyldopa were 
172.19+4.48 and 102.66+1.90 mm Hg; after treat- 
ment they were 147.65+3.08 and 89.39+1.22 mm 
Hg. The systolic and diastolic blood pressures of the 
patients treated with other antihypertensive medica- 
tion were 168.05+3.89 and 101.47+2.22 mm Hg 
before treatment and 151.34+2.80 and 90.64+1.55 
mm Hg after treatment. The patients’ responses to the 
interview items also did not differ significantly (table 
2.). 
Two-way analysis of variance was used to determine 
whether Beck inventory scores were related to current 
a-methyldopa dose or to duration of a-methyldopa 
treatment. We found neither main effects (F=.54; 
F=1.1) nor interaction effects (F=.5) of drug dose and 
drug duration. Similarly, we found that mental state 
scores were not influenced by either the main effects of 
drug dose and treatment duration (F=.19; F=.03) or 
their interaction effects (F=.8). 

It is possible that some patients had developed 
depression early in their treatment with a-methyldopa 
and were taken off treatment with the drug as a result. 
To evaluate this possibility we reviewed 32 charts of 
patients who had previously taken a-methyldopa; in 
no instance was depression identified and listed as a 
cause of drug discontinuation. 

Patients in this study were not given a standardized 
psychiatric diagnostic interview. Therefore, no formal 
statement can be made about the prevalence of various 
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TABLE 2. Behavioral Changes Noted by Patients Taking a-Methyl- 
dopa or Other Antihypertensive Drugs 


Patients Responding '"Yes"a 


a-Methyldopa Other Drugs 

Interview Item (N=42) (N=38) 
Confusion 6 3 
Forgetfulness 

Tendency to misplace things 21 22 

Tendency to forget what you 

are doing 8 13 

Tendency to forget where 

you are or lose track of time 2 6 
Difficulty concentrating 9 12 
Difficulty performing usual 

tasks 6 4 
Trouble reading or compre- 

hending 4 8 
Tending to make arithmetic 

errors 3 6 
Feel slowed down 12 13 
Feel dizzy 15 10 
Feel drowsy 23 16 
Attribute above changes to 

medication 9 3 
History of depression 9 4 
History of high moods 1 0 
Family history of depression 3 2 
Ever seen a psychiatrist 8 2 
Tobacco use 6 9 
Alcohol use 12 10 


3No significant between-group differences according to chi-square analysis 


(ps.05). 


depressive syndromes. However, on the basis of the 
semistructured interview and chart review, none of the 
patients appeared to have had an acute or major 
depression while taking a-methyldopa. 


DISCUSSION 


In our study, the hypertensive patients treated with 
a-methyldopa did not differ from hypertensive patients 
being treated with other drugs in either Beck Depres- 
sion Inventory scores or in subjective ratings of cogni- 
tive functioning. If one takes a Beck score of 13 or 
higher as indicating depression, then 26% of the a- 
methyldopa group, 32% of the group taking other 
drugs, and 29% of both groups combined were de- 
pressed. The percentages are similar to the findings of 
Bant (6) and Bulpitt and Dollery (37) in England. 
These results suggest that a-methyldopa does not 
contribute to the prevalence of depression any more 
than do other drugs used to treat hypertension. 

Our study does not address whether there is a 
relationship between hypertension and depression, but 
the question comes up because of the seemingly high 
prevalence of depressive symptoms in our hypertensive 
population. However, studies that have systematically 
examined the possibility of such a relationship do not 
find evidence to support it (39—41). Hypertension has 
been found to correlate with anxiety, with agitation (as 
in some forms of acute depression), or with chronic 
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disease but not with depression per se. Conversely, 
medical illness appears generally to increase the occur- 
rence of depression. In a Washington, D.C., medical 
clinic, 41% of 110 medically ill patients and 9.6% of 
31 patients without discernible disease had elevated 
scores on the Beck Depression Inventory (42). In a 
Chicago medical clinic, 31% of 82 patients were 
judged in a psychiatric interview to be depressed (43). 

Our review of the literature on a-methyldopa pro- 
vides some evidence from clinical trials (2, 6, 27) that a 
mildly depressed affect sometimes occurs with this 
drug. In a few individual instances severe (major) 
depression apparently can occur in response to a- 
methyldopa (4) but so can other manifestations of 
CNS dysfunction (34—36), including toxic psychosis. 
Moreover, the rate of all such occurrences is low. It is 
likely that the most severe effects are seen in persons 
otherwise predisposed to their occurrence for many 
different reasons, e.g., a history of depression (4, 38) or 
concurrent neuroendocrinopathies (35, 36). Goodwin 
and Bunney (16) came to similar conclusions in their 
review of the relationship between reserpine and de- 
pression. 

We conclude from our review of the literature and 
from our own study that o-methyldopa is not a 
sufficient cause of depression and that its use does not 
affect the prevalence of depression. Because a-methyl- 
dopa is a DOPA decarboxylase inhibitor but does not 
consistently affect mood or induce depression, its 
effects do not support a catecholamine hypothesis of 
depression. 
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Geriatric Emergencies: Psychiatric or Medical? 


Ellen L. Bassuk, M.D., Sarah Minden, M.D., and Robert Apsler, Ph.D. 


To determine how the elderly use the emergency 
room, the authors compared emergency patients 65 
years old and older with younger patients in terms of 
demographics, clinical factors, patterns of emergency 
room use, and clinicians’ responses. They found that, 
like younger patients, the elderly had scanty social 
supports but, unlike younger patients, came for care 
repeatedly with somatic complaints. Despite 
coexisting medical and psychiatric illnesses, these 
patients were generally managed by one service 
without consultation from the other. The authors, 
who found no differences in physicians’ attitudes 
toward younger and older patients, emphasize the 
need for a holistic, psychobiologic approach to the 
care of the elderly emergency patient. 

(Am J Psychiatry 140:539—542, 1983) 


ur society is growing older. In 1980 an estimated 

25 million people were older than 65, and by 
2000 this number will reach 33 million, or nearly 25% 
of the total population (1). Most elderly people live in 
the community, in their own homes or with relatives. 
Only 5% reside in institutions (e.g., mental hospitals 
and nursing homes) (2). Household surveys, however, 
have shown an alarming degree of mental illness in the 
elderly. One study found psychiatric disorders in 
11.5% of persons over 65, and another noted that 
6.3% met the clinical criteria for involuntary admis- 
sion (2, 3). It is estimated that between 10% and 20% 
of senior citizens have “‘a significant degree of memory 
defect, disorientation and decline in intellectual per- 
formance" (3). Despite these facts, the elderly account 
for only 2% of the patients seen in private psychiatric 
offices and only 3.9% of those using community 
mental health clinics (4). It is not unreasonable to 
assume, then, that the elderly often present as emer- 
gencies when the patient is sickest, the support system 
most strained, and the nature of the problem most 
complicated. Although several authors are beginning 
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to look critically at the availability and use of services 
by the elderly (5-8), we were unable to find any 
literature specifically describing psychiatric emergen- 
cies in this age group. We therefore designed the 
present study to determine how the elderly use the 
emergency room of an urban general hospital. We 
describe demographic and clinical characteristics of 
geriatric emergency patients and the problems they 
present in diagnosis, treatment, and disposition. 


METHOD 


We conducted this study in the emergency room of 
the Beth Israel Hospital in Boston, Mass., a communi- 
ty-oriented general hospital affiliated with a medical 
school. The psychiatric emergency service provides 
around-the-clock coverage by psychiatric residents, 
psychology interns, and social work students, who 
receive didactic training and supervision from a staff 
psychiatrist and social worker. 

Approximately 1,400 patients are seen in the psychi- 
atric emergency service each year (3.9% of total 
emergency room visits). As a group they are similar to 
patients described in other studies of urban emergency 
facilities except for fewer substance abusers, who use 
nearby community services, and more rape victims, 
who come to the hospital’s rape counseling center. 
When patients come or are brought to the emergency 
ward, a nurse performs triage and directs them to the 
appropriate service (e.g., psychiatry, medicine, sur- 
gery). After evaluation by that service, a patient may 
be referred to another for further assessment and 
treatment. 

The total sample in this study consists of 708 patient 
visits from July 1979 through June 1980. Because of 
lengthy questionnaires and time pressures on the train- 
ees, they did not always complete the forms; these 
omissions occurred randomly. Following the initial 
meeting with each patient, the clinician completed a 
questionnaire that included 1) demographic and clini- 
cal variables, including DSM-III diagnoses, 2) the Brief 
Psychiatric Rating Scale (BPRS) (9), which measures 
the severity of various symptoms, 3) the Global Assess- 
ment Scale (GAS) (10), which evaluates the degree of 
functional impairment, and 4) self-report items to 
assess the therapist's rapport with, interest in, and 
emotional reactions to the patient. 
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RESULTS 


There were 46 visits made by 28 elderly patients, 
representing 6.5% of the total psychiatric visits (708) 
during this 12-month period. We compared the 28 
psychiatric emergency patients 65 years old and older 
(range, 65—90 years) with the 680 younger patients 
(range, 14—64 years) in terms of 1) demographics, 2) 
clinical factors (chief complaint, use of medication, 
diagnosis, severity of symptoms, disposition, and so- 
cial supports), 3) patterns of emergency room use, and 
4) clinicians’ responses. Depending on the nature of 
the variable, we used either t tests or chi-square tests to 
determine significant differences. 

To understand the patients’ use of the emergency 
room more fully, we also reviewed the medical records 
of 22 of the geriatric patients (34 visits) in our sample. 
The remaining records were unavailable (6 patients, 12 
visits). We specifically followed their travels between 
medicine and psychiatry. 


Demographics 


Demographic differences were not surprising. Com- 
pared with younger patients, the elderly were more 
often married (41% [N=11] versus 21% [N=113]) or 
widowed (37% [N=10] versus 2% [N=8]) and less 
often single (11% [N=3] versus 64% [N=347]) 
(p«.001). More were unemployed (52% [N=12] ver- 
sus 3896 [N=176]) or retired (39% [N=9] versus 1% 
[N3]). There were no differences in sex, race, socio- 
economic status, or education. 


Clinical Factors 


Other differences are more noteworthy but not 
unexpected. Older and younger patients came to the 
emergency room with different chief complaints. The 
elderly described their problems in medical terms and 
had more documented physical illness: 64% (N—27) 
of the visits of older patients involved at least one 
medical problem compared with 27% (N=168) of the 
visits of the younger patients (p«.01). Most often, the 
older person tended to convey his or her chief com- 
plaint—even if it reflected emotional difficulties—in 
somatic terms, such as “gas pains," "nausea," “hip 
pain." The elderly were far less likely than younger 
patients to view their problems psychologically, inter- 
personally, or even situationally (p«.001). The re- 
sponse to questions about somatic concerns on the 
BPRS (p«.001) confirms this finding. Unlike younger 
emergency patients, very few chief complaints were 
related to drug abuse (N=1), assaultive behavior 
(N=1), or suicide (none). 

More older patients (65% [N=28] of the visits) than 
younger patients (42% [N=263]) (p<.01) were taking 
medications when they visited the emergency room. 
Although we might expect the finding of 19% (N=8) 
of the elderly versus 10% (N=62) of the younger 
patients using drugs for medical problems, we were 
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surprised to note the extent of psychotropic drug use: 
23% (N=10) of the visits of elderly patients versus 
10% (N=63) of the visits of the younger patients 
involved sedative-hypnotics, and 19% (N=8) versus 
13% (N=82) involved antipsychotics. 

Diagnostic differences between the two groups were 
also highly significant (p<.001). Clinicians assigned 
the following diagnostic labels to the elderly more 
often than to younger patients: unipolar affective 
disorder (22% [N=10] of the visits versus 10% 
[N=66]), chronic organic brain syndrome (18% 
[N=8] versus 1% [N=8]), and situational crisis (16% 
[N—7] versus 6% [N=38]). The younger patients were 
more often diagnosed as having schizophrenia, bipolar 
affective disorder, borderline personality, or alcohol- 
ism (p<.001). Despite the large percentage of de- 
pressed patients among the elderly, clinicians viewed 
them as significantly less suicidal than younger pa- 
tients. On a 7-point scale the means were 1.9 and 2.5, 
respectively (p<.001). In contrast to the differences in 
diagnostic categories, there were no differences what- 
soever between the two groups on the GAS (both 
averaged 51) or the BPRS (both averaged 43). With 
respect to previous psychiatric history, only 10% 
(N=2) of the elderly compared with 21% (N=110) of 
the young had been hospitalized in a state facility 
(p«.05). 

Like younger emergency patients, the geriatric pa- 
tients tended to have scanty social supports. On a scale 
of 1—7 (1=not at all, 7=very much), 8796 (N40) of 
the elderly compared with 73% (N=471) of the 
younger group were rated 2 or less. 

Dispositional arrangements varied greatly (p.001). 
The elderly patient was more likely to be referred for 
medical treatment (29% [N13] of the visits versus 
9% [N=55]), whereas the younger individual was 
directed toward outpatient psychotherapy and crisis 
intervention or back to his or her therapist. 


Patterns of Emergency Room Use 


On the basis of statistical analysis and chart review, 
we found that the large majority of geriatric patients 
had made more than one visit to the emergency ward 
during the year of the study. Generally, each patient 
visited both medical and psychiatric divisions. Seven 
patients (25% of the geriatric sample) accounted for 
54% of the visits by the elderly to the psychiatric 
emergency service. If we also include visits made to the 
medical emergency service, the number of returning 
patients rises to 14 (50% of the geriatric sample). 
These 14 patients made 31 separate visits to the 
medical emergency room during the study year. Three 
(13.6%) came to the medical emergency ward once 
and then were referred to psychiatry for assessment 
during the same visit; 5 other patients (22.8%) were 
sent directly to psychiatry. 

These repeated visits tended to cluster within several 
months, separated only by brief intervals. The chief 
complaints during each visit in that period—whether 
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TABLE 1. Clinicians’ Mean Affective Responses to Younger and 
Older Emergency Room Patients? 


Patients Patients 
Aged 14-64 Aged 65—90 

Questionnaire Item (N=680) (N=28) 
How much do you like this pa- 

tient? 4.2 3.9 
How comfortable are you with this 

patient? 4.9 4,9 
How helpless does this patient 

make you feel? 3.8 4.2 
How much rapport is there be- 

tween you and this patient? 4.1 4.1 
How interesting do you find this 

patient? 4.8 4.7 
How does this patient accept your 

therapeutic leadership? 4.2 3.8 
How much does this patient appre- 

ciate your effort? 4.0 3.6 
How manipulating do you find this 

patient? 327 3.8 


4All scales range from 1 (not at all) to 7 (very much). None of the differences 


between the means were significant at the .05 level. 


made to a medical or psychiatric caregiver—were 
generally identical (e.g., “gas pains," "depression," 
"mouth virus"). The most common disposition from 
both services was to a primary medical caregiver (i.e., 
internist or general practitioner). 

In an attempt to characterize the elderly patients 
who accounted for so many visits to the psychiatry 
service (those making more than 1 visit during the 
study year), we compared them with elderly patients 
who made only a single visit. We found no significant 
differences on any sociodemographic, clinical, or treat- 
ment history variable (i.e., all variables on the ques- 
tionnaire). 


Clinicians’ Responses 


We compared the clinicians’ subjective reactions to 
young (14—64-year-old) and old (65—90-year-old) pa- 
tients and found that there were no differences in liking 
for, comfort with, interest in, or rapport with patients. 
Similarly, there were no differences in how hopeful 
therapists felt, how appreciative they thought patients 
were, or how well patients accepted their leadership 
(see table 1). Surprisingly, when we compared clini- 
cians’ responses to the elderly patients who made more 
than 1 visit with their responses to those who made 1 
visit only, no differences were found. 


DISCUSSION 


These geriatric patients used the emergency room 
differently than did younger patients: 1) they presented 
repeatedly with somatic complaints reflecting both 
significant medical and psychiatric disorders, 2) they 
returned to the emergency room frequently, usually 
within a brief time period, and 3) they did not evoke 
more negative feelings in their caretakers than did 
younger patients. 
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The general hospital emergency room serves as the 
primary physician to some geriatric patients. Not only 
are they in poor health, but, like younger patients who 
seek emergency treatment, they have scanty social 
networks. The availability of family, friends, and com- 
munity resources has consistently been shown to be an 
important determinant in the evolution and “resolu- 
tion of the emergency stage of a problem" (11); 
without these supports the problem continues. 

There seem to be additional reasons for their repeat- 
ed visits to the emergency room—namely, a persistent 
lack of teamwork between medical and psychiatric 
services. Whether sent to psychiatry or medicine, the 
aged patient is generally managed without consultative 
involvement of the other service. When referrals are 
made, the referring physician generally requests that 
the other physician take over the patient's care. On the 
psychiatrist’s side, transfer of the patient to the medi- 
cal service is perhaps due to a combination of the 
patient’s emphasis on somatic symptoms, the frequent 
coexistence of real medical disease, and the psychia- 
trist’s concern over not missing an organic illness. On 
the internist’s side, these patients have vague com- 
plaints and substantial psychosocial difficulties with- 
out medical findings. The end result is a failure to 
make a correct diagnosis and offer appropriate treat- 
ment; the patient then returns within a short time to 
seek help for the continuing problem. The patient is 
shunted back and forth between the medical and 
psychiatric services until the emotional disorder be- 
comes unequivocally apparent and the patient requires 
definitive psychiatric treatment such as hospitalization 
or nursing home placement. 

Because the geriatric patient presents both a history 
of “real” medical illness and complaints suggesting a 
psychiatric disorder, the actual nature of the current 
illness is frequently obscure. Typical of this was a 68- 
year-old with a history of two myocardial infarctions 
who came to the emergency room with substernal 
chest pain and shortness of breath. There were no 
abnormalities on physical or laboratory evaluation. 
After a long journey through the health care system, 
her complaints were finally explained on the basis of a 
major depressive disorder. In our chart review we 
discovered nine other patients with similar stories. 
Once their psychiatric illnesses were identified and 
treated, these patients no longer frequented the various 
clinics and the emergency room. Although it is true 
that time is often needed before a psychiatric disorder 
declares itself, this process seems to be greatly pro- 
longed by the lack of direct communication between 
internist and psychiatrist. 

Despite both their repeated use of the emergency 
room and their age, elderly patients do not evoke less 
favorable subjective responses in clinicians than do 
younger ones. The caregivers in this study did not 
report the expected feelings of *negativism, defeatism 
and professional antipathy" (12). Instead, psychiatric 
staff said they like and sympathize with the geriatric 
group, often going to great lengths to provide care. 


541 


GERIATRIC EMERGENCIES 


Younger repeaters tended to be more troubled than 
these geriatric patients, had more chronic illnesses, and 
even fewer social supports. One-third were in .treat- 
ment at another facility and used the emergency room 
because of a crisis in their therapy. Diagnostically, they 
were labeled borderline, alcoholic, or chronically psy- 
chotic. In contrast, geriatric patients tended not to 
have had previous psychiatric disorders, were not 
currently in treatment, and had illnesses that were 
more easily treatable (unipolar affective disorder) or 
more readily understood (situational crisis). It also 
appears that because many elderly patients had “real” 
medical disease, their somatic complaints seemed more 
legitimate and were better tolerated, even when the 
illness turned out to be psychiatric. Compare this to 
the helplessness and frustration aroused by a young 
borderline woman who has ingested five diazepam 
tablets in her fifth suicide attempt, or the young 
schizophrenic man who has stopped taking his medica- 
tion and is developing his third acute psychotic epi- 
sode. 

The kinds of psychiatric difficulties presented by 
geriatric patients, then, may encourage an optimism 
and a sense of effectiveness in emergency room staff, 
which they do not experience with younger repeaters. 
This, in turn, may neutralize more typical negative 
feelings and stereotypes about “old age" (12-16). 
Perhaps, too, this explains our finding that "palliative 
procrastination," usually reserved for the aged in other 
settings, is more often used in the emergency room 
with younger, chronically mentally ill patients. It 
would appear, therefore, that the basic elements for 
more humane and responsible commitment to the care 
of the elderly already exist. 


CONCLUSIONS 
The general hospital has the potential to provide 


excellent care for those elderly patients who see their 
problems somatically rather than psychologically. The 
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emergency service, in particular, is capable of offering 
integrated medical and psychiatric care. For the elder- 
ly, perhaps more than for any other group, we need a 
holistic approach to diagnosis and a team approach to 
management. We should coordinate medical treatment 
and social services and renew our emphasis on psychi- 
atric help. 
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Use of a Structured Diagnostic Interview to 
Identify Bipolar Disorder in Adolescent Inpatients: 
Frequency and Manifestations of the Disorder 


G. Davis Gammon, M.D., M.S., Karen John, Esther D. Rothblum, Ph.D., 
Karen Mullen, R.N., Gary L. Tischler, M.D., and Myrna M. Weissman, Ph.D. 


The authors interviewed 17 adolescent inpatients 
and their mothers with the Schedule for Affective 
Disorders and Schizophrenia for School-Aged 
Children and Adolescents, Epidemiological Version 
(K-SADS-E), a semistructured interview that 
generates RDC and DSM-III diagnoses for major 
affective disorders and nonaffective psychoses and 
DSM-III diagnoses for dysthymic, cyclothymic, and 
other selected disorders. Five of the patients (29%) 
satisfied DSM-III criteria for bipolar disorder or 
atypical bipolar (bipolar II) disorder, although these 
diagnoses had not been identified in the hospital 
charts. These data support previous findings that 
bipolar disorder occurs moderately frequently in 
adolescent inpatients, although it is often 
unrecognized. Moreover, the disorder can be readily 
identified with structured diagnostic methods. 

(Am J Psychiatry 140:543—547, 1983) 


hile it is generally recognized that bipolar disor- 

der often appears initially in adolescence (1—7), 
the disorder seems to be underdiagnosed and often 
misidentified (2—6). The reasons given for the failure to 
correctly identify bipolar disorder in adolescents in- 
clude the confounding effects of adolescent turmoil (6, 
8, 9), the atypical presentation of the disorder in this 
developmental phase (9), and the low index of suspi- 
cion that clinicians have for the presentation of this 
disorder in adolescence (5, 6, 8, 10). 

Traditionally, adolescence has been seen as a phase 
of great psychological and behavioral instability (11— 
13). Proponents of this view regard the distinction 
between normal and psychopathological development 
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to be blurred and believe attempts at formal diagnosis 
in this period to be problematic and often unproduc- 
tive. Modern empirical studies provide little support 
for this view (14—16). 

Moreover, evidence suggests that bipolar disorder 
with onset in adolescence can be identified with stan- 
dardized adult diagnostic criteria (2-8, 10). Engstrom 
and associates (10) reported a case of adolescent 
bipolar disorder and reviewed 4 case reports of manic- 
depressive illness with onset in adolescence. These 
cases all satisfied Feighner and associates' criteria (17) 
for the disorder. Hudgens (2) and King and Pittman 
(3), using the same criteria, found that 30%—40% of 
the adolescent inpatients they studied had typical 
affective disorders—including bipolar disorder. Carl- 
son and Strober (6) applied Feighner and associates' 
criteria (17) and the Research Diagnosuc Criteria 
(RDC) (18) to 6 adolescent patients who were initially 
admitted to the inpatient unit of the University of 
California, Los Angeles, Neuropsychiatric Institute 
with the diagnosis of schizophrenia. The illnesses of all 
6 patients satisfied both sets of criteria for bipolar 
disorder. 

In this paper we present results from a cross- 
sectional study of hospitalized adolescents in which we 
compared the hospital's clinical diagnoses with those 
derived from independent interviews of the patients 
and their mothers. We also discuss the clinical symp- 
toms that met the DSM-III criteria for bipolar disorder 
and the history of each patient. 


METHOD 


The study was conducted at a small university- 
affiliated psychiatric hospital that specializes in the 
residential care of adolescents and young adults. There 
were 21 inpatients (ages 13—18 years) on the hospital's 
adolescent ward at the time of the study (March—June 
1981). The criteria for admission to the study were 
that patients be between the ages of 13 and 18 years 
inclusively, that the patient and his or her mother agree 
conjointly to participate, and that there be no evidence 
of organic mental disorder. 

Seventeen (8196) of the patients (13 males and 4 
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females) and their mothers who were eligible to partic- 
ipate at the time entered the study. Three of the 21 
patients were judged by the staff and the research team 
as too disturbed to participate in the lengthy interview 
(although some actively psychotic patients were able to 
participate), and 1 patient refused. 

The study was designed to pretest a battery of self- 
administered questionnaires and semistructured inter- 
views for feasibility of administration, reliability, and 
validity. The battery included demographic, medical, 
developmental, familial, and psychosocial assessments 
and a diagnostic interview that generates selected RDC 
and DSM-III diagnoses in children and adolescents 
from ages 6 to 18 years. The interviews can be 
administered, with minor modifications, to children 
and adolescents about themselves and to mothers 
about their children. Four highly trained raters blind to 
each other’s findings independently interviewed the 
mothers and children or reviewed the charts. Patients, 
mothers, and selected hospital staff independently 
completed self-administered reports. The study design 
and training and evaluation procedures have been 
described in detail elsewhere (G.D. Gammon, K. John: 
Yale Psychiatric Institute pilot study protocol: pretest 
of reliability and validity of child assessment batteries, 
1981, unpublished paper). 

The assessment battery is organized around the 
Schedule for Affective Disorders and Schizophrenia for 
School-Aged Children and Adolescents, Epidemiologi- 
cal Version (K-SADS-E), a semistructured interview 
developed and validated by Orvaschel and associates 
(19) for administration to children and adolescents 
aged 6 to 18 years. Structured similarly to the SADS, 
Lifetime Version (20), from which it was adopted, the 
K-SADS-E is intended for use by highly proficient 
clinical raters. The interview takes about 30 min with 
subjects who have no clinical disorders and no longer 
than 90 min with subjects who have multiple disor- 
ders. 

The K-SADS-E was designed to generate RDC diag- 
noses for the nonaffective, nonorganic psychoses and 
major affective disorders and to generate DSM-III 
diagnoses for infantile autism, anorexia nervosa, atten- 
tion deficit disorder, conduct disorders, separation 
anxiety disorder, generalized anxiety disorder, panic 
disorder, phobic disorders, obsessive-compulsive dis- 
order, and alcohol or substance abuse disorders. We 
modified it slightly to generate DSM-III diagnoses for 
the nonaffective psychoses, major affective disorders, 
dysthymic disorder, and cyclothymic disorder and 
constructed a precoded scoring sheet that we used to 
record diagnostic data from the K-SADS-E interview 
and chart information. 


RESULTS 
We found no diagnosis of bipolar disorder in the 


hospital charts of the 17 patients. Interviews with the 
K-SADS-E, however, yielded 3 patients whose illnesses 
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satisfied DSM-III criteria for bipolar (bipolar I) disor- 
der and 2 patients with atypical bipolar (bipolar II) 
disorder (29% of the sample; see table 1). In each case, 
the independent interview of the patient’s mother 
confirmed the diagnosis derived from the patient’s 
interview, although minor discrepancies in the phe- 
nomenology of the disorder were reported. 


CASE REPORTS 


Case 1. Ms. A, who was 18 years old, had an illness that 
satisfied all DSM-III criteria for bipolar (bipolar I) disorder 
(see table 1). In addition, she manifested mood-incongruent 
psychotic features only in depressed and manic states. The 
psychotic symptoms noted after the onset of the major 
affective episodes were thought withdrawal, religious and 
somatic delusions, delusional guilt, and delusions of refer- 
ence and persecution. During interpolar periods, while in the 
hospital, she manifested frequent swings between hypomanic 
and dysthymic states. The states were relatively brief, lasting 
from a few hours to several days; mood impairment was 
relatively mild, and secondary symptoms were less evident 
than when she experienced episodes of major depression or 
mania. During interpolar periods, Ms. A was free of psychot- 
ic symptoms, which disappeared with the resolution of major 
affective episodes, but she continuted to adhere to subcultur- 
al religious beliefs and to participate in the dietary and 
hygienic practices of the Hare Krishna cult, to which she had 
belonged before admission. She led a somewhat isolated life 
on the ward. When she interacted with others, the focus was 
usually religious. She frequently got into protracted discus- 
sions about abstruse religious points and into heated argu- 
ments when patients disagreed with her. Her religious preoc- 
cupation impeded psychosocial treatments and normal social 
relations with her peers. 

The year before the onset of the bipolar disorder Ms. A 
experienced symptoms that satisfied DSM-III criteria for 
dysthymic disorder. The onset of the patient's bipolar illness 
occurred at age 16 with a major depressive episode lasting 20 
weeks. During a period of marked psychosocial stress in the 
second month of the major depressive episode—she had 
moved out of her parents’ home—she noted the gradual 
onset of the characteristic psychotic features. She gradually 
recovered, with abatement first of the psychotic features and 
then of the most intense features of her depression. During 
this period she became involved with the Hare Krishna cult 
and lived for a while in one of the organization's temples. 
Five months later she noted the rapid onset of a manic 
syndrome and, within a week, the onset of the characteristic 
psychotic features. This episode led to her first hospital 
admission at another institution, where she was diagnosed as 
schizophrenic and treated with high doses of neuroleptics. 

Ms. A was transferred to our institution 2 months later on 
the recommendation of the staff of a second hospital, where 
she was also regarded as schizophrenic and treated with 
neuroleptics. When she entered our study she was still 
receiving high doses of neuroleptics, and her chart diagnosis 
was schizophrenia. Neuroleptic treatment had controlled the 
flagrant manic and psychotic symptoms but had had little 
effect on her affective symptoms and social functioning. 
Shortly after the research diagnosis of bipolar disorder in her 
seventh month of treatment, she developed another manic 
episode. She was treated with lithium and haloperidol initial- 
ly; after several weeks the dose of haloperidol was reduced 
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TABLE 1. DSM-III Criteria for Bipolar Disorder Met by 5 Patients 


Criteria 


Manic episode 
Elevated or itritable mood 


GAMMON, JOHN, ROTHBLUM, ET AL 


Patient 
1 2 3 4 5 


Yes Yes Yes Yes Only 


irritable 
Duration of mood disturbance of at least 1 week or any duration if hospitalization is Yes Yes Yes  Lessthan Less than 
necessary and at least 3 of the following symptoms (4 if only irritable): 1 week 1 week 
Increase in activity or physical restlessness Yes Yes Yes Yes Yes 
More talkative than usual or pressure to keep talking Yes Yes Yes Yes 
Flight of ideas or subjective experience that thoughts are racing Yes Yes Yes Yes 
Inflated self-esteem (grandiosity that may be delusional) Yes Yes Yes 
Decreased need for sleep Yes Yes Yes 
Distractibility, i.e., attention is too easily drawn to unimportant or irrelevant external 
stimuli Yes Yes Yes Yes Yes 
Excessive involvement in activities that have a high potential for painful consequences, 
which is not recognized Yes Yes Yes Yes Yes 
Major depressive episode 
Prominent and persistent mood disturbance Yes Yes — Yes Yes Yes 
At least 4 of the following symptoms have been present every day for atleast 2 weeks Yes Yes Yes Yes Yes 
Anorexia or weight loss, increased appetite or weight gain Yes Yes | Yes Yes Yes 
Insomnia (initial, middle, terminal) or hypersomnia Yes | Yes Yes Yes Yes 
Psychomotor agitation or retardation Yes Yes — Yes Yes Yes 
Loss of interest or pleasure in usual activities or decrease in sexual drive Yes | Yes — Yes Yes Yes 
Loss of energy, fatigue Yes Yes Yes Yes Yes 
Feelings of worthlessness and self-reproach or excessive or inappropriate guilt Yes | Yes “Yes Yes Yes 
Complaints or evidence of diminished ability to think or concentrate Yes | Yes | Yes Yes Yes 
Recurrent thoughts of death, suicidal ideation, wishes to be dead, or suicide attempt Yes Yes - Yes Yes 
Melancholia Yes | Yes Yes Yes 


considerably. Her response was gratifying; lithium therapy— 
in combination with a low dose of a neuroleptic—not only 
brought about a rapid lysis of and sustained remission in her 
affective and psychotic symptoms but also markedly stabi- 
lized her interpolar functioning. Those treating her felt that 
she had become much more available to psychosocial treat- 
ments and noted a marked improvement in her peer rela- 
tions, which apparently resulted from a decrease in religious 
preoccupation. The staff revised her treatment plan and 
prepared for her early transfer to the hospital's transitional 
unit. 


Case 2. Ms. B, who was 17 years old, had an illness that 
also satisfied all DSM-III criteria for bipolar (bipolar 1) 
disorder (see table 1). In manic and depressed states she 
manifested mood-congruent psychotic features that included 
severe delusions of guilt and sin, as well as delusions of 
reference and grandiosity. 

According to the patient and her mother, Ms. B had 
manifested behavior satisfying DSM-III criteria for cyclothy- 
mic disorder beginning at age 7. The first episode of major 
depression occurred when she was 9 years old and lasted 
several months. This episode, and others when she was 11, 
14, 16, and 17, were of rapid onset, lasted several months, 
and appeared to satisfy all DSM-III criteria for major 
depression with melancholia; the characteristic mood-con- 
gruent psychotic features were also present at some point 
during each episode but remitted before the resolution of the 
episode. 

Ms. B's first manic episode, when she was age 16, occurred 
during her initial hospitalization at another institution after a 
suicide attempt. She was treated with neuroleptics and was 
transferred to the treatment unit on which our study was 
conducted before a definitive diagnosis of the psychotic 
episode could be made. The unit’s clinicians came to regard 
her as suffering from a borderline personality disorder with 
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transient, reactive psychotic episodes. They were influenced 
by her flamboyant and exhibitionistic character style, multi- 
ple suicidal gestures, sexual hyperactivity and other disrup- 
tive behavior, poor scholastic performance, and impaired 
peer relations. 

During Ms. B's 8 months on the unit, which preceded the 
research diagnoses, the course of her illness had been intrac- 
table. During a lengthy depressive episode she suffered 
unrelenting suicidal ideation, and, despite special nursing 
care, she managed to make several mutilating suicide at- 
tempts. During periods of manic episodes when she was not 
psychotic she demonstrated markedly impaired judgment, 
which led to elopement from the hospital on one occasion 
and to much inadvisable sexual and aggressive behavior. Her 
psychotic episodes were usually brief but required special 
supervision. Moreover, during interpolar periods her disrup- 
tive and antisocial behavior continued, although it was 
somewhat lessened, and her peer and staff relations and 
school performance remained poor. 

Institution of lithium therapy, in combination with ami- 
triptyline, during a depressive episode in Ms. B's ninth 
month on the unit led to improvement in psychosocial 
functioning and to reduction in affective symptoms. By 6 
weeks, after a therapeutic serum level of lithium had been 
attained—approximately 4 weeks after therapeutic doses of 
a tricyclic antidepressant had been instituted—she became 
euthymic. Concomitantly, the oppositional and antisocial 
behavior that had marked her course diminished. In subse- 
quent months her school performance and peer relations also 
improved significantly. The staff, who had believed her 
treatment had become stalemated because they "could not 
reach her," expressed renewed optimism, and her treatment 
progressed well in the 4 months after the initiation of lithi- 
um and antidepressant therapy. Discharge planning was 
begun much earlier than would have been anticipated other- 
wise. 
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Case 3. Mr. C, 16 years old, had an illness that satisfied 
DSM-HI criteria for bipolar disorder (see table 1). The 
patient experienced symptoms satisfying DSM-III criteria for 
dysthymic disorder in the year before the onset of his first 
episode of major depression, which occurred when he was 13 
and lasted several months. Recovery was incomplete, and he 
continued to suffer dysthymia. The episode appeared to be 
precipitated by his parents’ divorce and by a subsequent 
cross-country move. After the move his school adjustment 
deteriorated, and he became involved with a delinquent peer 
group. 

At age 16 Mr. C experienced the sudden onset of symp- 
toms meeting DSM-III criteria for manic disorder with 
mood-congruent psychotic features. Psychotic features in- 
cluded delusions of reference, paranoid and grandiose delu- 
sions, and auditory hallucinations of largely grandiose con- 
tent. During this episode he was hospitalized for 2 weeks at 
another institution with a diagnosis of atypical psychosis and 
was treated with neuroleptics. He improved rapidly and was 
discharged; he refused follow-up treatment. The patient 
required rehospitalization approximately 2 weeks later for 
essentially the same symptoms and was transferred to the 
unit on which this study took place. After his admission he 
was maintained on neuroleptics for several weeks, at which 
point they were withdrawn without any evidence of relapse. 

On the unit Mr. C interacted with patients and staff in a 
cool and haughty manner and was frequently condescending 
and egocentric. Because of his comportment, the clinical staff 
believed that he suffered a narcissistic character disorder. 
They were uncertain how to understand the psychotic epi- 
sode but suspected that “the narcissistic defenses may have 
supported the patient against an underlying schizophrenic 
organization.” Because of the staff’s uncertainty about the 
psychotic episode, they also designated it as atypical psycho- 
sis. 

Because the staff had not observed any evidence of mania, 
they were understandably reluctant to accept the research 
diagnosis of bipolar disorder. Although Mr. C had again 
satisfied criteria for major depression in an episode that 
began after his first month of hospitalization, the staff 
attributed the event to the effects of psychotherapy and to 
interventions that curtailed his acting out. However, when he 
had another psychotic episode approximately 7 months after 
the research interviews, it was recognized as mania with 
mood-congruent psychotic features. Lithium therapy was 
begun in conjunction with neuroleptic treatment. After sev- 
eral weeks the neuroleptic was discontinued, and Mr. C was 
maintained on lithium therapy. 

He continued to do well on lithium therapy. Not only was 
the manic episode controlled, but his baseline psychosocial 
functioning improved. His school performance was better 
and the haughty comportment, which had been a major 
factor in his relative social isolation, was less evident. 


Cases 4 and 5. Mr. D and Ms. E had illnesses that satisfied 
DSM-III criteria for atypical bipolar (bipolar II) disorder. 
Each suffered recurrent episodes of major depression with 
melancholia but experienced frequent hypomanic episodes 
instead of the full-blown manic syndrome. Both patients 
manifested a variety of antisocial and self-destructive behav- 
iors and evinced severely compromised scholastic perform- 
ance and interpersonal relations. Hospital clinicians gave 
both patients diagnoses of personality disorder; their depres- 
sions were understood to be the psychodynamic concomitant 
of their characterological difficulties. 

Further, Mr. D, who was 17 years old, had a manic 
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reaction to tricyclic antidepressant therapy that had been 
instituted during a depressive episode. Strober and Carlson 
(21) have recently shown that such a reaction to tricyclic 
antidepressants is a strong predictor of bipolar illness in 
adolescents. Ms. E, who was 16 years old, had experienced 
hypomanic episodes interspersed with episodes of minor 
depression since age 12. She thus appeared to have suffered 
from cyclothymic disorder before the onset of atypical 
bipolar (bipolar IT) disorder with her first episode of major 
depression at age 16. 


COMMENT 


Our results support previous findings that bipolar 
disorder is not uncommon among adolescent inpa- 
tients, although it is often unrecognized (1—10): 5 
(29%) of our subjects satisfied DSM-III criteria for 
bipolar disorder or atypical bipolar (bipolar II) disor- 
der according to a structured diagnostic interview, 
although none had been previously identified. The 
charts of 4 patients contained diagnoses of personality 
disorder, and the chart diagnosis of the fifth patient, 
who had mood-incongruent psychotic features, was 
schizophrenia. 

The clinical underdiagnosis of bipolar disorder in 
our sample bespeaks the low index of suspicion of the 
hospital clinicians, most of whom considered the dis- 
order to be extremely uncommon in adolescence. 
Moreover, mania and major depression were obscured 
in these 5 patients by the prominence of psychotic 
features, antisocial and impulsive behavior, and poor 
academic and psychosocial performance, much of 
which persisted in interpolar periods. Consequently, 
the flagrancy of the patients! presentations, which 
represented a mix of developmental and atypical 
symptomatic features, confounded the identification of 
the disorder. Since 4 of the patients showed evidence of 
dysthymia or cyclothymia before the onset of the 
major disorder, clinicians who initially ascribed the 
lability concomitant of these syndromes to “adolescent 
turmoil" might have been inclined to interpret the 
patients’ decline to the consolidation of an underlying 
personality disorder. 

Nonetheless, when systematic structured interviews 
were used in conjunction with strictly specified diag- 
nostic criteria such as the DSM-III and RDC, the 
salient features of bipolar disorder were reliably identi- 
fied. Moreover, for these 5 cases at least, the patients 
and their mothers agreed completely when interviewed 
independently with the K-SADS-E. Extraneous aspects 
of the presentation such as antisocial behavior, im- 
paired peer relations, and scholastic performance, 
which may also be important in planning an integrated 
biopsychosocial treatment approach, did not confuse 
the diagnostic picture. Structured diagnosis by inde- 
pendent interviewers thus appears to be a useful 
adjunct to the more informal clinical diagnostic proce- 
dures. In our experience, the information provided 
from our structured interviews was readily accepted by 
the hospital's clinical staff and was helpful in the 
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subsequent treatment of these 5 patients. More re- 
search in the form of clinical trials is of course 
necessary before the usefulness of the structured diag- 
nostic approach to adolescent inpatients can be evalu- 
ated fully. The onset of bipolar disorder in adolescence 
requires timely intervention. Correct diagnosis of the 
disorder and proper treatment are critical to offset the 
negative impact of the illness on adolescent develop- 
mental tasks (9). 
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Clinical and Psychological Assessment of Children 
of Bipolar Probands 


Paolo Decina, M.D., Clarice J. Kestenbaum, M.D., Susan Farber, Ph.D., 
Leo Kron, M.D., Margaret Gargan, Harold A. Sackeim, Ph.D., and Ronald R. Fieve, M.D. 


Thirty-one children (age range, 7—14 years) of 18 
probands with a bipolar disorder according to 
Research Diagnostic Criteria were assessed on 
clinical and psychological measures and compared 
with 18 matched normal control children. The 
authors found higher rates of childhood 
psychopathology in the children of the probands 
than in the control children. In addition, the 
experimental group was characterized by 1) a pattern 
on the WISC-R of higher verbal than performance 
IQs, 2) higher ratios of color to movement 
determinants on the Rorschach test, and 3) an 
overrepresentation of left-handedness. The 
implications of these findings are briefly discussed. 

(Am J Psychiatry 140:548—553, 1983) 


ffspring of parents who have a bipolar disorder 
are estimated to be at higher risk for developing 
bipolar and unipolar disorders than the general popu- 
lation. The high risk pattern is suggested by family 
studies (see references 1, 2 for reviews) and is congru- 
ent with the hypothesis that there is a genetic suscepti- 
bility to affective disorder. This hypothesis is also 
supported by adoption and twin studies (3—6). 
Researchers have examined the offspring of bipolar 
probands during childhood and adolescence in order 
to investigate expression of the disorder before its 
phenomenological onset. Three groups (7—9) directly 
examined children by using structured and semistruc- 
tured interviews. Three other groups (10—12) assessed 
the psychopathology of offspring by administering 
questionnaires to the parents. In none of the studies 
were judgments made blind to the psychiatric status of 
the parents, and in only one study (8) was reliability of 
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diagnosis ensured by the use of specific diagnostic 
criteria and direct examination of the children. Al- 
though these studies are subject to methodological 
limitations, we found that all but one suggested that 
the children of bipolar parents had a high rate of 
depression as well as a variety of nonspecific psycho- 
pathology. 

We initiated this pilot study to assess further the type 
and frequency of psychiatric disorder in a sample of 
children of bipolar probands. All assessments were 
done blind; all information was obtained directly from 
the subjects; and multiple, convergent rating scales and 
psychological tests were used. The study also began 
with a specific hypothesis, first advanced by one of us 
(C.J.K.), that a significant number of children at risk 
for bipolar disorder will have a test pattern on the 
WISC-R of verbal IQs significantly higher than per- 
formance IQs (13). 


METHOD 


The experimental group consisted of 31 children (17 
girls and 14 boys) of 18 bipolar parents. The children 
were between the ages of 7 and 14 years; the mean 
ages of the girls and boys were 11.4 years and 10.5 
years, respectively. The parents (11 women and 7 men) 
were randomly selected from an outpatient clinic and 
met the Research Diagnostic Criteria (RDC) for pri- 
mary bipolar disorder as ascertained by the Schedule 
for Affective Disorders and Schizophrenia (SADS) in- 
terview (14). Eleven of the parents were classified as 
bipolar I patients, i.e., manifesting a disorder charac- 
terized by manic episodes, and 7 were classified as 
bipolar II patients, i.e., manifesting a disorder charac- 
terized by hypomanic episodes. The socioeconomic 
status of these families, as determined by the Two- 
Factor Index of Hollingshead and Redlich (15), was as 
follows: 6 (3396) were in class I; 9 (5096) were in class 
II; 2 (11%) were in class IIT; and 1 (696) was in class 
IV. 

The comparison group contained 18 children (10 
girls and 8 boys) between the ages of 7 and 14 years. 
The mean ages of the girls and boys were 11.5 years 
and 11.1 years, respectively. The children were select- 
ed according to stringent criteria: 1) negative family 
history in first-degree relatives for definite and/or 


Am J Psychiatry 140:5, May 1983 


probable bipolar disorder, recurrent unipolar disorder, 
schizophrenia, and unspecified functional psychosis; 
and 2) negative history for definite and/or probable 
bipolar disorder in second-degree relatives to the level 
of grandparents of the child. The presence or absence 
of significant psychopathology in the biological rela- 
tives of the control group was established according to 
RDC. All mothers and 3 of the fathers (3 out of 14) 
were interviewed with the SADS-L. The remaining 
fathers were not available for direct assessment. They 
and all other relatives were assessed indirectly with the 
Family History RDC (16). We recruited the control 
families by advertising for volunteers in a large metro- 
politan school, in a suburban recreational center, and 
among the personnel affiliated with the clinic attended 
by the probands. The socioeconomic status of the 14 
control families was as follows: 5 (3696) were in class 
I; 5 (3696) were in class Il; 3 (21%) were in class III; 
and 1 (796) was in class IV. 

With the exception of the two psychiatrists (P.D. and 
L.K.) who examined the parents, all interviewers and 
subsequent raters were blind to the family status of the 
subjects and also were blind to information obtained 
by other interviewers about the subjects and their 
families. All parents were given a semistructured inter- 
view to obtain information on the mother's pregnancy 
and the developmental history of the offspring. Both 
parents also filled out a symptom checklist question- 
naire modified from the Child/Adolescent Behavior 
Profile by Turner (unpublished). Children were inter- 
viewed and evaluated by two of us (C.J.K. and L.K.) 
on the Mental Health Assessment Form (17). Overall 
functioning of the child was assessed by the Global 
Assessment Scale (18). 

The WISC-R and the Rorschach test were adminis- 
tered to each child under identical conditions and were 
scored by raters blind to all information about the 
subjects. Handedness was observed during testing and 
motoric lateralization was later confirmed by a ques- 
tionnaire filled out by the parents (19). 

Following completion of the testing, D$M-III/RDC 
diagnosis of each child was made by a consensus of the 
two child interviewers who had been offered access to 
all clinical information (excluding the psychiatric sta- 
tus of the parents and the test results of the children). 

Two strategies were used to test the statistical reli- 
ability of differences between the experimental and 
control subjects in psychiatric diagnoses, verbal-per- 
formance IQ discrepancy, handedness, and Rorschach 
responses. First, we used parametric (e.g., ANOVA) 
and nonparametric (e.g., chi-square) tests to contrast 
the two groups, treating each child as an independent 
observation. Because some families contributed more 
than 1 child to the study, our assumption of indepen- 
dent observations might be questioned. Therefore, we 
used a second statistical strategy and treated the 
family, rather than the individual child, as the unit of 
analysis. For instance, we computed the differences 
between the families of each group by averaging the IQ 
values of siblings or by scoring the family as positive 
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on target variables (e.g., left-handedness) if 1 or more 
siblings scored positive on the given variable. 


RESULTS 
Psychiatric Diagnoses 


We found significant differences in the frequency of 
DSM-III/RDC diagnoses between the children of the 
probands and the control children. Of the 18 children 
in the control group, only 1 received a formal psychiat- 
ric diagnosis; however, 16 of the 31 children of bipolar 
parents were rated as impaired (x*=10.66, df=1, 
p=.001). Twelve of the 18 bipolar families had 1 or 
more offspring with psychiatric diagnoses, compared 
with 1 of the 14 families in the control group 
(x?=11.57, df=1, p<.001). 

Of the 16 children of the bipolar probands who 
received DSM-III/RDC diagnoses, 8 (5 girls, 3 boys) 
were rated as having major or minor depressive disor- 
ders. Of these 8 children with depressive disorders, 4 
received additional diagnoses of overanxious disorder 
(2 girls) and attention deficit disorder with hyperactivi- 
ty (2 boys). The remaining 8 children of bipolar 
probands who received D$M-III/RDC diagnoses other 
than depression displayed a variety of disorders. Three 
children (1 girl, 2 boys) were judged as having either 
overanxious or conduct disorders, and the other 5 
children (1 girl, 4 boys) exhibited a psychiatric condi- 
tion that could not be classified in any of the DSM-ITI/ 
RDC diagnoses. These 5 subjects manifested a com- 
plex symptomatology indicative of more than two 
disorders according to DSM-III criteria, but their 
symptoms did not fully meet the criteria for any single 
disorder. The symptoms were associated with func- 
tional impairment (each child's Global Assessment 
Scale score was less than 55). 

The three project psychiatrists (P.D., C.f.K., and 
L.K.) reexamined the clinical data of all the children of 
the bipolar probands to explore the possibility that 
there might have been other children who had the 
same pattern of symptoms at a subclinical level. On the 
basis of judgments reached either unanimously or by 2 
of the 3 psychiatrists, it was estimated that 7 of the 15 
children who had not received a formal diagnosis did 
share a variety of characteristics at the state and trait 
levels indicative of a psychiatric disorder but too 
minimal to be formally diagnosed. The following 
characteristics were noted: extroversion with expan- 
siveness leading to grandiosity; excitability; exhibi- 
tionism; need for constant attention and admiration; 
need for constant reassurance; separation anxiety; and 
disturbances in interpersonal functioning with overde- 
pendency, lack of empathy, and egocentrism. Three of 
the children with nonspecific diagnoses had similar 
symptomatic characteristics and were tentatively 
grouped with the 7 children mentioned previously; 
these 10 children were considered as a different sub- 
sample and were analyzed separately (20). 
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TABLE 1. Characteristics and Psychological Test Results of 31 Children of Bipolar Parents 


Difference Between WISC-R Ratio of Movement Determinants s 
Verbal and Performance IQ to Color Determinants Psvchi oor 
Full | AQ points) č on Rorschach Test ies " Target 
Child's — Family Age Hand- WISC-R  Verbal> Verbal< Movement Movement Movement Diag- Vari- 
Number Number Sex (years) edness IQ Performance Performance «Color -: Color Color nosis  ables? 
1 1 M 8 Right 120 12 6:32 Yes 1 
2 2 F 13 Right 105 17 3:215 No 1 
3 3 M 13 Left 100 19 3:4 Yes 3 
4 4 M 8 Right 128 16 3:4 Yes 3 
5 4 M 10 Left 143 2 3:3 Yes 1 
6 5 F 9 Right 113 13 0:3 No 1 
7 6 M 13 Right 129 12 2:512 Yes 2 
8 6 M 8 Right 98 13 1:4% Yes 2 
9 6 F 10 Right 101 6 6:1% No 
10 7 F 12 Right 141 25 3:4 Yes 3 
11 7 F 8 Right 137 30 1:4 No 2 
12 8 M 13 left 114 6 3:5 No 1 
13 9 M 7 Right 116 27 41% Yes 1 
14 9 M 9 Right 123 5 1:2 Yes 2 
15 10 F 10 Right 120 6 1:55 Yes 1 
16 10 F 13 Right 113 3 2:45 No i 
17 11 F 13 Right 95 1 1:1 No 
18 11 M 7 Left 103 5 5:0 No 
19 12 F 14 Left 89 17 3:3 Yes 2 
20 12 F 12 Left 109 17 4:2 Yes 2 
21 13 F 12 Right 116 17 4:4 No 1 
22 13 M 10 Right 118 13 2:4 No 1 
23 14 F 13 Right = 119 3 Yes 
24 14 M 8 Right 133 4 3:415 No 1 
25 14 F 11 Right 108 4 4:42 No 1 
26 15 M 13 Left 107 29 3:7 Yes 3 
27 15 M 12 Left 128 25 14:4 No 1 
28 16 F 13 Left 142 6 4:3 No 
29 17 F 11 Right 115 29 2:3 Yes 3 
30 17 F 9 Right 108 21 1:% No 1 
31 18 F 11 Right 112 3 3:1% Yes 1 


*Child received 1 point for each of the following conditions met: WISC-R verbal IQ greater than performance IQ by 15 or more points; movement determinants 


less than color determinants on Rorschach; and a psychiatric diagnosis. 


WISC-R 


WISC-R scores were examined in order to test the 
hypothesis of one of us (C.J.K.) that some children at 
risk for bipolar disorder will have significantly higher 
verbal IQs than performance IQs. By population 
norms, a discrepancy in this direction of 15 points or 
more is expected in less than 13% of children (21). In 
the bipolar group, 12 (39%) of the 31 children had 
discrepancies as large as 15 points or more, compared 
with 2 (11%) of the 18 children in the control group 
(see table 1). This difference by distribution was signif- 
icant (774.25, df=1, p«.05). 

The mean verbal IQ of the experimental group did 
not differ from that of the control children, whereas 
the mean performance IQ of the experimental group 
was significantly less than that of the comparison 
group (t=2.26, df=47, p<.05) (see table 2). Within 
the comparison group, the mean discrepancy between 
verbal and performance IQs did not differ significantly 
from zero, although within the experimental group a 
significant discrepancy was obtained (t=3.30, df=30, 
p<.005). We conducted a repeated measures ANOVA 
on the verbal and performance JQs with group and sex 
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as between-subject variables. Significant interaction 
between subject group and type of IQ score (verbal 
and performance) was not found. We obtained similar 
ambiguous results when we analyzed the discrepancy 
between verbal and performance IQs using the family 
as the unit of analysis (p=.16). 

We also examined the discrepancy between verbal 
and performance IQs in the experimental group as a 
function of whether the parent had a bipolar I or a 
bipolar II disorder. Children of bipolar I probands 
showed a greater discrepancy between verbal and 
performance IQs (10.6 points) than did children of 
bipolar II probands (4.4 points). However, this effect 
did not reach significance, possibly because of the 
sample size. 


Rorschach Tests 


The Rorschach tests were scored blind according to 
the Klopfer scoring system (22). In particular, the 
ratios of movement to color response were computed. 
As predicted by the hypothesis that color is associated 
with affective expression (23, 24), 15 children in the 
experimental group identified color more often than 
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TABLE 2. WISC-R Verbal and Performance IQs of 31 Children of 
Bipolar Parents and 18 Control Children 


WISC-R IQ Points 


Children of Control 

Bipolar Parents. .. Children 
Item Mean SD Mean SD 
Full IQ 116.2 13.8 121.9 7.8 
Verbal IQ 118.4 14.3 120.5 9.8 
Performance IC 110.2 13.9 118.6 9.2 

Verbal-performance 

discrepancy 8.2 13.6 1.9 13.0 


movement. In the control group only 1 child exhibited 
this pattern (x^—9.50, df=1, p<.005). 


Handedness 


In the experimental group, 9 children (3 girls, 6 
boys) were left-handed. In the control group, 1 child 
was left-handed. This difference by distribution was 
significant (y7=3.86, df=1, p<.05). Seven of the 18 
bipolar families had 1 or more left-handed children, 
compared with only 1 of the 14 control families 
(334.23, df=1, p<.05). 


Interrelationship Among Measures 


In table 1 we present the data on psychiatric diagno- 
sis, handedness, the discrepancy between verbal and 
performance IQs, and the movement to color Ror- 
schach ratios of the experimental children. 

We scored a child as positive on a target variable if 
his or her score on the verbal IQ was 15 or more points 
higher than on the performance IQ, the child had a 
formal psychiatric diagnosis (the 5 children who did 
not meet specific DSM-III or RDC classifications were 
included here), or had higher ratios of color to move- 
ment determinants on the Rorschach test. Six children 
scored on two target variables, and 5 scored on all 
three variables; all children were from bipolar families. 

The overrepresentation of left-handed children in 
the experimental group appeared to be independent of 
the presence or absence of psychiatric diagnoses and of 
a Rorschach response characterized by a higher ratio 
of color to movement determinants. There was a 
nonsignificant trend for the left-handed children to 
have a greater discrepancy between verbal and per- 
formance IQs than the right-handed children had. 

The presence or absence of a depressive disorder 
and/or type of diagnosable psychopathology were not 
related to the direction and magnitude of the discrep- 
ancy between verbal and performance IQs. The sub- 
group of 10 children who had clinical or subclinical 
characteristics that could not be diagnosed manifested 
verbal and performance IQ discrepancies that were 
more than three times as large as those of children 
without these characteristics (15.6 versus 4.7 points) 
(t=2.18, df=29, p<.05). 

The higher color to movement ratio on the Ror- 
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schach did not appear to be related to the presence or 
absence of any psychopathology and/or of discrepancy 
between verbal and performance IQs. 


DISCUSSION 


This study confirms and expands the findings ob- 
tained from previous studies on children at risk for 
affective disorder. Our sample of children of bipolar 
parents were characterized by 1) a high frequency of 
psychiatric disorders; 2) a pattern on the WISC-R of 
higher verbal than performance IQs; 3) higher ratios of 
color determinants to movement determinants on the 
Rorschach; and 4) an overrepresentation of left-hand- 
edness. 

Approximately one-half (N=16) of the 31 children 
of bipolar probands received DSM-III or RDC diag- 
noses. Of these 16 children, one-half (N=8) received a 
diagnosis of depressive disorder. The other 8 children 
exhibited a range of psychopathology that defied 
classification. The high rate of depression found in the 
experimental group is consistent with results reported 
by other investigators (8, 9). A note of historial interest 
in this regard is that Rehm, as quoted by Kraepelin, 
found “‘signs of psychic degeneration" in 52% of 44 
children of manic-depressive patients he had examined 
and an “abnormal emotional predisposition, by prefer- 
ence in the depressive sense" in 29% of these children 
(25). Like McKnew and associates (8), we found no 
significant sex or age difference in the occurrence of 
general and/or depressive psychopathology. Although 
we noted that children of bipolar I patients presented 
with a greater discrepancy between verbal and per- 
formance IQs than did children of bipolar li probands, 
a full investigation of the relationship betwcen these 
syndromic patterns in the children and bipolar I or 
bipolar II status of the parents was beyond the scope of 
our study, and we offer no comments on this critical 
issue. Similarly, the relationship between the clinical 
and subclinical syndromic characteristics of the 10 
children who defied DSM-III classification is unclear 
regarding its association with bipolar disorder. 

In the Rorschach literature, color is considered to be 
associated with affective regulation; this association is 
noteworthy when studying adults with bipolar disor- 
ders (26, 27). Among children, however, high color 
ratios are expected in early childhood, and this tenden- 
cy decreases with age (28). Thus, although it was 
predicted that the bipolar offspring would tend to have 
higher ratios of color responses to movement respons- 
es on the Rorschach as compared with the control 
subjects, the discriminant characteristic of this score 
was unexpected. The implication is that color on the 
Rorschach may emerge as a useful predictor variable. 
Further studies on larger samples are needcd. 

Our study found an overrepresentation ot left-hand- 
ed children from the bipolar parents. To our knowl- 
edge this finding has not been reported before, al- 
though it may not be unexpected in view of recent 
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studies that have found lateralized abnormalities in 
subjects with major functional psychiatric disorders. 
Lishman and McMeekan (29) and Flor-Henry (30) 
found significant rates of left-handedness in patients 
with endogenous psychoses; this tendency was particu- 
larly marked in patients with bipolar disorders and 
schizoaffective illnesses. Their findings suggest that an 
abnormal pattern in degree and direction of hemi- 
spheric specialization may be present in at least some 
bipolar patients, as this situation occurs mainly in left- 
handed individuals. In particular, it is possible that 
abnormalities in hemispheric specialization in adult 
psychopathology reflect the superimposition of lateral- 
ized dysfunctions and of lateralized abnormalities in 
activation upon a normally specialized brain. 

Children of bipolar probands manifested an atypical 
WISC-R profile, with verbal IQs significantly higher 
than performance IQs. Their full IQ was 116, which 
places these children in the bright norma! range. Their 
WISC-R profile appears to be in striking opposition to 
findings reported in studies of children at risk for 
schizophrenia (31, 32). Gruzelier and associates (32) 
compared the WISC profile of a group of children of 
schizophrenic parents with a normal control group 
and with a group of children whose parents had mixed 
psychiatric diagnoses. The children at risk for schizo- 
phrenia exhibited significantly lower verbal IQs than 
did the control children. There were no differences 
among the three groups in performance IQs. Children 
of parents with mixed psychiatric diagnoses also had 
lower verbal than performance IQs. These findings 
support the view that the WISC profile as presented in 
our study is more characteristic of children of bipolar 
probands. 

A profile with performance IQ lower than verbal IQ 
has been obtained with adult versions of the test in 
bipolar patients. These investigations (33—36) report- 
ed that bipolar probands, examined during dysthymic 
and/or normothymic states, did consistently worse on 
performance than on verbal IQ tests. For the most 
part, however, investigators were cautious in interpret- 
ing this finding and assumed that the discrepancy was 
due to factors extraneous to the illness, e.g., age, 
medication, and/or selection of patients. 

Our finding of an atypical WISC-R profile in the 
children of bipolar parents is consistent with the 
interpretation that the verbal-performance IQ discrep- 
ancy in bipolar disorders may indicate true differences 
in verbal and nonverbal abilities related to brain 
functioning that reflect greater efficiency of one or the 
other cerebral hemisphere. The left hemisphere is 
thought to be specialized in processing verbal material, 
while the right hemisphere is thought to specialize in 
processing visual/spatial stimuli. Consequently, the 
verbal-performance IQ discrepancy may suggest a 
relative deficit of the right hemisphere and/or a greater 
efficiency of the left hemisphere. This interpretation, 
however, is qualified by the fact that the verbal- 
performance dichotomy does not uniformly corre- 
spond to left/right hemispheric functioning. Two of 
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our findings in the experimental group—the overrepre- 
sentation of left-handed children and the presence of a 
WISC-R profile with higher verbal than performance 
IQs—-support the view recently expressed by various 
authors (see reference 37 for a review) suggesting a 
disturbance and/or imbalance of lateralized brain func- 
tions in patients suffering from affective disorders. 

In conclusion, we found a clinical and psychological 
patterning that differentiated children of bipolar par- 
ents from normal control children. The methodology 
of our study does not permit any inference about the 
genetic and/or environmental determinants of such 
patterning. However, a practical implication of this 
finding is that clinicians may expect approximately 
5096 of the children of bipolar patients to manifest 
psychopathology of a severity that may require thera- 
peutic intervention. It was beyond the scope of this 
study to determine whether, and to what extent, 
childhood psychopathology and/or other patterns 
manifested by these children are related to an individ- 
ual's vulnerability to developing adult forms of affec- 
tive disorders. These issues, however, will be examined 


by a prospective follow-up of this same group of 
children. 
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Bulimia Treated With Imipramine: 
A Placebo-Controlled, Double-Blind Study 


Harrison G. Pope, Jr., M.D., James I. Hudson, M.D., Jeffrey M. Jonas, M.D., 
and Deborah Yurgelun-Todd, M.S. 


Bulimia, the syndrome of compulsive binge eating, 
is a common and often severe disorder frequently 
resistant to known therapies. Recent evidence 
suggesting a link between bulimia and affective 
disorder prompted the authors to perform a double- 
blind study of imipramine versus placebo with 22 
chronically bulimic women. Imipramine was 
associated with a significantly reduced frequency of 
binge eating and with improvement on several other 
measures of eating behavior. On 1- to 8-month 
follow-up, 18 of the 20 treated subjects (90%) bad 
responded to imipramine or a subsequent 
antidepressant. This finding augments the growing 
evidence that bulimia may be related to affective 
disorder. 

(Am J Psychiatry 140:554—558, 1983) 


B ulimia is a psychiatric disorder characterized by 
recurrent episodes of binge eating that are fre- 
quently associated with self-induced vomiting or laxa- 
tive abuse. Whether it occurs alone or in conjunction 
with the related disorder, anorexia nervosa (1—3), 
bulimia is often associated with serious morbidity and 
even mortality; the cycle of binging and purging 
becomes for many patients a dominant preoccupation 
that erodes ordinary social and occupational function- 
ing (4). Depression and self-deprecatory ideation— 
particularly following binges—are common (4—6), and 
suicide has been described as an ever-present risk in 
bulimic patients (4). 

Bulimia is a common disorder that may be increas- 
ing in prevalence (4). Published studies have reported 
bulimia in 19% of the women and 5% of the men in a 
student population (7) and in 5.3% of the women and 
1.196 of the men seeking treatment at a student mental 
health center (8). Recently, among 3 populations of 
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college and secondary school students, we found that 
8.4%-19.6% of the women reported a history of 
bulimia meeting the full DSM-III criteria (H.G. Pope, 
Jr., J.l. Hudson, D. Yurgelun- Todd, unpublished obser- 
vations). 

Unfortunately, the etiology of this common and 
often grave disorder remains unknown, and to our 
knowledge no specific treatments have been described. 
Although some psychodynamically (9) and behavioral- 
ly (10, 11) oriented therapies have had reported suc- 
cess, none of these has been subjected to controlled 
trials. Among pharmacological treatments, phenytoin 
has been reported useful in some cases (12—14), but the 
only controlled study with this drug (13) failed to 
demonstrate a major effect in the majority of the 
patients. Thus, more effective treatments for bulimia 
would be welcome. 

Recently, a new avenue for treatment has been 
opened by research suggesting that bulimia may be 
linked to affective disorder. Studies of phenomenology 
(4, 6, 15), family history (6, 15, 16), and response to 
the dexamethasone suppression test (15, 17) have all 
demonstrated a close similarity between patients with 
bulimia and patients with major depression. These 
data prompted us to attempt to treat bulimic patients 
with antidepressant drugs on an open basis. Of 8 
patients treated with tricyclic antidepressants, 6 dem- 
onstrated a moderate to marked decrease in binge 
eating within 3 weeks and maintained this response at 
2- to 6-month follow-up (18). Of 6 additional patients 
treated with monoamine oxidase inhibitors (MAOIs), 
5 responded with a complete cessation of binge eating 
that was maintained for 1 to 5 months (19). Another 
group of investigators has also reported comparable 
success in 6 bulimic patients treated with MAOIs (20). 
These encouraging preliminary results led us to per- 
form a double-blind, placebo-controlled study of imip- 
ramine treatment of patients with bulimia. 


METHOD 


Subjects meeting DSM-III criteria for bulimia were 
recruited for the study using the following criteria: 1) 
age 16 to 55 years; 2) at least 2 binges per week, each 
followed by vomiting or laxative abuse, during the 
preceding month; 3) duration of illness of at least 1 
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TABLE 1. Characteristics and Response of Bulimic Women Who Received Imipramine or Placebo 





Duration 
of Bulimia Initial Number ae eee a 
Group and Age Symptoms of Binges per Other Current Change in Binge Subjective Global 
Subject (years) (years) Week DSM-III Diagnoses Frequency? Improvement Score? 
Imipramine 
1 32 12 3 Dysthymic disorder Moderate +3 
2 26 3 Z None Moderate +3 
3 26 8 8 None Marked +3 
4 33 15 14.5 Major depression; Marked +2 
simple phobia; 
histrionic person- 
ality disorder 
5 32 6 10 Major depression None 0 
6 22 6 28 Simple phobia Moderate +3 
7 26 2 3.5 None Marked +3 
8 37 16 7 Kleptomania Marked +2 
9 17 2 12.5 Panic disorder; Moderate +2 
dysthymic disorder; 
kleptomania; con- 
duct disorder, social- 
ized, nonaggressive 
Placebo 
1 24 2 9 Major depression None 0 
2 27 2 3.8 Major depression None 0 
3 25 6 15.8 Major depression None 0 
4 43 14 2.5 Alcohol abuse; None +] 
kleptomania 
5 34 12 4 Panic disorder None 0 
6 23 2 10 Dysthymic disorder; Worse -] 
kleptomania 
7 22 8 21 Major depression None 0 
8 25 2 6 None Moderate +1 
9 27 2 4 Major depression; None 0 
antisocial personality 
disorder 
10 26 3 7 Simple phobia None 0 


2Marked:z more than 75% decrease, moderate=more than 50% decrease, none=less than 5096 change, worse=more than 50% increase. 
5— 1 2 worse, O=unchanged, +1=slightly improved, -2- moderately improved, -32 markedly improved, 


year; 4) no previous trials of antidepressant medica- 
tions or ECT; 5) no current use of any psychiatric 
medication; 6) not pregnant or likely to become preg- 
nant; 7) no serious medical illness; and 8) no signifi- 
cant suicidal ideation. 

Twenty-two outpatients were recruited from three 
sources: 1) an advertisement in the monthly newsletter 
of the Anorexia Nervosa Aid Society, a local self-help 
organization with several hundred bulimic members 
(16 subjects); 2) an advertisement in the Boston Phoe- 
nix, a weekly newspaper with a circulation of 134,000 
(5 subjects); and 3) referrals from Feeding Ourselves, a 
local organization for treatment of eating disorders (1 
subject). We received about 70 inquiries from these 
three sources but eliminated approximately 50 individ- 
uals, primarily because they either did not meet the full 
DSM-III criteria for bulimia or displayed inadequate 
chronicity or frequency of binge eating to meet the 
study criteria. 

Detailed medical and psychiatric examinations, an 
ECG, and serum electrolyte determinations were per- 
formed for all subjects before initiation of the study. 
The nature of the study was fully explained to them 
before their informed consent was obtained. Subjects 
were randomly assigned to imipramine (N=11) or 
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placebo (N=11). They were given identical capsules 
containing either imipramine hydrochloride, 50 mg, or 
inert placebo and were instructed to start with 1 
capsule at bedtime and increase the dose by 1 capsule 
every other day until they either had reached 4 cap- 
sules per day or were limited by side effects. The study 
lasted 6 weeks. 

During the first 3 weeks of the study 3 subjects were 
withdrawn: 2 subjects receiving imipramine developed 
photosensitivity and widespread maculopapular 
rashes; these cleared promptly when the drug was 
stopped. One subject receiving placebo took an over- 
dose of the placebo pills, was withdrawn from the 
study, and was subsequently followed by her local 
physician. The findings from the remaining 19 sub- 
jects, who completed the full 6 weeks of the study, 
were used in the data analysis. 

Clinical characteristics and treatment response of 
the 19 subjects are summarized in table 1. All were 
women (mean agetSD-—27.7-6.1 years, range- 17— 
43 years). Although 4 (21%) had a past history of 
anorexia nervosa in addition to bulimia, none current- 
ly met DSM-III criteria for anorexia nervosa: They 
weighed between 80% and 115% of normal body 
weight according to standard tables (21). Most had a 
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chronic history of bulimia, with duration of illness 
varying from 2 to 16 years. Many of the subjects had 
received extensive psychotherapy, group psychothera- 
py, and/or behavior therapy for treatment of their 
eating disorders; 3 had been hospitalized for treatment 
of an eating disorder at some time in their lives. Most 
of the subjects met DSM-III criteria for other psychiat- 
ric disorders as well, particularly affective and anxiety 
disorders (see table 1). 

Subjects were seen on initia] evaluation and at the 
end of 2, 4, and 6 weeks by a treating physician 
(H.G.P., T.L.H., or J.M.J.) and a rater (D.Y.-T.), both of 
whom remained blind as to whether the subject was 
receiving placebo or imipramine. The physician moni- 
tored the subjects for medication compliance, side 
effects, and related problems. The rater administered 
the 24-item Hamilton Rating Scale for Depression (22) 
and recorded frequency of eating binges in the past 2 
weeks. The subjects rated themselves at each visit on a 
6-point scale (0—none, 5=maximum) on three subjec- 
tive indices—intensity of binges, preoccupation with 
food, and self-control with relation to food. Subjective 
global improvement was similarly rated on a 5-point 
scale (—1=worse, 0= unchanged, 1=slight, 2=moder- 
ate, 3=marked). 

At the completion of the 6-week study period, 
blindness was broken and the results were analyzed. 
Subjects in the placebo group were then offered a 
supervised trial of imipramine. Subjects in the imipra- 
mine group were given the option of continuing treat- 
ment with imipramine or of changing to another 
antidepressant, depending on the beneficial effects and 
side effects observed with imipramine. 

Comparisons for statistical significance were made 
using the Wilcoxon rank sum test, two-tailed, unless 
otherwise specified. We chose the nonparametric Wil- 
coxon test over the more common Student’s t test for 
our data because the Wilcoxon makes no assumption 
that the data approximate a normal distribution. Be- 
cause of the wide range of some measures, such as 
frequency of binges (see the following discussion), the 
Wilcoxon is more appropriate and somewhat more 
conservative. 


RESULTS 


The results are summarized in table 1 and illustrated 
in figure 1. By the sixth week of the study, the number 
of binges per week reported by the subjects in the 
imipramine group had declined by a mean (SE) of 
7.49+2.01, compared with a decrease of only 
.18+1.45 in the placebo group (p<.01). As shown in 
figure 1, this corresponds to a 70% reduction in 
binging after 6 weeks of imipramine treatment, com- 
pared with virtually no change with placebo. 

Of the 9 subjects in the imipramine group, 4 report- 
ed a marked (more than 75%) and 4 reported a 
moderate (more than 50%) decrease in binge eating, 
while 1 was unchanged. Among the 10 placebo sub- 
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FIGURE 1. Changes on Various Ratings Over the Course of 6 Weeks 
in Bulimia Patients Treated With Imipramine (N=9) or Placebo 
(N= 10) 
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jects, 1 reported a moderate decrease in binge eating, 8 
were unchanged, and 1 was worse. The proportion of 
moderate and marked responders in the imipramine 
group was again significantly greater than that in the 
placebo group (p=.002, Fisher's exact test, two- 
tailed). 

Other measures revealed similar differences: When 
compared with placebo, imipramine treatment was 
associated with a significant decrease in the intensity of 
binges (p<.05), decreased preoccupation with food 
(p<.05), and greater subjective global improvement 
(p<.001). Self-control with relation to food was also 
improved with imipramine, but the difference between 
imipramine and placebo did not quite reach signif- 
cance (p.06). 

Imipramine was also associated with significantly 
reduced depressive symptoms: Hamilton scale scores 
declined by a mean (SE) of 7.33+2.03 in the imipra- 
mine group, compared with .20+1.57 in the placebo 
group (p«.02). As shown in figure 1, this represents 
nearly a 5096 reduction in Hamilton scale scores with 
imipramine, compared with 196 with placebo. Of 
particular interest is the observation that, among the 
19 subjects, improvement in Hamilton scale scores and 
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TABLE 2. Follow-Up Data on Bulimic Women Who Received Imip- 
ramine or Placebo or Who Dropped Out of the Study 


Change Follow-Up 
Group and in Binge Interval 
Subject Medication Frequency? — (months)? 
Imipramine 
: mupramine Remission 8 
Desipramine 
2 Imipramine Marked 6 
3 Imipramine Marked 5c 
4 e Marked 2c 
razodone 
5 Imipramine None 5 
Tranylcypromine Remission 
yicyp 
6 Imipramine 
Trazodone Moderate 6 
Phenelzine 
7 Imipramine Remission $d 
8 Imipramine Marked 2° 
9 Imipramine Moderate 4d 
Placebo 
1 Imipramine Marked 3c 
2 Imipramine 
Trazodone - lithium None 6 
Buproprion 
3 Imipramine 
Trazodone N 
Tranvl ; one 6 
ylcypromine 
Phenelzine 
4 Tranylcypromine Remission 3 
5 Imipramine Remission 6d 
6 D Moderate 2c 
esipramine 
7 V aeta Marked 
enelzine 
8 Imipramine Remission 5 
9 (Declined treatment) 
10 Imipramine Moderate Ic 
Dropouts 
1 Tranylcypromine jur 
n P UR Remission 7 
2 (Declined treatment) 
3 Nortriptyline Moderate 7 


?Remission-remission for 1 month or more; marked=more than 75% 
decrease; moderate— more than 50% decrease; none--less than 50% change. 
bThis represents the length of time that response was maintained or the time 
before the patient was lost to follow-up. 

‘Lost to follow-up. 

dRecently experimented with stopping imipramine treatment for various 
reasons. Patient relapsed to original level of binge eating within 1-12 weeks 
and chose to resume imipramine treatment. 


decrease in frequency of binge eating were significantly 
correlated (Spearman rank correlation, p=.65, 
p<.005). 

Follow-up data 1 to 8 months after completion of 
the double-blind phase of the study indicated even 
further improvement with continued antidepressant 
treatment (see table 2). Of the 22 subjects who initially 
enrolled in the study, 20 received a complete trial of 
imipramine and/or another antidepressant medication 
either during the blind phase of the study or subse- 
quently in an open trial. Of these, 18 (90%) displayed 
a moderate to marked reduction of binge eating. Seven 
subjects (35%)—6 of whom had displayed unremit- 
ting bulimia for 2 to 14 years before the beginning of 
the study—ceased binge eating entirely. 
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DISCUSSION 


In a placebo-controlled, double-blind study of imip- 
ramine treatment of 22 subjects with severe and chron- 
ic cases of bulimia, we found imipramine significantly 
superior to placebo on a number of measures of eating 
behavior: Imipramine was associated with reduced 
frequency of binge eating, decreased intensity of 
binges, decreased preoccupation with food, and great- 
er subjective global improvement, in addition to re- 
duced Hamilton scores. Of the 9 imipramine-treated 
subjects, 8 (89%) reported moderate to marked reduc- 
tions in binge eating, as opposed to 1 of the 10 placebo 
patients. The effectiveness of imipramine and other 
antidepressants in the treatment of bulimia is further 
supported by follow-up data: Of the 22 patients 
originally enrolled in the study, 20 received a complete 
trial of at least 1 antidepressant medication. On 1- to 
8-month follow-up, 18 of these (90%) continued to 
report a moderate or marked reduction in binge eating 
with antidepressant treatment. Seven subjects (35%) 
ceased binge eating entirely and have maintained their 
remissions for 1 to 8 months. 

The effectiveness of imipramine in bulimia appears 
likely to be due to its antidepressant action, rather than 
to some novel property of the drug, for several reasons. 
First, the decrease in Hamilton scale scores and reduc- 
tion in binge eating were significantly correlated, 
which suggests a direct relationship between antide- 
pressant effects and antibulimic effects. Second, several 
of the study patients ultimately responded on an open 
basis to other antidepressant agents, including desipra- 
mine, nortriptyline, tranylcypromine, and trazodone. 
This argues that bulimia responds not just to imipra- 
mine but to antidepressant drugs in general. Finally, 
both the response rate of bulimia to imipramine (80% 
in 15 blind or open trials) and the timing of the 
antibulimic effect (about 2—4 weeks) appear compara- 
ble to the pattern of response that would be expected 
with imipramine in the treatment of ordinary major 
depressive illness. 

The possible link between the antibulimic and anti- 
depressant action of imipramine raises the question of 
whether our sample might have been biased in some 
way to include a disproportionate number of bulimic 
patients with concomitant major depression. This 
seems unlikely for the following reasons. 

1. We recruited through three separate sources and 
accepted all eligible subjects from each source, without 
regard to presence or absence of depressive symptoms. 

2. Our study criteria, by excluding subjects with 
prior antidepressant treatment or severe suicidal ide- 
ation, would have tended, if anything, to bias the 
sample away from bulimic subjects with concomitant 
major depression. 

3. The study sample is similar, both in demographic 
features and in prevalence of affective symptoms, to 
other unselected series of bulimic subjects reported by 
us (15, 16), as well as to the three largest series re- 
ported in the literature by others (4, 6, 23). Thus, the 
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study group appears representative of patients meeting 
DSM-III criteria for bulimia and seems unlikely to be 
biased in favor of subjects with major depression. 

Given this evidence of successful antidepressant 
treatment in an apparently representative sample of 
bulimic subjects, it is curious that the only other 
successful double-blind pharmacological study of bu- 
limia involved an anticonvulsant, phenytoin (13). Al- 
though significantly superior to placebo, phenytoin’s 
effect appeared modest: It produced moderate or 
marked improvement in only 8 of 19 bulimic patients 
(42%), and of the 4 phenytoin responders followed for 
a long term, 2 relapsed within 2 months despite 
continued treatment. To our knowledge, in the 6 years 
since that study, no subsequent reports of successful 
treatment of bulimia have appeared. Unfortunately, 
we were unable to include a comparison group of 
patients treated with phenytoin in the present study. A 
direct comparison of imipramine with phenytoin 
would be of great interest. 

Pending further studies, the response of bulimia to 
both phenytoin and imipramine remains difficult to 
explain. Possibly the drugs affect bulimia by entirely 
different mechanisms, or possibly they share some 
effect in common. With regard to the latter possibility, 
neither imipramine nor the other antidepressants used 
in our study would be expected to have anticonvulsant 
properties. But it is conceivable, conversely, that phen- 
ytoin might have weak antidepressant properties, as 
suggested by several reports (24—26). This speculation 
is consistent with the fact that EEG abnormalities were 
not found to be correlated with the response of bulimic 
subjects to phenytoin (13). However, further studies 
are necessary to answer these questions. 

In summary, the present study finds imipramine 
significantly superior to placebo on a double-blind 
basis in the treatment of bulimia. Follow-up on an 
open basis, using imipramine and other antidepres- 
sants, has continued to demonstrate a moderate to 
marked reduction in the binge eating of 18 of the 20 
treated subjects (90%). This effect is probably due to 
the antidepressant properties of imipramine and the 
other drugs used, rather than to some novel effect of 
these agents. Finally, since the sample of bulimic 
subjects studied appears to be representative, the re- 
sults probably cannot be explained on the basis of a 
bias in sample selection. 

These results have two implications. Clinically, they 
suggest a new avenue for the treatment of bulimia, a 
common and often grave disorder for which specific 
and effective treatments have been lacking. Not only 
imipramine but a wide range of antidepressant medica- 
tions appear effective for this disorder, giving the 
clinician a number of choices for treatment. Second, 
from a theoretical standpoint, these results augment 
the growing evidence from phenomenologic studies (4, 
6, 15), family studies (6, 15, 16), and laboratory 
studies (15, 17) that bulimia may represent a form of 
affective disorder. Further studies—particularly con- 
trolled studies with other antidepressant agents—are 
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essential both to clarify the relationship of bulimia to 
affective disorder and to expand our knowledge of its 
treatment. 


REFERENCES 


1. Beumont PJV, George GCW, Smart DE: ‘Dieters’ and ‘vomiters’ 
in anorexia nervosa. Psychol Med 6:617—622, 1976 
2. Casper RC, Eckert ED, Halmi KA, et al: Bulimia: its incidence 
and clinical importance in patients with anorexia nervosa. Arch 
Gen Psychiatry 37:1030—1035, 1980 
3. Garfinkel PE, Moldofsky H, Garner DM: The heterogeneity of 
anorexia nervosa: bulimia as a distinct subgroup. Arch Gen 
Psychiatry 37:1036—1040, 1980 
4. Russell G: Bulimia nervosa: an ominous variant of anorexia 
nervosa. Psychol Med 9:429—448, 1979 
5. American Psychiatric Association: DSM-III: Diagnostic and 
Statistical Manual of Mental Disorders, 3rd ed. Washington, 
DC, APA, 1980 
6. Pyle RL, Mitchell JE, Eckert ED: Bulimia: a report of 34 cases. J 
Clin Psychiatry 42:60—64, 1981 
7. Halmi KA, Falk JR, Schwartz E: Binge-eating and vomiting: a 
survey of a college population. Psychol Med 11:697—706, 1981 
8. Stangler RS, Printz AM: DSM-III: psychiatric diagnosis in a 
university population. Am J Psychiatry 137:937—940, 1980 
9. Stunkard AJ: The Pain of Obesity. Palo Alto, Calif, Bull 
Publishing, 1976 
10. Monti PM, McCrady DS, Barlow DH: Effect of positive rein- 
forcement, informational feedback and contingency on a buli- 
mic anorectic female. Behav Ther 8:258—263, 1977 
11. Fairburn C: À cognitive behavioral approach to the treatment 
of bulimia. Psychol Med 11:707—711, 1981 
12. Green RS, Rau JH: Treatment of compulsive eating distur- 
bances with anticonvulsant medication. Am J Psychiatry 
131:428—432, 1974 
13. Wermuth BM, Davis KL, Hollister LE, et al: Phenytoin treat- 
ment of the binge-eating syndrome. Am J Psychiatry 134:1249— 
1253, 1977 
14. Green RS, Rau JH: The use of diphenylhydantoin in compulsive 
eating disorder: further studies, in Anorexia Nervosa. Edited by 
Vigersky RA. New York, Raven Press, 1977 
15. Hudson Jl, Laffer PS, Pope HG Jr: Bulimia related to affective 
disorder by family history and response to the dexamethasone 
suppression test. Am J Psychiatry 139:685—687, 1982 
16. Hudson JI, Pope HG Jr, Jonas JM, et al: Family history study of 
anorexia nervosa and bulimia. Br J Psychiatry 142:133—138, 
1983 
17. Hudson JI, Pope HG Jr, Jonas JM, et al: Hypothalmic-pituitary- 
adrenal axis hyperactivity in bulimia. Psychiatry Res (in press) 
18. Pope HG Jr, Hudson JI: Treatment of bulimia with antidepres- 
sants. Psychopharmacology 78:176—179, 1982 
19. Jonas JM, Hudson JI, Pope HG Jr: Treatment of bulimia with 
MAO inhibitors (ltr to ed). J Clin Psychopharmacol 3:59—60, 
1983 
20. Walsh BT, Stewart JW, Wright L, et al: Treatment of bulimia 
with monoamine oxidase inhibitors. Am ] Psychiatry 
139:1629—1630, 1982 
21. Bray GE (ed): Obesity in America. Washington, DC, US Depart- 
ment of Health, Education, and Welfare, 1980, p 7 
22. Hamilton M: A rating scale for depression. J Neurol Neurosurg 
Psychiatry 23:56—62, 1960 
23. Nogami Y, Yobana F: On kibarashi-gui (binge-eating). Folia 
Psychiatr Neurol Jpn 31:159—166, 1977 
24. Stephen JH, Shaffer JW: A controlled replication of the effec- 
tiveness of diphenylhydantoin in reducing irritability and anxi- 
ety in selected neurotic outpatients. J Clin Pharmacol 13:351- 
356, 1973 
25. Bogoch S, Dreyfus J: The Broad Range of Use of Diphenylhy- 
dantoin, Bibliography and Review, vol I. New York, Dreyfus 
Medical Foundation, 1970 
26. Bogoch S, Dreyfus J: DPH, 1975: A Supplement to the Broad 
Range of Use of Diphenylhydantoin, Bibliography and Review, 
vol Il. New York, Dreyfus Medical Foundation, 1975 


Am J Psychiatry 140:5, May 1983 


Neuroendocrine Abnormalities in Bulimia 


Harry E. Gwirtsman, M.D., Peter Roy-Byrne, M.D., Joel Yager, M.D., 
and Robert H. Gerner, M.D. 


The authors examined the relationship of clinical 
variables, family history, and neuroendocrine 
function in 18 bulimic patients. Twelve of 18 patients 
(67%) showed abnormalities of cortisol suppression, 
and 8 of 10 (80%) showed blunted thyrotropin- 
releasing hormone (TRH) tests. These findings 
suggest that neuroendocrine abnormalities identified 
previously in anorexia nervosa are not solely an 
artifact of low weight and, further, that eating 
disorders and affective disorders may share 
neurochemical similarities. 

(Am J Psychiatry 140:559—563, 1983) 


he syndrome of bulimia consists of uncontrolled, 
rapid ingestion of large amounts of food, often 
followed by self-induced vomiting or other purging 
behaviors. Two recent studies indicated that between 
40% and 50% of patients with primary anorexia 
nervosa exhibit bulimic behavior (1, 2). These patients 
seem to form a subgroup distinct from other patients 
with primary anorexia nervosa, who control their 
weight exclusively by restriction of food intake (*re- 
stricters"). When compared with such patients, bulim- 
ic patients with anorexia have an older age at onset; 
poorer impulse control and a higher incidence of 
alcohol and drug abuse and kleptomania; more symp- 
toms of anxiety, guilt, and depression; and a poorer 
prognosis (1, 2). À recent report (3) suggested that the 
association between primary anorexia nervosa and 
familial primary affective disorder (4) may be due to 
the bulimic subgroup, because bulimic patients with 
primary anorexia nervosa have twice the incidence of 
primary affective disorder in their families as do ano- 
rectic patients without bulimia. 
The dexamethasone suppression test (DST) has been 
extensively reviewed by Carroll and associates (5). 
When carried out within certain constraints, the DST 
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is thought to be highly specific for major depressive 
disorder with melancholia, because abnormal tests 
have been reported to occur in only 4% of normal 
subjects and patients with other psychiatric diagnoses 
(5). Early reports of abnormal DSTs in patients with 
primary anorexia nervosa (6, 7) were confounded by a 
failure to indicate whether or not the patients were 
also depressed. Recently, however, abnormal DSTs 
were reported in 18 of 19 patients with primary 
anorexia nervosa, none of whom met DSM-III criteria 
for major depressive disorder (8). Subsequent testing 
of 7 of these patients (9) revealed normalization of the 
DST with weight gain in 4 but persistent nonsuppres- 
sion in 3 despite weight gain to a normal range. 
Because the majority of the sample was not retested at 
normal weight, the effect of low weight on these 
abnormalities could not be definitively assessed. Fur- 
thermore, because the group was not divided into 
bulimic and nonbulimic subtypes, it is not known if 
neuroendocrine dysfunction was more persistent fol- 
lowing weight gain in one or the other subtype. A 
recent report (10) demonstrated abnormal DSTs in 5 
of 9 bulimic patients of normal weight, 3 of whom met 
criteria for major depressive disorder. 

Another neuroendocrine test used in psychiatry is 
the thyrotropin (TSH) response to thyrotropin-releas- 
ing hormone (TRH), which is often abnormally re- 
duced ("blunted") in patients with major depressive 
disorder. However, blunted responses are also seen in 
some alcoholic and manic patients, so this test may be 
less specific than the DST for major depressive disor- 
der (11, 12). A blunted response is defined as a change 
in TSH from baseline of less than 5 to 7 uU/ml 
following TRH infusion. Twelve reports over the last 
decade (13—24) have looked at the TSH response to 
TRH in patients with primary anorexia nervosa. Using 
a criterion of a change in TSH from baseline of less 
than 5 uU/ml for a blunted TSH response, we pooled 
data from the 11 studies that listed individual respons- 
es (13—23) and found that only 14 of 116 patients, or 
12%, had blunted TSH responses to TRH. None of 
these studies rated patients for depression, subtyped 
them as bulimic and nonbulimic, or retested them at 
normal weight. Eight of the studies (12—18, 23) report- 
ed response kinetics. We pooled individual data from 
these 8 studies and found that 60 of 87 patients, or 
69%, had delayed TSH responses to TRH and that 
peak responses occurred on the average at 60 min 
rather than at the normal peak times, 15 or 30 min. 
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Thus, patients with primary anorexia nervosa tend to 
have delayed but not blunted TSH responses to TRH. 

Abnormal growth hormone (GH) responses to TRH 
(a rise in GH of more than 5 ng/ml or more than three 
times the baseline value of GH) are also seen in 
patients with major depressive disorder (11). In the 
normal individual, TRH is not a physiologic stimulus 
for GH. In 3 studies (17-19), the majority of patients 
with primary anorexia nervosa tested were shown to 
have abnormal GH responses to TRH. 

At the time they are initially examined in a medical 
setting, many bulimic patients do not meet diagnostic 
criteria for primary anorexia nervosa because their 
weights are relatively normal. However, they share 
with bulimic patients diagnosed as having anorexia 
nervosa the same disordered eating behavior. Further- 
more, many have a morbid fear of obesity, a distorted 
body image, poor impulse control, and symptoms of 
anxiety, guilt, and depression. The likelihood that 
these bulimic patients are in fact diagnostically similar 
to bulimic patients with primary anorexia nervosa 
(e.g., have ever before lost sufficient weight to qualify 
for this diagnosis) seems to vary with the populations 
from which they are drawn. A comparison of 3 earlier 
reports (25-27) suggests that the past incidence of 
primary anorexia nervosa in bulimic patients is lowest 
when the patients are relatively functional and not 
seeking treatment, higher when they are seeking outpa- 
tient treatment, and highest when they are dysfunc- 
tional enough to require inpatient treatment. Thus, 
bulimic patients seeking inpatient psychiatric treat- 
ment form an interesting group in which to study 
neuroendocrine function: they are free of the “arti- 
fact" of low weight seen in primary anorexia nervosa; 
they have an eating disorder very similar to that seen in 
patients with primary anorexia nervosa; they frequent- 
ly have had anorexia in the past; and they often have 
had prominent symptoms of depression that may or 
may not meet diagnostic criteria for major depressive 
disorder. 


METHOD 


Eighteen female patients seeking evaluation and 
treatment for bulimia at the UCLA Neuropsychiatric 
Institute made up the sample for this study. All pa- 
tients met DSM-III criteria for bulimia. Fifteen were 
hospitalized on the adult inpatient wards and 3 were 
seen as outpatients. Their ages ranged from 18 to 30 
with a mean (+SE) of 22.9+.9 years. Ideal body 
weight was estimated using Metropolitan Life Insur- 
ance tables, and current weight was recorded as per- 
cent of ideal weight. All patients weighed at least 83% 
of their ideal weight (range, 83% to 111%; mean +SE, 
9595 +2.4% of ideal weight). The lowest weight in the 
past was used to determine if patients ever met the 
diagnostic criteria for primary anorexia nervosa. Du- 
ration and severity of illness (measured by the frequen- 
cy of daily binge eating) were assessed retrospectively 
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by means of patient self-reports. All patients vomited 
following binges. Precise data on binge frequency were 
available for only 13 patients. Recent menstrual his- 
tory was assessed at the time of admission, and 
patients were classified for purposes of data analysis as 
having either normal or abnormal menses. Axis I and 
II diagnoses were made according to DSM-III criteria 
by 2 psychiatrists. Family histories were based on 
patient interviews alone. Only illness in first-degree 
relatives was recorded, and depression in family mem- 
bers was not distinguished as major or minor. ` 

During the first week of hospitalization, all inpa- 
tients were kept drug free with the exception of 1 who 
was taking 1 mg of haloperidol a day for 1 week. This 
drug has no known effect on either the DST (5) or the 
TRH (11) test. The 3 outpatients had not been taking 
any medications for at least a month before testing. No 
one had been taking lithium within the past 6 months. 
A]l patients denied the use of stimulants, laxatives, and 
diuretics in the month before testing. 

The inpatients were placed in a behavior modifica- 
tion program designed to normalize eating for the first 
week, and both weight and food intake were kept 
constant. They were closely monitored by nursing 
staff, restricted to the day room during the day, and 
accompanied when they went to the bathroom to 
prevent eating and vomiting. The 3 outpatients were 
weighed 1 week before and on the day of testing, and 
no patient's weight varied more than .9 kg. However, 
these patients were not closely monitored. TRH stimu- 
lation tests were performed on 10 patients as previous- 
ly described (10): serum for TSH was drawn at 15-, 
30-, 45-, and 60-min intervals and TSH was measured 
by radioimmunoassay. The TSH assay had a lower 
limit of sensitivity of 2 U/ml and an overall intra- 
assay coefficient of variability of 11%. A criterion of 
less than 5 U/ml change in TSH from baseline value 
was used to define an abnormal (blunted) test (28). In 
3 patients, GH determinations in response to TRH 
were also made. A GH elevation of 5 ng/ml or more 
over baseline was interpreted as abnormal. 

The DST was performed on all patients on the eighth 
hospital day according to the method of Carroll and 
associates (5). Postdexamethasone cortisol was sam- 
pled at 4:00 p.m. and 11:00 p.m. for all but 5 patients, 
for whom only a single 4:00 p.m. sample was drawn. 
Cortisol values were determined by radioimmunoas- 
say. The cortisol assay used had a lower limit of 
sensitivity of 1 g/dl and an overall intra-assay coeffi- 
cient of variability of 16.2%. All patients undergoing 
both tests had the TRH test performed at least 12 
hours before receiving their 11:00 p.m. dose of dexa- 
methasone. T4 and T4 values were determined for 13 
patients. 

We correlated the variables that were quantifiable 
(cortisol, percent of ideal body weight, age, duration 
and severity of illness, and change in TSH) with one 
another using Pearson’s correlation coefficient. Be- 
cause cortisol values are distributed in a skewed fash- 
ion, they were converted to log-normal values in the 
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manner described by Davis and associates (29). Varia- 
bles that could be recorded dichotomously (history of 
primary anorexia nervosa, positive DST, blunted TRH, 
weight below or above 95% of ideal body weight, 
normal or abnormal menses, positive family history) 
were used to divide the sample into a series of dichoto- 
mous groups, and group means for each quantifiable 
variable were then compared by two-tailed Student’s t 
test. Dichotomous groupings were compared with one 
another using Fisher’s exact test. 


RESULTS 


The mean (+SE) duration of illness for all 18 
patients was 5.08+.88 years, and the mean (+SE) 
severity of binge behavior in the 13 patients for whom 
this information was available was 1.91+.32 binges 
per day. As expected, age was positively correlated 
with duration of illness (r=.6, p=.02). Seven patients 
would have qualified in the past for a diagnosis of 
primary anorexia nervosa, but none would have with- 
in the past year. The group who would have qualified 
for a diagnosis of anorexia in the past did not differ 
from the rest of the patients with respect to any 
clinical, biochemical, or endocrine variable. Menses 
were abnormal for 12 patients and normal for 6. The 
two menstrual groups did not differ on any clinical, 
biochemical, or endocrine variable. DSM-III diagnoses 
other than bulimia were given to all but 3 patients but 
were unrelated to other clinical factors (table 1). 
Fourteen of the patients had diagnoses in the affective 
disorder spectrum, but only 3 had major depressive 
disorder. 

Only 4 patients had no identified psychiatric disease 
in first-degree relatives. Five patients had first-degree 
relatives with substance abuse and affective disorder, 4 
had relatives with substance abuse, 2 had relatives 
with affective disorder, 2 had a relative with bulimia, 
and 1 had a relative with anorexia nervosa. When 
comparisons were made between groups with different 
family history constellations, there was no significant 
difference with respect to any clinical, biochemical, or 
endocrine variable. 

Twelve of 18 patients had clearly abnormal DSTs 
(67%), and 3 (17%) had borderline abnormal tests 
(cortisol between 4 and 5). A significant inverse corre- 
lation was found between the percent of ideal body 
weight and the natural log of 4:00 p.m. cortisol 
(r=—.53, p=.05): thinner patients had higher cortisol 
levels. In addition, a significantly higher proportion of 
abnormal DSTs (9 of 10) were found in the subgroup 
of patients whose body weight was below the group 
mean than in those with weight above the group mean 
(3 of 8) (Fisher’s exact test, p=.030). However, if the 
borderline abnormal DST tests were considered abnor- 
mal, the distribution of abnormal tests in the two 
weight subgroups (10 of 10 versus 5 of 8) was not 
significantly different (Fisher’s exact test, p=.068). 
Groups with abnormal and normal DSTs did not differ 
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TABLE 1. DSM-III Axis | and Axis Il Diagnoses Given to 18 Bulimic 
Patients 





Number of Patients 


Axis I Axis H Given Diagnoses 
Dysthymic disorder Borderline personality 5 
Dysthymic disorder No diagnosis 
Major depressive 

disorder Borderline personality 2 
Major depressive 

disorder No diagnosis 


Avoidant personality 
Atypical personality 
Borderline personality 
No diagnosis 


Dysthymic disorder 
Dysthymic disorder 
No diagnosis 
No diagnosis 


(OQ » Q- 3 rf 


significantly on duration and severity of disease, men- 
strual abnormalities, past history of primary anorexia 
nervosa, additional diagnoses, family history, T3, or 
T4. 
Eight of 10 patients had blunted TRH tests (80%). 
The mean (+SE) change in TSH for the group was 
3.36+.72 wU/ml. The maximum change in TSH oc- 
curred at 30 min in 5 patients, at 45 min in 3 patients, 
and at 60 min in 2 patients. The 2 patients with normal 
tests peaked at 30 min. Abnormal TRH tests were not 
significantly related to any other variable. In the 13 
patients tested for T4 and T4, all T4 values were in the 
normal range: mean (+SE)=129.8 ng/dix8.6. Only 
one T4 value was abnormally low: mean (+SE)=6.4 
we/d|+.65. This patient also had a blunted TSH 
response to TRH, which suggests an abnormality at 
the pituitary level rather than primary hypothyroid- 
ism. 

Ten patients completed both the DST and the TRH 
test. All patients receiving both tests showed at least 
one neuroendocrine abnormality. Six patients had 
abnormalities on both tests, 2 had only an abnormal 
DST, and 2 had only an abnormal TRH test. The 
association between abnormalities on both the DST 
and the TRH test was not significant (Fisher's exact 
test, p.62). However, the 6 patients who had two 
abnormalities had significantly lower weights than the 
4 with only one abnormality (t=2.927, p«.05). 

Although the number of subjects who had a GH 
response to TRH was too small to be systematically 
evaluated, it is of interest that 2 of 3 patients who had 
GH levels determined during the TRH infusion 
showed abnormal elevations of GH (change in 
GH 77.8 ng/ml and 7.1 ng/ml, respectively). 


DISCUSSION 


This study demonstrates neuroendocrine abnormali- 
ties in patients with bulimia that are not artifacts of 
low weight and are not associated with diagnosable 
major depressive disorder. The impressive incidence of 
dexamethasone nonsuppression and the occurrence of 
abnormal GH responses to TRH in 2 of 3 patients 
tested suggest that previous reports of these abnormal- 
ities in patients with primary anorexia nervosa cannot 
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be explained solely as a result of low weight. However, 
the correlations obtained between weight and cortisol 
value indicate that weight may be a partial determi- 
nant of nonsuppression of cortisol. Although previous 
studies have shown that a minority of patients with 
primary anorexia nervosa have blunted TSH responses 
to TRH, this report, as far as we know, is the first to 
demonstrate a high proportion of blunted TSH re- 
sponses in a group of patients with eating disorders 
who had relatively normal weights. The delay in peak 
TSH response seen in half of those tested is also in 
agreement with earlier reports of delayed response in 
anorectic patients. 

Aspects of the bulimic syndrome that might contrib- 
ute to nonsuppression of cortisol should be considered. 
Some of the patients may have regurgitated the dexa- 
methasone tablet and thus failed to suppress. The 
majority of the sample were closely observed as inpa- 
tients and did not vomit after taking the tablet. The 3 
outpatients were known to be compliant and denied 
regurgitating the tablet. However, since dexametha- 
sone levels were not obtained, the possibility of regur- 
gitating or “cheeking” the tablet cannot be definitively 
ruled out as the cause of nonsuppression. Although it 
is possible that fluctuations in weight that occur in 
bulimia may have had some effect on the DST (30, and 
unpublished data of Fichler and associates), we doubt 
that this affected our results, because our bulimic 
patients' weights were stable for a week before testing. 

The same factors must be considered with respect to 
response to TRH. Although regurgitation would not 
affect an intravenous stimulation test, there is some 
evidence that fasting can affect the TRH test. Vinik 
and associates (31) found that normal volunteers with 
normal TRH tests after an overnight 12-hour fast 
developed blunted tests (4 of 8 tested) when they had 
fasted for 36 hours. Similarly, Carlson and associates 
(32) found that TSH decreased in normal obese men 
with starvation. Finally, Leslie and associates (23) 
found that TSH increased with weight gain in 10 of 11 
patients with primary anorexia nervosa. Thus, changes 
in weight may affect the TRH stimulation test in the 
same way they are thought to affect the DST. However, 
our tests were done after an overnight 12-hour fast 
preceded by stable weight and food intake for a week, 
so there is little likelihood these factors influenced the 
results. 

It is possible that the abnormalities reported here 
were a result of the concomitant presence of disorders 
in the affective and borderline spectrum rather than the 
bulimic syndrome itself. Carroll and associates (33) 
have reported nonsuppression of cortisol in patients 
with borderline personality disorder who do not meet 
criteria for a major depressive disorder. Furthermore, 
they suggested that the presence of this or other severe 
psychopathology may mask, distort, or change the 
signs and symptoms clinicians rely on in making a 
diagnosis of major depressive disorders. Thus the 
bulimic syndrome may serve only to alter the clinical 
presentations of an affective disorder, leaving the 
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underlying neuroendocrine abnormality unchanged. 
However, the sizable percentage of positive family 
histories for affective disorder in this sample, as well as 
the high incidence of concomitant diagnoses in the 
affective spectrum in these patients, argues for some 
link between bulimia and affective disorder. 

Further research with bulimic patients is needed to 
clarify the relation of consistently demonstrated bio- 
chemical abnormalities to clinical variables such as the 
characteristics and course of the illness, associated 
psychiatric disorders, systematic assessment of family 
history using family interviews, and treatment re- 
sponse. An obvious question is how these abnormali- 
ties relate to psychic distress and to the eating behav- 
iors themselves. Our findings also raise additional 
questions regarding the specificity of the DST and the 
TRH test for major depressive disorder. Taken togeth- 
er with a recent finding from our group that two-thirds 
of nondepressed demented patients also had abnormal 
DSTs (34), they suggest that a broader group of 
psychiatric disturbances may share a common nonspe- 
cific neuroendocrine abnormality akin to the elevated 
erythrocyte sedimentation rate in internal medicine. 
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Epidemiology of Anorexia Nervosa in a Defined Region 
of Switzerland 


Jürg Willi, M.D., and Samuel Grossmann, M.D. 


The authors conducted a retrospective study of the 
incidence of anorexia nervosa in the industrialized 
canton of Zurich, Switzerland, during three 
randomly selected sampling periods from 1956 to 
1975. The data were derived from case histories 
from nearly all medical, pediatric, and psychiatric 
clinics in this region. The incidence of anorexia 
nervosa increased significantly, from .38/100,000 for 
1956-1958 to .55/100,000 for 1963-1965 to 1.12/ 
100,000 for 1973-1975. This increase was not due 
to the fact that nowadays anorectic patients are 
hospitalized earlier or that they are hospitalized for 
less severe illness. 

(Am J Psychiatry 140:564—567, 1983) 


[: is generally assumed in the literature on this subject 
(1—5) that the incidence of anorexia nervosa in the 
industrialized countries has increased during the last 
few decades. On the other hand, various authors 
object that, with the exception of Theander's study (6), 
the investigations carried out up to now have not met 
the requirements of a proper epidemiological study 
because the data have not been related to a clearly 
defined region. For the most part only registered 
psychiatric cases have been considered, with other 
kinds of hospital admissions being ignored. The diag- 
nosis of anorexia nervosa has not been clearly defined, 
and no relationship between incidence and population 
at risk has been established. We intended to ascertain 
the incidence of anorexia nervosa in three spot checks 
for the period 1956 to 1975. Our interest was in 
whether anorexia nervosa is actually increasing or 
whether the rise in the number of cases is merely due to 
the fact that anorectic patients either undergo psychi- 
atric treatment more frequently or are admitted to the 
hospital in a less serious condition than previously. We 
wanted to know whether in a retrospective study using 
secondary sources the pathological syndrome, i.e., 
such indications as age at onset of illness, loss of 
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weight, vomiting, constipation, and menstrual distur- 
bances, would be stable. 


METHOD 


The canton of Zurich is one of the 25 cantons of 
Switzerland, a clearly defined region with a population 
of 1,035,666 in 1970; it has a high density—641 
inhabitants per square kilometer. In comparison with 
that in other industrial countries, social mobility in 
Switzerland is slight. Most residents have health insur- 
ance, which covers the cost for inpatient medical and 
psychiatric treatment. 

The canton of Zurich has a university hospital, 
constituting a supraregional medical center. The fees 
for treatment in hospitals outside the canton are 
higher. For these reasons it is not probable that 
anorectic patients residing in the canton of Zurich 
would be hospitalized outside the canton. We included 
in our investigation all hospitals in the canton of 
Zurich, both state and private, 1.e., 30 medical clinics, 
4 pediatric clinics, 1 children's psychiatric clinic, 6 
psychiatric clinics, and 2 psychotherapeutic wards. 
Between 1956 and 1975 no inpatient cases of anorexia 
nervosa were reported at the gynecological clinic of the 
University of Zurich or in the gynecological depart- 
ment of the Swiss Nurses’ Training School, also a 
leading gynecological clinic in the region. Therefore, 
we excluded the other specialized gynecological clinics 
from the study. We had access to the diagnostic records 
and case histories of all hospitals in the canton with the 
exception of 3 small hospitals mainly serving rural 
districts. Three other hospitals, without any physician- 
in-charge and served by physicians in private practice, 
do not keep records of case histories. Owing to their 
relatively small number of beds (less than 10% of the 
total hospital bed capacity of the canton of Zurich), no 
really significant error is likely to have arisen because 
of their exclusion from this study. 

In our study we investigated the incidence of anorex- 
ia nervosa in the canton of Zurich for a period 
covering 20 years, restricting ourselves to three ran- 
domly selected sampling periods of 3 years each. In the 
canton of Zurich, hospitals are obliged by law to keep 
case histories on file for 20 years. Assembling data in 
1976, we thus were unable to go back further than to 
case histories dating from 1956. Because the sampling 
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periods were randomly selected the interval between 
the periods 1956-1958 and 1963-1965 is shorter 
than that between 1963-1965 and 1973-1975. How- 
ever, the overall result of the investigation was not 
impaired by this fact. 

Included in this study were all female patients with 
anorexia nervosa who entered the hospital for the first 
time during one of these sampling periods. Our selec- 
tion criteria were first hospitalization with clinical 
diagnosis of anorexia nervosa, onset of anorexia ner- 
vosa between ages 12 and 25 years, weight loss due to 
rejection of food amounting to more than 25% of the 
maximum weight before illness, and amenorrhea. We 
also considered vomiting, constipation, and abuse of 
laxatives, although we ignore these symptoms in this 
report for the sake of brevity. Since this was a retro- 
spective study using secondary sources, we were not in 
a position to apply Feighner and associates’ criteria for 
the diagnosis of anorexia nervosa (7), which relate to 
psychopathological behavior such as eating habits, 
dental of illness, active efforts to reduce weight, hyper- 
activity, and bulimia. However, we did exclude all 
cases of weight loss known to be caused by other 
medical or psychiatric illness. After the case histories 
and diagnostic records were inspected, all related 
diagnoses were followed up, especially cachexia, Sim- 
monds’ cachexia, marasmus, malnutrition, hyperme- 
tabolism, pluriglandular insufficiency, hypopituita- 
rism, vomiting with vegetative dystony, and amenor- 
rhea. Wherever information in the hospital records 
was incomplete, the patient concerned was questioned 
by telephone (in 47 cases) or her family physician was 
consulted (in 9 cases). Since weight loss and amenor- 
rhea are of intense emotional concern, we believe that 
the patients questioned recalled these data accurately 
and precisely. 

A substantial percentage of the Swiss population, up 
to one-fifth, consists of foreigners. In relation to the 
total population their number fluctuated in the various 
sampling years. Many foreigners reside only temporar- 
ily in Switzerland and may return to their home 
countries if afflicted by anorexia. We therefore includ- 
ed in our study only Swiss girls and women residing in 
the canton of Zurich. 


RESULTS 
Demographic Characteristics 


Incidence. The incidence of anorexia nervosa in the 
canton of Zurich during 1956—1958, 1963—1965, and 
1973-1975 is shown in table 1. During the three 
sampling periods a total of 65 girls and women with 
anorexia nervosa were admitted for the first time to a 
medical, pediatric, or psychiatric clinic. The increase in 
incidence between the first sampling period (1956— 
1958) and the second sampling period (1963—1965) 
was not significant; the increase in cases between 
1963—1965 and 1973—1975 was significant in relation 
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to the population at risk (i.e., female Swiss residents of 
the canton of Zurich who were 12 to 25 years of age), 
and the increase between 1956—1958 and 1973—1975 
was significant in relation to both the population at 
risk and the total population. 

As shown in table 2, in the first sampling period a 
relatively high percentage of patients was admitted to 
departments of pediatrics. By the second sampling 
period the rate of admission to departments of internal 
medicine had increased considerably. In the third 
period a considerable percentage of admissions took 
place in departments of psychiatry. Thus, in the course 
of these three sampling periods there was a significant 
shift of hospitalizations among these three depart- 
ments. This shift is likely to be connected with a 
change in physicians’ attitudes toward anorexia ner- 
vosa. In the past, the cause of the disease was more 
frequently assumed to be organic (hypopituitarism), 
whereas in recent years, the diagnostic view of anorex- 
ia nervosa has changed from somatic to psychic causes. 
Among these patients, who were being hospitalized for 
the first time, the percentage of admissions to pediatric 
and internal medicine departments remained high 
through the third period. Many cases are referred to 
psychiatry/psychotherapy only after somatic examina- 
tion and preliminary treatment. A comparison with the 
studies of Theander (6) and Halmi (8) is not possible 
because they only indicated the incidence of their pa- 
tients ever having been treated in the departments of in- 
ternal medicine, pediatrics, gynecology, or psychiatry. 

Age. The average age at onset of disease was 16.9 
years in the first sampling period, 16.9 in the second, 
and 16.8 in the third. The mean age for the total group 
was 16.9, which corresponds very closely to the ages 
indicated in the literature (6, 9—11). In our investiga- 
tion, the age at onset of disease did not change over the 
three sampling periods; in particular, there was no 
downward shift. 

Ihe average age at first hospitalization remained 
constant over the three sampling periods (1956—1958, 
18.6 years; 1963—1965, 19.4 years; 1973—1975, 19.4 
years). This finding is surprising, since we were in- 
clined to believe that formerly patients delayed their 
hospitalization somewhat, thus being older at their 
first admission than patients admitted in later periods. 

Education. The literature (2, 4) indicates that ano- 
rectic patients are to an above-average degree talented, 
differentiated, and intelligent. As far as we know, there 
is no study that compares the education level of 
anorectic patients with the education level of the total 
population. In the canton of Zurich all children attend 
primary school for 6 years. According to their intellec- 
tual performance they then go on to different types of 
school: Oberschule, Realschule, Sekundarschule, Gym- 
nasium. Graduation from a Gymnasium qualifies a 
pupil for admission to a university. l 

There are statistics on the 7th school year for the 
average population, so a comparison with the educa- 
tion of anorectic patients is possible. For making a 
comparison with the average population, only the 
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TABLE 1. Incidence of Anorexia Nervosa in the Canton of Zurich During 1956-1958, 1963-1965, and 1973-1975 


Population at Risk 


Number N 
Year of Cases (in thousands)? 
1956-1958 10 83.5 
1956 4 
1957 3 
1958 3 
1963-1965 17 83.5 
1963 3 
1964 4 
1965 10 
1973—1975 38 75.6 
1973 8 
1974 15 
1975 15 


Total Population 


Incidence Incidence 
(per 100,000) (in thousands)? (per 100,000) 
3.98 874 38° 
4.79 856 .47 
3.59 873 .34 
3.99 891 .34 
6.79% 1,036 55 
3.59 1,023 29 
4.79 1,036 i39 
11.97 1,048 A) 
16.76 1,135 1.12 
10.58 1,136 .70 
19.84 1,138 1.32 
19.84 1,131 1.33 


?The data for 1956—1958 and 1963—1965 are from the 1960 census, and the 1973—1975 data are from the 1970 census. Population at risk was defined as female 
Swiss residents of the canton of Zurich who were between the ages of 12 and 25 years. 
bSignificantly lower than the figure for 1973-1975 (p<.05, analysis of variance followed up by Duncan's Multiple Range Test). 


TABLE 2. Hospital Departments Receiving First-Admission Pa- 
tients With Anorexia Nervosa in the Canton of Zurich During 1956— 
1958, 1963—1965, and 1973—1975*? 


1956—1958 1963—1965 1973-1975 
Department N Yo N % N 76 
Pediatrics 5 50.0 4 23.5 11 28.9 
Internal medicine 5 50.0 12 70.6 15 39.5 
Psychiatry 0 1 3.9 12 31.6 
Total 10 100.0 17 100.0 38 100.0 


ay?=10.1, df=4, p<.05. 


earliest statistics on the total population, from 1966— 
1967, are suitable because the next figures are from 
1974—1975, when nearly all the patients were already 
well beyond their 7th school year. For statistical 
purposes, we lumped together the two lower-level high 
schools (Oberschule and Realschule) and compared 
them with the two upper-level high schools (Sekun- 
darschule and Gymnasium). To a highly significant 
degree, the anorectic patients more often attended an 
upper-level high school than did the average child 
(1963—1965, p<.01; 1973-1975, p<.001). 

Gender of siblings. Including the patients, we found 
a distinct preponderance of girls over boys in the 
families of the patients in the three samples; there were 
128 girls and 67 boys, or a ratio of 1.9. However, 
among the children in the canton of Zurich whose 
birth year was the same as one of the mean birth years 
of our patients (1940, 1947, and 1957), the ratio of 
girls to boys was 1.0. A statistical comparison should 
be based on data from control families. As did most 
other authors, we found no predilection for a specific 
position in sibling sequence, but we did find that in the 
majority of families girls predominated. 


The Anorexia. Nervosa Syndrome 
Because we were conducting a retrospective study 


with secondary sources, we restricted ourselves to 
the statistical ascertainment of clearly definable 
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a such as the loss of weight and amenor- 
rhea. 

Weight loss. The weight at admission must be relat- 
ed to the maximum weight ever attained by the 
patients before onset of illness and to normal weight, 
which we determined according to the tables of R.M. 
Wilder, taking into account body size and age up to 15 
years. Age affected the calculation of normal weight 
for only 6 of the 65 patients; in older patients body size 
was the decisive measure. 

For determination of anorexia nervosa we followed 
the diagnostic criteria of Feighner and associates (7), 
who require a weight loss of 25% of the original body 
weight, and of Halmi and associates (12), who require 
a loss of at least 25% of original body weight and/or a 
present weight 15% below normal weight for age and 
height. It is more appropriate, we think, to relate the 
loss of weight to both the maximum weight before 
illness and the normal weight because “original body 
weight” cannot be determined as long as some patients 
are still growing (mean age of the patients at onset of 
anorexia was 16.9 years). 

For the total group of 65 cases, the mean (+SD) 
percentage of maximum weight before illness that had 
been lost was 33.6% +6.3%; the range was 25.0%— 
51.3%. The difference between maximum weight and 
weight at admission was 19.5+5.9 kg, with a range of 
11.3—40.4 kg. In relation to normal weight (tables of 
R.M. Wilder), the mean weight lost was 
29.296 +7.5%, and the range was 14.5%—46.6%. The 
difference between normal weight and weight at ad- 
mission was 15.3+4.2 kg, with a range of 7.2—27.6 kg. 
We present the figures only for the total group and not 
for the separate samples because the figures and their 
distribution in all three samples were very tightly 
clustered and yielded no statistically relevant differ- 
ences. ' 

There were no statistically significant differences 
between weight loss related to normal weight and 
weight loss related to premorbid maximum weight. 
Our findings confirm the assumption that the syn- 
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drome studied in the three sampling periods remained 
constant. This finding is opposed to that of Theander 
(6), who, in his first study period (1931—1940), discov- 
ered significantly more (p<.01) cachectic patients than 
in the two following decades. 

In their premorbid state, around one-third of our 
patients were overweight (more than 5 kg over normal 
weight) and around one-sixth were underweight (more 
than 5 kg below norma] weight). On this point we 
found no comparable data in the literature. 

First menstruation and secondary amenorrhea. Of 
the 65 patients with anorexia nervosa, 2 had not yet 
begun to menstruate at the time of first hospitalization 
and the menstrual history of another was not avail- 
able. In the other 62 patients, the ages at onset of 
menstruation fell so closely together over the three 
sampling periods that we are presenting only the mean 
(+SD): 12.9+1.4 years, with a range of 10—19 years. 
The analysis of variance (Duncan’s Multiple Range 
Test) yielded no statistical difference between sampling 
periods. However, our investigation yielded a statisti- 
cally significant connection between late first menstru- 
ation (after age 15) and late onset of illness (after age 
18) (3225.18, df=1, p<.05). The age at first menstru- 
ation of the subjects in our study corresponds closely 
to ages reported in the literature (6, 8) and is not likely 
to deviate from the age at onset in an average popula- 
tion. Feighner and associates (7) include as a diagnos- 
tic criterion amenorrhea in the presence of any of six 
symptoms, at least two of which must be present. 
Halmi and associates (12) include as a criterion for 
diagnosis that patients must have amenorrhea of at 
least 3 months’ duration unless illness occurs before 
onset of menses. In nearly all of the patients in our 
study, disturbances of the menstrual cycle could be 
ascertained: 53 cases with secondary amenorrhea be- 
ginning at least 3 months before the first hospitaliza- 
tion and 10 cases with previous secondary amenorrhea 
of at least 3 months’ duration or secondary amenor- 
thea that began after the first hospitalization; in 2 
cases the anorexia began before the onset of menses 
(age 12 to 14 years). 


DISCUSSION 


Of the studies hitherto published, our investigation 
can best be compared with that of Theander (6), who, 
within a defined area of Sweden, investigated first 
hospitalizations in internal medical, gynecological, and 
psychiatric clinics. He found 11 cases during 1933— 
1940, 25 cases during 1941-1950, and 58 cases during 
1951—1960. On the average he found an incidence of 
.24/100,000 inhabitants; for the last period, 1951 to 
1960, the rate was .45/100,000 inhabitants. Theander, 
however, remained very cautious about assuming an 
actual increase in incidence, reasoning that in the first 
sampling period the low number of patients could be 
explained by the fact that at that time only patients 
with particularly severe cases were hospitalized (in this 
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sampling period he found cachexia more frequently 
than in the later periods) and that in the later periods 
the diagnosis was more correctly established than in 
the earlier ones. We believe that we were able to 
mitigate this doubt by our study. 

The critical question is whether the increase stems 
only from a different diagnostic ascertainment of ano- 
rectic patients. Ít could be that the anorexia nervosa 
syndrome was formerly classifed under a different 
diagnosis. Therefore, we included all patients from the 
hospital registers who had diagnoses related to anorex- 
ia nervosa. A shift emerged, from a distinctly higher 
percentage of admissions to pediatric hospitals, in the 
first sampling period, to a relatively higher percentage 
of admissions to psychiatric-psychotherapcutic hospi- 
tals, in the last sampling period. This finding could 
signify a change from the conceptualization of anorex- 
ia nervosa as a somatic disease to understanding it as a 
psychosomatic illness. It also becomes very clear that 
investigations based on registers of psychiatric cases 
only are problematic. The incidence during the first 
sampling period, 1956—1958, was less than that of the 
third sampling period, 1973—1975. This difference 
could be a result of hospitalizing even less severe cases 
in later periods, but we believe that this hypothesis is 
not correct because the syndrome remained notably 
stable over the three sampling periods in regard to the 
interval between onset of ilIness and first hospitaliza- 
tion, loss of weight, and amenorrhea. Therefore, we 
believe that over the three sampling periods the same 
anorexia nervosa syndrome was compared. Our re- 
sults also fall within the range of those from compara- 
ble studies in the literature. All this leads to the 
assumption of an actual increase in incidence over the 
three periods. 
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The Significance of Ritual in a Church-Based Healing Model 


Ezra E.H. Griffith, M.D. 


Four major ritual patterns are exhibited in a 
church-based clinic in Jamaica that represents a 
model of collaborative clinical care catering to 
spiritual, psychological, and orthodox medical needs. 
Three of the ritual patterns correspond to the three 
sectors of care, with their different beliefs and values, 
and this creates tension. The fourth pattern has the 
potential to be a superordinate ritual that could 
bring the clinic together in a cohesive approach to 
the task of health care, but this does not occur, as 
staff and patients remain bound in their unique 
sociocultural traditions and heritage. 

(Am J Psychiatry 140:568—572, 1983) 


R gious ceremonies and medical practice are usu- 
ally conducted according to prescribed and estab- 
lished patterns. These rituals are considered to be 
important, but there is no general agreement about 
their function. Some authors have viewed ritual as a 
mechanism that facilitates conformity to collective 
group values (1, 2). Others, however, have begun to 
question this traditional view and have argued that 
ritual can itself create cultural values and thereby effect 
transformation of social structure (3—5). Rituals may 
therefore serve purposes that are in fact oppositional. 
The function of the ritual may be linked to the values 
of the societal microcosm in which the ritual is found. 
Consequently, while one group may feed on collective 
conformity, another may flourish because of its need 
for constant renewal and change. If rituals exist in the 
same system for both types of need, their competitive 
coexistence frequently detracts from the effective func- 
tioning of the institution, unless some superordinate, 
overarching ceremony harnesses the opposing rituals 
in pursuit of a common goal. 

In this study, I closely examine the ritual patterns of 
a church-based healing clinic in Kingston, Jamaica. 
This West Indian clinic is a model of tripartite collabo- 
rative clinical care catering to spiritual, psychological, 
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and orthodox medical needs. Since these three subsys- 
tems are founded on different beliefs, values, and 
traditions, their rituals are quite naturally dissimilar 
and have at least some opposing functions. It is my 
hypothesis that the juxtaposition of the subsystems 
creates tension in the clinic, which negatively affects its 
functioning. 

Westberg has contributed significantly to popular- 
ization of the holistic care concept (6, 7). He advocated 
the working together of minister and doctor as mem- 
bers of the same health team and argued that sick 
people should talk about their health problems with 
both a doctor and a clergyman. He also emphasized 
that healing was a natural ministry of the church and 
that a church-based clinic could help people move 
toward a mature faith in God, which in turn could 
influence bodily reactions in the direction of greater 
health. 

It is admittedly difficult to integrate religious and 
orthodox medical healing. However, this Jamaican 
model is even more complex because it offers psychiat- 
ric care as a third dimension. Little systematic atten- 
tion has been given to the study of such a holistic 
model for health care delivery either in the United 
States or in developing countries, and attempts to 
relate traditional and modern healing have rarely been 
as comprehensive as the Jamaican one. This tripartite 
model is therefore a unique system of health care 
delivery and merits attentive study. 

The church that sponsors this clinic is a full and 
active member of the Jamaica Baptist Union and is 
located in an urban section of Kingston. It has 1,000 
registered members, who come from a wide socioeco- 
nomic spectrum ranging from university professors to 
the unemployed. The congregation is predominantly 
black and Jamaican. The healing ministry was started 
in 1975 and was established on the premise that a 
human being is a whole person consisting of spirit, 
mind, and body and that the clinical care of any 
individual should thus entail an integrated and holistic 
approach to these three spheres. It was thought that 
diseases develop as a result of one’s vulnerability, 
which is linked to alienation from God through sin. 
Any curative intervention was expected to be most 
successful when based on reconciliation of the individ- 
ual with God. The church clinic wished to provide this 
ministry of reconciliation by offering the tripartite 
approach to clinical care. 

The minister and deacons of the church gave their 
permission for me to observe the workings of the 
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healing ministry and to interview the clinic’s patients 
and staff and members of the church. Each of the 82 
patients who attended the clinic during 12 consecutive 
sessions was invited to an hour-long interview, which 
39 of them completed. Owing to the incompleteness of 
clinic records and the nature of the research interviews, 
it was difficult to assess how this group compared with 
other clinic patients. No patient in the sample was 
observed in different treatment modalities for the same 
problem. Fifteen of 40 staff members, representing all 
the different functions within the clinic (physician, 
nurse, pharmacist, secretary, statistician, prayer part- 
ner, administrator, and counselor), also volunteered 
and completed interviews. I observed the rituals of at 
least 7 clinic sessions in their entirety. 


RITUALS OF THE HEALING CLINIC 


The clinic was open two evenings a week from 5:30 
to 7:30 in a building that abutted the main church 
edifice. The clinic was run entirely by volunteers, and 
patients were generally seen by appointment. Figure 1 
shows the four principal patterns of ritual that took 
place in the clinic and the staff who dominated each 
ritual. The first pattern took the form of a short 
devotional service, which was held at the beginning of 
each clinic session and was led by a group of women 
who were called prayer partners. They also directed 
the activities of the prayer room; their responsibility 
was caring for the spiritual problems of the patients. 
Most of these women had no special technical skills 
and little formal education. Their socioeconomic 
standing and educational level contrasted sharply with 
those of the physicians, nurses, pharmacists, and uni- 
versity-trained counselors who manned the other two 
sectors of the clinic. Table 1 shows the reasons for the 
39 patients’ visits to the clinic. 

All staff and patients were expected to participate in 
this first ritual pattern. Indeed it was the only activity 
in which everyone could join collectively. However, 
the clinic doctors rarely attended, and other technical 
staff such as nurses were commonly absent. It was 
evident that their absence facilitated the prayer part- 
ners’ domination and leadership of this meeting. Dur- 
ing the 10-minute service short hymns were sung, Bible 
lessons were read, and prayers were said. Patients 
participated quite enthusiastically, and some even led 
the prayers. Religious healing was clearly an outstand- 
ing theme in this short service. The prayer partners 
asked the Lord to bless the curative activities of the 
clinic, to augment the power of the doctors, and to 
respond to the individual needs of the patients. Occa- 
sionally, prayer partners went so far as to lay hands on 
a patient and pray for the individual’s immediate 
healing. In this context, they obviously accented the 
notions of divine and miraculous healing. 

Figure 2 shows the movement of the patient through 
the clinic. Following the opening service, each patient 
was interviewed by a doctor’s assistant, who explained 
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FIGURE 1. Four Principal Clinic Rituals, With Dominant Actors 
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TABLE 1. Reasons Given by 39 Patients for Clinic Consultation 


Number of 
Reason Individuals 
Pain (head, abdomen, joints, throat, chest) 24 
Check of known diabetes or hypertension 5 
Gynecological complaints 2 
Skin rash 1 
"Nervous" complaints (feeling “funny,” hearing 
voices, behavioral difficulty) 4 
Tonsilitis, shortness of breath, cold symptoms 3 


the concept of the clinic and took a medical, sociopsy- 
chological, and religious history. The doctor's assistant 
performed a triage function and determined whether 
the patient should be referred directly to a psychologi- 
cal counselor, to a physician, or to the prayer partners. 
The three services could also be used in a combined 
Way. 

The second principal ritual took place within the 
medical subsystem of the clinic and was indeed con- 
ventional and orthodox. Patients, before seeing a 
physician, were screened by a nurse who took their 
temperature, blood pressure, and pulse. The patients 
were weighed and their urine was tested for sugar, 
albumin, and acetone. The physician performed a 
physical examination, wrote prescriptions for medi- 
cine, and ordered other laboratory tests. Of the 39 
patients interviewed, none reported that a doctor had 
ever engaged in nontraditional medical rituals. Doc- 
tors did not pray with any patient and spent little time 
in another healing mode such as counseling. All of the 
39 patients interviewed had used the physician. 

The third pattern of ritual was performed by the 
psychological counselors. They engaged in a form of 
individual therapeutic activity that was geared to 
helping patients solve their problems-in-living within a 
Christian framework. Emphasis was placed on the 
development of a practical, problem-solving approach 
to patients’ difficulties, and psychodynamic approach- 
es that emphasized the repair of characterological 
deficits were not undertaken. Only 10% of the patients 
had ever used the psychological counselors, although 
more than half of them at some time in the 6 months 
preceding the interviews had experienced psychologi- 
cal crisis; for example, a 68-year-old woman was upset 
because her husband, who suffered from dementia, 
was beating her at home; a 27-year-old blind woman 
complained of recurrent headaches, feelings of weak- 
ness, listlessness, and depression; and a 56-year-old 
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RITUAL IN A CHURCH-BASED HEALING MODEL 


FIGURE 2. Movement of Patients Through the Clinic 


Entrance 


Collective devotional 
Service 


! 


















Registration by 
receptionist 









Triage by 
doctor's assistant 


Screening by nurse 
Prayer room Consultation with 
devotions physician 


Service by Payment to 
pharmacist cashier 


Psychological 
counseling 










woman complained that a few months previously her 
son had cursed her. He had then used a cutlass to 
break up her furniture. She had prayed to the Lord that 
the son would not use the cutlass on her. Although 
these 3 patients had all seen the physician, none of 
them was referred for psychological care. 

The interviewed patients denied any understanding 
of what psychological counselors did generally or 
could do specifically within such a clinic. They defined 
a psychiatrist as one who treats mad people. As a way 
of coping with stress, 7.6% of the patients admitted 
having sought support from nonpsychiatrist physi- 
cians; 23% had used no one at all; 30.7% had turned 
to prayer or to their pastor; and 38.4% had used 
relatives, friends, or church members. 

The prayer room was the center of the spiritual 
activity led by the prayer partners and was the location 
for the fourth ritual pattern. This sector of the clinic 
was used by 35.896 of the patients at some time, and as 
expected, the ritual was clearly religious. The chairs in 
the room were arranged in a circle, and patients and 
prayer partners participated in the activity together. 
Members of the group testified about their needs and 
shared their particular sorrows with the group. Any- 
one could start to sing or pray spontaneously, and the 
group would join and be supportive. Some individuals, 
particularly the prayer partners, might be possessed by 
the Holy Ghost and might also shout or speak in 
tongues. On rare occasions, prayer partners had intro- 
duced rituals into the prayer room that reminded 
church members of typical Caribbean magical process- 
es. This created some conflict in the church that had to 
be addressed by the administrators of the clinic. The 
use of holy water and circular shuffling while the 
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group members held hands constituted examples of 
this disapproved activity. 

There were obvious differences in clinical realities 
among the three sectors of the clinic. The orthodox 
medical practitioners saw all the patients in this sam- 
ple. Yet a significant percentage of the patients’ psy- 
chological problems either were not detected or were 
elicited and then ignored. Certainly, few of the patients 
were referred to the psychological counselors. In addi- 
tion, personnel in the medical and psychological sec- 
tors had serious reservations about the concept of 
miraculous healing as advanced by the prayer partners. 
It should be explicit, then, that personnel in each sector 
had serious doubts about the clinical utility of the 
other two subsystems. 


DISCUSSION 


The sector of the clinic that provided psychological 
care had the least overt ritual activity. From the 
interviews it was clear that both patients and staff were 
uncertain about what the psychological counselors did 
and that acknowledgment of psychological difficulties 
was not a practice that was encouraged in Jamaica. In 
addition, the rituals of psychological care took place in 
private. There was very little that seemed to have been 
validated publicly, particularly in comparison with the 
other two kinds of care. Of some importance, too, was 
the fact that the psychological leaders still lacked 
prestige in the clinic, the church, and the external 
society. The situation was not simplified when patients 
tried to fit this subsystem of the clinic into an overall 
view of human suffering. The interviews showed re- 
peatedly that the patients failed to understand that the 
mind by itself could require therapeutic attention; or if 
it was possible to consider such an eventuality, it still 
remained unlikely that psychological counselors could 
perform the needed therapeutic interventions. The 
patients felt that the counselors had no link to God and 
religion and that the counselors had an equally tenu- 
ous attachment to medical practitioners, who in Jamai- 
ca continue to enjoy the publicly recognized healing 
charisma. 

In contrast to the ritual patterns associated with 
psychological counseling, the activity linked to ortho- 
dox medical practice in the clinic was easily recognized 
and clearly defined. Nurses took blood pressures and 
temperatures; urine specimens were analyzed; physi- 
cians examined patients and performed palpation, 
percussion, and auscultation. The stethoscope was 
commonly in use. Prescriptions were written and drugs 
delivered. Patients expressed a high level of familiarity 
and contentment with these rituals. They also reported 
that it was extremely rare for any of the individuals 
associated with these traditional medical practices to 
include any of the rituals from the other sectors. This 
meant that it was highly unlikely that a physician or a 
nurse would pray for someone or spend time discuss- 
ing a psychological crisis with a patient. 
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Kleinman has pointed out that clinicians, having 
been educated and socialized in a particular way, will 
hold to the system of meaning that they have internal- 
ized and understood (8). This is not surprising; and it 
would be a burden to physicians and nurses to force 
them to give up their accustomed norms and to 
embrace those of another healing culture. Also, in spite 
of the holistic theoretical basis on which the clinic was 
founded, results from the interviews suggested that the 
physicians behaved in accord with the wishes and 
expectations of their patients. So whether or not the 
practitioners in the orthodox medical care sector be- 
lieved in a combined system of clinical care, their 
rituals reflected a traditional, unitary medical ap- 
proach to patients’ complaints. Indeed, a review of the 
drugs prescribed for the patients showed quite clearly 
that it was not uncommon for a patient to be given 
anxiolytic medication without being referred to the 
psychological or religious sector for care. 

Discussions with church members and clinic staff 
shed light on another problem. There was an evident 
difference of opinion about whether practitioners in 
the medical sector of the clinic should make a personal 
commitment to Christ before being allowed to work 
there. This important issue merits serious consider- 
ation when one contemplates integrating traditional 
religion and biomedical care. The clinic leader took the 
position that all staff members should make a serious 
commitment to Christ, but this view was hotly disput- 
ed by other members of the church, who argued that 
the performance of orthodox medical rituals requires 
training and skill, not religious involvement. They also 
objected to the contamination of medical ritual with 
practices that stem from other belief systems. This was 
not only an oblique reference to the Christian concepts 
of divine and miraculous healing but also a veiled 
indictment of other healing practices such as obeah, a 
traditional Jamaican healing system comparable to 
voodoo and santeria in other West Indian cultures. 

The orthodox medical care ritual for the most part 
requires technically trained individuals, reflecting the 
professionalization, specialization, and differentiation 
of modern medicine, and there is little room for 
unskilled volunteers from the church who want to 
participate. This factor contributed significantly to the 
establishment of a hierarchy within the clinic. The 
medical sector was imbued with much prestige. Those 
who worked in it derived a sense of importance from 
their obvious proximity to the physician-leader, whose 
healing charisma was acknowledged by both patients 
and staff. Needless to say, uneducated church volun- 
teers from the lowest socioeconomic groups could 
serve little purpose in this highly specialized sector. 
Nor could they be expected to derive satisfaction from 
participating in the subsystem of psychological coun- 
seling, which because of its unobtrusiveness and 
strangeness was little validated in the clinic. 

The rituals in the prayer room—singing, praying, 
testimony, Holy Ghost possession, and healing 
through laying on of hands—occurred at the direction 
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of the prayer partners. The personal sociopsy- 
chological importance of such activities for partici- 
pants has been discussed elsewhere and needs no 
repetition (9, 10). The prayer partners actively defined 
this ceremonial complex and pushed it very purpose- 
fully in the direction of an evangelical form of Chris- 
tian ritual. They knew that a portion of the church 
membership disliked Holy Ghost possession and re- 
jected the concept of miraculous healing, but they also 
felt that this group was basically middle-class and that 
their elevated financial status markedly inhibited these 
people from freely communicating with God. This 
suggests at least two reasons for the prayer partners' 
motivation to behave in their special way. 

First, there are the compensatory functions that 
several authors have ascribed to such religious groups 
(11—13). These women from a low socioeconomic 
group would be expected to engage in rituals that offer 
a high religious reward in compensation for all the 
deprivation and suffering they have experienced in 
their lives. It is not surprising that they embrace rituals 
which are at variance with the more conservative 
modes of religious expression that the middle-class 
members of the church prefer. One would expect them 
to adhere to rituals that facilitate their coping with the 
insecurity and lack of status in their lives. 

A second explanation for the prayer partners’ moti- 
vation is that these women are simply products of their 
history and culture and, left to their own creative 
thinking, would be expected to use rituals that are 
joyous, revivalist, and evangelical, thereby evoking 
images of a rich religious heritage (14). A similar 
argument would explain how elements of these prayer 
room rituals were considered by some church members 
to be linked, even if peripherally, to the practice of 
obeah. Burke has suggested (15) that the presence of 
obeah elements in Jamaican religious ritual should not 
be surprising. It is, of course, not the syncretic aspects 
of the ritual (which have been highlighted elsewhere 
[16]) that I wish to emphasize. It is that the very nature 
of the prayer room ritual created some dissension 
within the ranks of the church congregation. 

Several authors have spoken of the mechanisms of 
abandonment and involvement in the practice of reli- 
gious ritual (17, 18). Abandonment refers to the 
renunciation of social ties or possessions associated 
with one’s former social system, and involvement 
means investment of one’s self or possessions in the 
new social system. In keeping to a ritual in the prayer 
room that provoked contention in the clinic and in the 
church, the prayer partners seemed to create a social 
system in both areas that denied a middle-class view of 
healing and religious practice. After all, if accession to 
the middle class was denied them, elevation of their 
own group to a position of influence within the clinic 
made sense. 

It should be noted that the only ritual which had the 
potential to reflect a cohesive view of clinical holistic 
care was the short service that opened every clinic 
session. This provided the most obvious opportunity 
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for all three sectors to join in translating the theoretical 
basis of the clinic into palpable action. In fact, many 
important staff members stayed away, and the prayer 
partners dominated this service and presented them- 
selves as the important possessors of healing charisma 
within the clinic. They were not subtle in their accent- 
ing of miraculous and divine healing. In their refer- 
ences to physicians, they pointed out that St. Luke, the 
physician, derived all his power from God, and, of 
course, only the most oblique reference was made to 
the psychological counselors. The opening ritual was 
therefore impressive in its inability to attract physi- 
cians and psychological counselors. It was an unused 
opportunity to produce collective conformity in a 
clinic that was founded on an already difficult concept 
of holistic integration of clinical care, and it did not 
fulfill its potential as a cohesive and binding force for 
the three disparate sectors of health care. 


CONCLUSIONS 


Ritual has always been acknowledged as an impor- 
tant aspect of healing. In the Caribbean context, 
significant medical and psychiatric care is offered 
through disparate traditional religious settings as well 
as through orthodox modalities (19). These multiple 
healing modes are characterized by their distinctively 
different rituals. Since rituals reflect definite beliefs, 
values, and traditions, it is my view that founders of 
any holistic system must work hard to devise patterns 
of activity that truly reflect a mélange of the different 
philosophies. Such an undertaking is extremely diffi- 
cult, especially in countries where adherence to certain 
rituals may be a function of social class, education, 
race, age, and other sociopsychological variables. In 
addition to these barriers, it is clear from this study 
that allowing distinctly separate rituals to exist side by 
side in a system is a sure way of preventing cohesion 
from developing. Fostering the success of the opening 
devotional service as an overarching ritual in the 
Jamaican clinic would at least have helped to facilitate 
the interaction and assimilation of the three healing 
systems. The situation was additionally complex be- 
cause the prayer partners wanted to create cultural 
values and bring about transformation of structure in 
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both the clinic and the church rather than pursue 
collective conformity as a primary goal. Certainly an 
attempt at integration makes sense in any country 
where health care resources are minimal and scattered. 
However, this model also reminds us that the healing 
process is complicated. A holistic model needs to 
reflect an interrelationship on different levels—cultur- 
al, social, psychological, physiological, and religious 
(8). Such intermingling should be palpable in the major 
rituals of the clinic. 
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Undergraduate Education and Recruitment Into Psychiatry 


James H. Scully, M.D., Steven L. Dubovsky, M.D., and Richard C. Simons, M.D. 


From 1969 to 1979 senior medical students from 
the University of Colorado School of Medicine 
entered psychiatric residencies at an average rate of 
3.8%. The university gradually instituted a series of 
changes in its undergraduate psychiatric education 
program for medical students, and the senior class of 
1980 was the first to be exposed to all of the 
changes. In 1980-1982 7.7% of the seniors went 
into psychiatric residencies. The authors describe the 
curriculum changes and speculate that more attention 
to the quality of medical students’ psychiatric 
education at the undergraduate level enhances 
recruitment into psychiatric residencies. 

(Am J Psychiatry 140:573—576, 1983) 


po have viewed with alarm the decline in 
the 1970s in the number of graduates of American 
and foreign medical schools who chose psychiatry as a 
specialty (1—3). There have been many speculations 
about the reasons for this trend (4—13). In this paper 
we consider only one of the many possibilities that 
have been raised: that the quality of psychiatric under- 
graduate education is a factor in determining how 
many medical students enter the field (14, 15). This 
relationship was studied extensively by Langsley and 
coworkers (16), who emphasized the importance of a 
department of psychiatry's commitment to medical 
student education and willingness to utilize a variety of 
teaching methods, and also by Nielsen (17), who 
found that the quality of medical student education at 
a given institution, as measured by priority scores 
assigned during National Institute of Mental Health 
peer review, correlated positively with the percentage 
of its graduates entering psychiatric training. In anoth- 
er report (18) the common denominator in five very 
different departments of psychiatry, all with high 
recruitment into the field, was the high priority they 
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assigned to the teaching of medical students. Finally, 
recommendations from the National Conference on 
Recruitment into Psychiatry (19) place heavy emphasis 
on the establishment and maintenance of high-quality 
teaching programs for medical students. In support of 
these studies, we describe a series of changes in the 
undergraduate curriculum and in the commitment to 
the teaching of medical students by the Department of 
Psychiatry at the University of Colorado School of 
Medicine that seem to be correlated with increased 
recruitment into our specialty. 


CHANGES IN UNDERGRADUATE CURRICULUM 
AND TEACHING COMMITMENT 


In 1976 the Department of Psychiatry at the Univer- 
sity of Colorado School of Medicine began a systemat- 
ic examination and restructuring of its medical student 
curriculum. Since our residency program had not 
found it difficult to attract qualified candidates, we 
were less interested in recruitment than in improving 
the psychiatric education of our medical students, the 
majority of whom entered primary care specialties. 
Our purpose was to prepare these students to more 
thoroughly manage the numerous emotional and be- 
havioral problems that they would encounter in a 
nonpsychiatric medical practice. Students and faculty 
had become disenchanted with courses that seemed 
oriented primarily toward behavioral science research 
and theory rather than the application of psychiatric 
knowledge to general medical practice (20, 21). 

Teaching in the basic science years underwent one 
major change in September 1976 with the addition of a 
200-hour course called “Introduction to Clinical 
Medicine.” Responsibility for this course is shared by 
thé departments of medicine, pediatrics, preventive 
medicine, family medicine, and psychiatry. The direc- 
tor of the interviewing section of the course is a 
psychiatrist, and about one-third of the instructors in 
the interviewing and beginning clinical problem-solv- 
ing sections come from the department of psychiatry. 

Another important development was the consolida- 
tion in September 1977 of four separate preclinical 
behavioral science lecture courses without small-group 
teaching (totaling 66 hours) into a single 99-hour 
second-year course entitled “Human Behavior in 
Health and Illness.” This course provides weekly lec- 
tures combined with small-group discussions. Each 


573 


UNDERGRADUATE EDUCATION AND RECRUITMENT INTO PSYCHIATRY 


group is composed of 6 to 7 students and is led by a 
senior psychiatrist along with either a senior psychiat- 
ric resident, a child fellow, a junior psychiatrist, or 
another behavioral science professional (psychologist, 
social worker, sociologist) as coteacher. The human 
behavior course focuses on data that will be useful to 
the nonpsychiatric medical practitioner, integrating 
biological, psychological, and sociocultural concepts 
in each of its eight subsections: medical illness and the 
physician; the family and the physician; childhood and 
adolescent development; adult sexuality; loss, grief, 
aging, and death; the psychophysiology of stress, 
psychosomatic concepts, and the difficult medical and 
surgical patient; the multiple etiologies of mental 
illness; and the syndromes of mental illness. Overall, 
35 lecturers and 40 discussion group leaders partici- 
pate in this course (22). 

In order to continue the emphasis on the educational 
needs of future nonpsychiatric physicians into the 
junior-year clerkship, teaching focuses on problems 
commonly encountered in primary care practice. These 
include such conditions as somatoform disorders, de- 
pression, anxiety states, alcoholism and drug abuse, 
organic brain syndromes, marital and family prob- 
lems, sexual dysfunction, and maladaptive emotional 
reactions to physical illness, as well as less frequently 
encountered but important entities such as psychiatric 
emergencies and chronic psychoses (23). To ensure an 
adequate clinical exposure to patients in each of these 
categories, students spend at least one-third of their 
time during the clerkship in consultation-liaison activi- 
ties (24) with faculty and senior residents. They also 
evaluate a child psychiatric patient and a family, with 
supervision from a faculty member, and take primary 
responsibility for the short-term treatment of an adult 
psychiatric outpatient, with supervision by faculty and 
senior residents. All students attend a series of lectures 
on psychiatric diagnosis and management, and ap- 
proximately one-third to one-half of the students elect 
to join an optional group experience in which feelings 
about becoming physicians and working with psychi- 
atric patients are shared and explored (25). 

Concomitant with these changes, the department’s 
attitude toward evaluation and grading also evolved. 
Previously, the assumption had been that students 
might not be able to master psychiatric material that 
was complex and threatening, and expectations were 
correspondingly low. To a high degree the goals of the 
educational program had previously emphasized atti- 
tudinal growth rather than the acquisition of impor- 
tant knowledge and skills, and students had been 
permitted to miss class, absent themselves from clinical 
assignments, or fail examinations without receiving 
failing grades. When it was made clear to them that 
failure to acquire the necessary knowledge and skills, 
as well as failure to achieve the attitudinal goals of the 
teaching program, would result in a failing grade in the 
course, students reacted with anger and incredulity. 
They argued that psychiatric knowledge was not ‘‘ob- 
jective" and could not be measured and that psychiatry 
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was not "important" enough to warrant a failing 
grade. Eventually, however, the enforcement of our 
belief that psychiatry was both objective and impor- 
tant resulted in its being viewed as a more legitimate 
area of study, the duties and requirements of which 
were as real as those of any other specialty. 

Finally, a student psychiatric society was formed 
for students in all 4 years who have an interest in 
psychiatry. Informal social gatherings are held regular- 
ly with members of the full-time and voluntary faculty 
to discuss the various aspects of a career in psychi- 
atry. 


RESULTS OF THE CHANGES 


Medical students who were freshmen in September 
1976 were the first group to be exposed to changes in 
both the basic science and clinical curricula. According 
to records of students entering their first postgraduate 
year, when these students graduated in May 1980, 
7.596 began psychiatric residencies—almost twice the 
average that had entered psychiatry during the previ- 
ous decade (table 1). The increase in numbers of our 
students who chose careers in psychiatry continued in 
1981 and 1982 at a statistically significant rate (table 
1), and in 1982 the percentage of students applying to 
psychiatry residency programs was higher than in any 
other of the previous 13 years. (In 2 years before 1980 
[1973 and 1978] the percentage of students who 
entered psychiatry was also relatively high. We have no 
explanation for the 1973 figure. Students graduating 
in 1978 were the first to have been exposed to changes 
in the clerkship; however, if this was a factor, it 
apparently was insufficient to maintain a sustained 
level of recruitment, because the percentage fell in 
1979) 

To determine whether increased recruitment repre- 
sented a move of academically marginal or maladjust- 
ed students into psychiatry, we examined the class 
standing of students who chose psychiatry. The Uni- 
versity of Colorado School of Medicine uses an honors/ 
pass/fail system, and class standing can only be ap- 
proximated, by counting credit hours for honors 
grades and by reviewing clinical assessments. When we 
applied these rough measures to the 26 students who 
entered psychiatry in 1980-1982, we found that 3 
were in the lower half of the class and 23 were in the 
upper half; of the latter 23, 19 were in the top quarter 
of their respective classes. Only 3 of the entire group of 
26 students experienced significant emotional distur- 
bances during medical school, although they complet- 
ed their course work satisfactorily. Furthermore, there 
were no changes in admission policies that might have 
led to the admission of more students with an interest 
in psychiatry. Nor does it seem that changes in other 
departmental programs can explain the increase in 
applications to psychiatry departments: students ap- 
pear to have chosen psychiatry rather than internal 
medicine in 1980, psychiatry rather than family medi- 
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TABLE 1. Graduates of the University of Colorado School of Medi- 
cine Who Entered Postgraduate Training, 1969-1982 





doni Naber Students Who Entered 
First-Year Postgraduate 

Who Entered Traiine in Pavcbiar 

Postgraduate Qu E Kd 
Years Training N 7o 
1969 67 0 
1970 80 2 2.5 
1971 100 3 3.0 
1972 109 5 4.6 
1973 116 8 6.9 
1974 128 5 3.9 
1975 127 5 3.9 
1976 132 4 3.0 
1977 132 3 2.3 
1978 119 10 8.4 
1979 127 y, 1.6 
1980 120 9 7.5 
1981 125 7 5.6 
1982 93 108 10.8 
1969-1979 1,237 47b 3.8 
1980-1982 338 26b Z4 


Does not include several students who plan to enter psychiatry after 1—3 years 
of training in internal medicine. 

bA 2X2 chi-square test with Yates’ correction rejects the null hypothesis that 
the percentage of students who entered psychiatric residencies did not change 
between 1969—1979 and 1980—1982, indicating that a significantly greater 
number of students entered psychiatry in 1980-1982: xy^—8.26, df=1, 
p.005. 


cine and pediatrics in 1981, and psychiatry rather than 
internal medicine and family medicine in 1982. 
Finally, we attempted to gain further insight into the 
significance of changes in curriculum from two other 
sources. First, the scores of our sophomore students on 
the Behavioral Sciences section of part I of the Nation- 
al Board of Medical Examiners test from June 1973 
(the first year in which it was offered) through June 
1977 averaged at the 45th percentile, ranging from the 
34th to the 56th percentile. In June of 1978, 1979, 
1980, 1981, and 1982, our students scored in the 70th, 
66th, 68th, 73rd, and 62nd percentiles, respectively, 
for an overall average at the 68th percentile. Further- 
more, in each of the 5 years from 1978 through 1982 
the Behavioral Sciences score was the highest of all the 
basic science scores at our medical school, with stu- 
dents generally scoring in the 35th to 55th percentiles 
on the other basic science sections. In addition, anony- 
mous student evaluations of our behavioral science 
and clinical psychiatry courses for the years before 
1978 tended to vary from positive to extremely nega- 
tive. Since that time the ratings have improved dramat- 
ically, with nearly all of them falling under 1.8 on a 
scale of 1 (strongly positive) to 5 (strongly negative). 


DISCUSSION 


Since the University of Colorado School of Medicine 
continues to see its primary mission as the training of 
future primary care physicians (approximately 5596 of 
our students enter family medicine, general internal 
medicine, and pediatrics each year), our educational 
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goal has been and continues to be to prepare non- 
psychiatric physicians to treat the psychiatric problems 
they are likely to encounter in their practices. Never- 
theless, the significant increase in students entering 
psychiatry that we observed may highlight some ap- 
proaches that are useful in attracting students from a 
pool that traditionally has chosen nonpsychiatric spe- 
cialties. 

We believe that a crucial factor has been the impor- 
tance given to the teaching of medical students by our 
department, as indicated by the sustained commitment 
of senior faculty to this activity and also by the 
increased recognition given to younger faculty who 
become involved in teaching medical students. Many 
of these same faculty members are also heavily in- 
volved in the activities of our consultation-liaison 
division, which has strong teaching, clinical, and re- 
search involvements with other departments in the 
medical school. At the same time, the importance of a 
dynamic understanding of any patient—medical, sur- 
gical, or psychiatric—is emphasized, and no apology is 
made for our teaching of psychodynamic principles. 
Finally, there are high expectations of the students 
with respect to the acquisition of knowledge, skills, 
and attitudinal growth. 

Our experience may not be applicable to every 
medical school. However, we believe that conscious 
efforts at recruitment may be less effective than design- 
ing a teaching program that is specifically aimed at 
meeting the needs of future practitioners of all medical 
specialties, including psychiatry. 
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The Future of State Hospitals: Should There Be One? 


Robert L. Okin, M.D. 


The recognition of the serious problems of state 
hospitals that dominated public policy in the 1960s 
has been largely overshadowed in recent years by a 
preoccupation with the problems of 
deinstitutionalization. The current backlash against 
the community movement threatens to legitimize 
once again the state hospital as an acceptable 
solution to the problems of the severely mentally ill. 
The author argues that state hospitals are deficient 
not simply because they provide an inferior quality 
of care but because they provide the wrong kind of 
care for most of their patients. He suggests that most 
state hospitals be completely replaced by a 
fundamentally different system. 

(Am J Psychiatry 140:577—581, 1983) 


n his 1958 presidential address to the American 

Psychiatric Association, Dr. Harry Solomon de- 
clared that state hospitals were “bankrupt beyond 
remedy" and should be “liquidated as rapidly as can 
be done in an orderly and progressive fashion” (1). 
More than two decades later, 140,000 patients still 
reside within their walls and almost 400,000 people 
are admitted to them annually (unpublished data of 
the National Institute of Mental Health [NIMH]). 
Although some improvement has occurred since Solo- 
mon's address, state hospitals continue to face pro- 
found problems that affect their patients, defy their 
superintendents, and wear out their staff. 
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The seriousness of this situation has been substan- 
tially increased by the difficulties many states have 
encountered in developing alternatives to state hospital 
care. Insufficient resources and services and many 
other factors have often led to problems as serious in 
the community as existed in state hospitals, resulting in 
a substantial public and professional backlash against 
the whole community movement. The proposed reduc- 
tions in federal expenditures for community mental 
health and social services threaten to aggravate these 
problems and thereby to erode still further public 
support for the process of deinstitutionalization. There 
is now a real danger that states will once again come to 
view state hospitals as an acceptable solution to the 
problems of the severely mentally ill. The likelihood of 
this will be substantially increased by the failure to 
recognize just how profound and how intractable the 
inadequacies of these facilities are. 

In this paper I examine the problems that beset state 
hospitals and point out how seriously their operations 
are compromised by the very bureaucracy of which 
they are a part. I explore the factors which lead me to 
believe that this situation is virtually unalterable and 
conclude that most state hospitals are unlikely to yield 
in any substantial way to efforts at reform. Further- 
more, I argue that for the vast majority of patients 
these facilities provide not only an inferior quality of 
treatment but the wrong kind of treatment altogether. 
For both of these reasons I propose that most state 
hospitals be completely replaced with a very different 
kind of system in order to increase the likelihood that 
the lives of their patients will be substantially im- 
proved. 


THE UNREMITTING PROBLEMS 
Physical Structure 
Most state hospitals are old, inhospitable, prison- 


like structures that were designed in the nineteenth and 
early twentieth centuries and lend themselves poorly to 


577 


THE FUTURE OF STATE HOSPITALS 


modern treatment needs. According to a 1980 report 
(2), “Even the newer buildings were built with large 
ward areas,” “used poor quality building methods,” 
and made "little or no provisions for life safety.” 
Instead of encouraging their patients' capacity for 
choice, the physical environment of these facilities 
requires mass behavior and permits little differentia- 
tion and individual choice. Instead of possessing a 
homelike, residential character, the institution is sterile 
and faceless. Instead of providing private spaces for 
patients, the institution consists of large wards with 8— 
20 patients sleeping in a room. Instead of providing the 
opportunity for patients to learn to do things for 
themselves and thereby increase their level of function- 
ing, the need for institutional efficiency results in the 
centralization of “support services," which allows if 
not demands that patients be totally passive and 
dependent. A central kitchen cooks all of their food. A 
central laundry cleans all of their clothes. A central 
storeroom holds all of their personal belongings. Even 
when staff attempt to help their patients achieve higher 
levels of functioning they are opposed at every turn by 
the architectural design of these facilities. Taken to- 
gether, the physical characteristics of many state hospi- 
tals encourage an organization of daily life that pro- 
motes regression and discourages individualized be- 
havior. 


Isolation 


State hospitals are isolated programmatically and 
geographically. Continuity of care between the state 
hospital and community programs is either inconsis- 
tent or absent altogether and often depends on the 
vicissitudes of the personal relationships between hos- 
pital and community staff rather than on stable, for- 
malized institutional agreements. Moreover, the geo- 
graphic remoteness of many state hospitals and the 
countless barriers that exist to family involvement in 
the treatment process isolate patients from their com- 
munity and make it difficult to use either their family 
or their community network to support their return 
from the institution. 


Staffing 


State hospitals suffer from profound staffing prob- 
lems that extend to quantity and quality. In many 
categories of staff, state hospitals are forced to operate 
at a level that is substantially lower than that in private 
sector hospitals, which, despite this favorable advan- 
tage, treat patients who are generally much easier to 
manage. Private psychiatric hospitals have almost 2⁄2 
times and general hospital psychiatric units almost 31⁄2 
times the number of nursing staff per patient as state 
hospitals (unpublished data of NIMH). “In a recent 
survey of all state mental hospitals 65% wére found 
out of compliance because of inadequate staffing pat- 
terns or insufficient nursing coverage to insure safety 
of patients" (2). À need to keep order on the ward 
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rather than concern about active treatment becomes 
the overwhelming preoccupation of staff under these 
conditions, resulting in the overuse of seclusion, re- 
straint, and other coercive techniques. 

Staffing problems are in part caused by limited 
appropriations and in part by the low salary structure 
with which the personnel systems of state hospitals are 
forced to operate. In the recruitment of certain crucial 
categories of staff, state hospitals cannot compete with 
the private sector, whose salary structure and working 
conditions are much more desirable. The result is that 
state hospitals have to do without sufficient staff as 
well as having to settle for many staff who have 
virtually no training or experience in the mental health 
field. Éven among professional leadership, this lack of 
training is acute. For example, a 1980 report noted 
that “less than 596 of the directors of nursing in the 
state hospital system are prepared at the Master's - 
level" (2). 

Compounding their recruitment problems is the 
difficulty state hospitals have in retaining good staff 
when they are able to attract them. The annual turn- 
over rate for entry-level psychiatric aides, for example, 
varies between 30% and 40% (3) This situation 
destabilizes the supervisory structure on the wards, 
erodes morale, makes it difficult for patients to develop 
continuing relationships with staff, and reduces the 
number of truly experienced staff on the wards. 

The problems of state hospitals in attracting compe- 
tent medical and psychiatric staff require special men- 
tion. As difficult as it is for these facilities to attract 
experienced staff in other categories, their difficulty in 
recruiting and retaining competent psychiatric staff has 
been especially destructive to the quality of care they 
are able to provide. Poor salaries and working condi- 
tions, a dearth of nursing and other support staff, and 
professional isolation from the general medical com- 
munity are among the factors that combine to make 
recruitment of qualified psychiatrists and other physi- 
cians extraordinarily difficult. One inevitable result 
has been a continual overreliance on foreign medical 
graduates (FMGs), many of whom are not fully li- 
censed and have great cultural and language problems 
that interfere with their communication with staff and 
patients. In 1975, for example, 50.4% of all state 
hospital medical personnel, including psychiatrists, 
were FMGs (4). An unpublished comparison by 
NIMH of various psychiatric facilities revealed that 
general hospitals had 3 times the number of psychia- 
trists and private psychiatric hospitals 4 times the 
number of psychiatrists per patient as state hospitals. 
Each state hospital psychiatrist is thus forced to as- 
sume responsibility for an overwhelming patient load. 
A federal survey (2), for example, noted that the 
average psychiatrist was responsible for 230 patient 
care episodes over the course of a year. This unrealistic 
workload adds to the difficulty in attracting psychia- 
trists, because they rightfully feel they are being given 
an impossible and unrewarding job and that they will 
be held totally responsible for the inevitable mishaps 
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resulting from this situation. Unwilling to subject 
themselves to a situation that is deprived professional- 
ly, offers little monetary compensation, and puts in 
jeopardy their professional integrity and reputation, 
most psychiatrists have chosen to avoid work in state 
hospitals altogether. The effects of this situation are 
profound. State hospital wards lack medical leader- 
ship, their treatment milieu is often chaotic, and 
patients receive inadequate psychiatric attention. 
When patients are seen by a psychiatrist, the contact is 
often confined to the administration and supervision 
of medicine. State hospital patients, who as a group 
need the highest level of psychiatric care, are thus 
forced to settle for the lowest. 

It is reasonable to predict that, for reasons including 
but going beyond limitations in funding, the staffing 
problems of state hospitals will get worse in the future 
rather than better. This will result from 1) the severe 
national shortage of nursing staff that prevails in every 
branch of medicine, 2) the reduced availability of 
FMGs as a consequence of Public Law 94-484, and 3) 
the decrease in the number of psychiatric residency 
programs affiliated with state hospitals that has oc- 
curred in recent years and is likely to continue (5). 
Although some of these factors will no doubt affect all 
parts of the mental health system, history has shown 
that state hospitals, because of their competitive disad- 
vantage, will suffer disproportionately. 


Lack of Rehabilitative Programs 


The understaffing of the state hospital is so pro- 
found, the training of staff so inadequate, the profes- 
sional leadership in such short supply, the ward envi- 
ronment so deprived, the physical character of the 
ward so sterile, and the organization of the institution 
so inimical to genuine rehabilitative efforts that it is 
extremely difficult for state hospital staff to provide a 
true rehabilitative program to their patients. More- 
over, these conditions lead staff to conclude that they 
are neither expected nor required to do much more 
. than provide a safe place for patients to spend their 
time. 

In this connection, it must be acknowledged that 
many state hospitals do have some occupational and 
recreational therapists, but their presence should not 
mislead the reader into believing that substantial reha- 
bilitation occurs in most of these facilities. For one 
thing, the number of occupational and rehabilitation 
counselors and teachers is grossly inadequate. In this 
category of staff, for example, the staff-to-patient ratio 
in private psychiatric hospitals is 4 times the ratio in 
state hospitals (unpublished NIMH data). In fact, 
many of the "programs" operated by these profession- 
als, when they occur at all, occupy a very small part of 
the patient's day and are often geared to keeping him 
or her busy rather than teaching skills that are relevant 
to life outside the walls of the institution. Woodwork- 
ing, pottery, and papier-máché are all interesting and 
at times useful activities for certain kinds of patients, 
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but for many they only add to the unreality of institu- 
tional life, isolate them further from the real world, 
and deprive them of the skills they will need to be part 
of it. Even in those state hospitals which do attempt to 
teach patients the skills they will need on the outside 
(e.g., cooking, laundry, banking, shopping, etc.), the 
attempts are severely compromised by the fact that 
these skills have no relevance at all to their lives within 
the institution. 


Funding 


State hospitals are not likely to obtain the large 
infusion of resources they need to substantially im- 
prove their staffing and modernize their physical 
plants. This pessimism seems warranted on the basis of 
100 years of history and for other reasons as well. 

First, the fiscal problems facing states all over the 
country will make it difficult for them to maintain, 
much less increase, their present commitment of re- 
sources to state hospitals. 

Second, there is no immediate likelihood that third- 
party revenues can help to finance the necessary im- 
provements of these facilities as long as the discrimina- 
tion of federal and private reimbursement systems 
against psychiatric facilities persists. 

Third, the conflict of interest and tarnished objectiv- 
ity inherent in the fact that state governments license as 
well as fund and operate state hospitals diminish what 
might otherwise constitute a powerful impetus to the 
appropriation of additional resources for improved 
patient care: the threat of license revocation. 

Fourth, the very existence of a two-class system of 
mental health care—a private one treating those who 
can afford it (or who for other reasons are found 
acceptable) and a publicly operated one treating those 
who cannot—will almost inevitably lead to a situation 
in which the former is better funded than the latter. 

Finally, it should be noted that state hospitals enjoy 
neither the advantages of a capitation system nor the 
advantages of a fee-for-service reimbursement system. 
Unlike a health maintenance organization (HMO), 
they cannot control their utilization, and unlike gener- 
al and private psychiatric hospitals, their revenues do 
not increase in proportion to their patient census. 


Bureaucratic Constraints 


State hospitals are forced to operate with inflexible 
state bureaucratic procedures that would drive any 
business into bankruptcy (6). This is the source of 
problems that are at least as deep-rooted and corrosive 
as the old age, overcrowding, and underfunding of 
state hospitals. 

The constraints of the civil service system affect 
every aspect of the functioning of state hospitals. Rules 
about hiring (artificial requirements on the one hand 
and artificial exclusions on the other) create obstacles 
to the recruitment of qualified staff that go beyond 
even the effects of the low salary structure. Rules about 
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firing make it difficult to dismiss incompetent staff and 
place such a high burden of proof on supervisors that 
the latter are often discouraged from even attempting 
to fire anybody. Moreover, in many states, staffing 
patterns are established and can be changed only by a 
centralized administrative arm of state government or 
the state legislature. Since neither of these bodies is 
trained to perform this function, they both tend to 
handle requests for changes in staffing patterns by 
delay and incompetent action. 

The line-item budget structure with which many 
state hospitals are forced to contend makes it impossi- 
ble to transfer resources from one function to another 
without permission from some other part of the state 
government. In some cases, it is only the legislature 
that can grant this permission. The inflexibility of the 
line-item budget discourages innovation, reduces the 
ability of the state hospital to change its environment 
or patient mix, and guarantees that it will not be able 
to use even its limited appropriation efficiently. 

As these examples indicate, the bureaucratic matrix 
in which state hospitals are forced to operate compro- 
mises and will continue to compromise the most 
concerted efforts at reform. A fundamental change in 
the entire manner in which state governments operate 
would have to occur in order to free state hospitals 
from the constraints that hinder so many of their 
actions. A complete change would be needed in the 
civil service system, its salary structure, its rules about 
hiring, firing, promotion, and the like. The manner in 
which the collective bargaining process occurs would 
also need certain changes, as would state purchasing 
and contracting procedures. The entire appropriation 
process would require revision and, with it, the way 
budgets are developed, defended, and acted on by the 
executive and legislative branches. State hospitals 
would have to be given substantially greater flexibility 
in a wide variety of areas without recourse to multiple 
reviews by successive levels of higher authority. The 
sheer magnitude and far-reaching nature of the 
changes the foregoing would entail make it highly 
improbable that such changes could be effected. 


Exceptions 


It needs to be acknowledged at this point that, like 


all generalizations, those stated here have exceptions. . 


Some state hospitals have in the past and will in the 
future yield to efforts at reform, assuming they possess 
the right leadership at the right time in the right state 
with the right fiscal situation. Most, however, for the 
reasons outlined here, will probably not, because the 
constraints on the delivery of high quality care will 
prove to be unalterable and will affect small as well as 
large state hospitals. 


The Kind of Care Provided by State Hospitals 
Having argued that most state hospitals will proba- 


bly never be transformed into first-class treatment 
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facilities, it is worth considering whether they would: 
be able to provide the right kind of treatment for their 
patients even if they could be improved. In this connec- 
tion it must be recalled that the impetus to the 
community mental health movement did not arise 
solely out of the poor conditions of the state hospitals 
but, just as important, from the growing belief that for 
most patients these facilities provide not simply an 
inferior quality of care but the wrong kind of care in 
the wrong treatment setting (7, and unpublished 1978 
data of NIMH). Proposals to double their staff, up- 
grade their physical plants, and decrease their size 
would not fundamentally rectify this problem. Other 
proposals in vogue today that advocate changing the 
mission or patient composition of state hospitals are 
similarly defective because they would simply lead to a 
change in form but not in substance of these facilities 
and their problems (8, 9). 


CONCLUSIONS 


There is no question that the roles state hospitals 
have filled in the past need to be filled in the future. 
The question is whether state hospitals are best suited 
for this purpose. Despite the fact that on clinical 
grounds alone many people would not recommend the 
establishment of these facilities today if they did not 
already exist, most people shrink from the logical 
conclusion to which these clinical assumptions lead: 
the majority of state hospitals should be replaced 
altogether with a very different kind of system of 
care. 

During the past 5 years, even the most ardent critics 
of state hospitals have, with few exceptions, main- 
tained their optimism that these facilities could ulti- 
mately be transformed. In fact, they have advocated 
that states make substantial efforts in time, energy, and 
money to prop up the existing state hospital system. 
The clamor for this kind of investment has been 
reinforced by hospital accrediting organizations (e.g., 
the Joint Commission on Accreditation of Hospitals) 
as well as by the federal government itself (e.g., in 
Medicaid and Medicare regulations). Each of these 
bodies and even the courts, for all their patient advoca- 
cy, have unwittingly served as handmaidens to the 
status quo by forcing states to spend what little money 
is available to the mental health system on “upgrad- 
ing” their hospitals without regard to whether their 
patients are best served by that kind of care. As a result 
of these and other forces, many states are following a 
direction that maintains the centrality of the state 
hospital and, especially during this period of fiscal 
restraint, makes the pursuit of an alternative course of 
action extremely difficult. 

Still other states seem to be afflicted with a paralysis 
of public policy and are attempting to “straddle the 
fence” by adding a little money to state hospitals and a 
little to the community mental health system, thereby 
pursuing the most expensive course of action with the 
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least hope of making even marginal improvements in 
either system. 

In contrast, the arguments presented in this paper 
suggest that public policy be directed toward the total, 
stepwise replacement of most state hospitals by a 
system of care that is more firmly founded on clinical 
principles and more closely integrated with modern 
medical practice. In another article (10) I proposed and 
described in more detail a system of care with three 
levels or tiers, involving 1) a substantial expansion and 
reorientation of the existing community mental health 
system for the vast majority of mentally ill patients, 2) 
the development of general hospital services and small, 
long-term, intermediate-care facilities for most of 
those patients (both voluntary and involuntary) who 
need a higher level of care than the community mental 
health system can provide, and 3) the creation of 
intensive care units within tertiary care institutions in 
the general health care system (e.g., major medical 
centers and/or university-affiliated private psychiatric 
hospitals) for those short- and long-term patients who 
are too disturbed to be cared for in other psychiatric 
settings. 

Whether these specific alternatives are found accept- 
able is much less important than the conclusion that 
some better and fundamentally different alternatives 
(both community and institutional) to the present state 
hospital system are required and that most of the 
resources which become available to the mental health 
system should be spent in developing these rather than 
in attempting to patch up a system that is so deeply 
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and intractably flawed. The establishment of such 
alternatives will no doubt be difficult, especially within 
the present economic climate. Without a consensus as 
to the need for such alternatives, however, this course 


of action will not simply be difficult but be impossi- 
ble.. 
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A Comparison of Delinquent and Nondelinquent 
. Adolescent Psychiatric Inpatients 


Shelley S. Shanok, M.P.H., Surendar C. Malani, M.D., Oomman P. Ninan, M.D., 
Peter Guggenheim, M.D., Henry Weinstein, LL.B., LL.M., M.D., 
and Dorothy Otnow Lewis, M.D. 


The psychopathology of 29 delinquent and 25 
nondelinquent psychiatrically hospitalized adolescent 
boys was similarly severe. Similar proportions had 
hallucinations, delusions, learning disabilities, and 
evidence of neurological impairment, and over half in 
each group had been diagnosed as being psychotic. 
Fire-setting, enuresis, and cruelty to animals did not 
distinguish the two groups. Significantly more of the 
delinquents had been psychiatrically hospitalized 
previously, and significantly more of the delinquents 
had engaged in violently aggressive acts. The 
household composition of both groups was similar, 
but more mothers of delinquents than of 
nondelinquents had been psychiatrically hospitalized. 
The authors discuss the issue of the treatment of 
psychiatrically ill violent adolescents. 

(Am J Psychiatry 140:582—585, 1983) 


he purpose of this paper is to report the similar- 

ities and differences between two groups of psy- 
chiatrically hospitalized adolescents: delinquent 
youngsters referred by the family court for psychiatric 
evaluation and nondelinquent adolescents who had 
been voluntarily admitted. Adolescent inpatient serv- 
ices are often reluctant to admit delinquent adolescents 
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to their units because of the commonly recognized 
difficulties in operating an adolescent psychiatric ser- 
vice and the assumption that the admission of delin- 
quents will worsen an already problematic situation. 
Delinquents are often assumed by staff to be socio- 
pathic, free of significant psychotic or organic dysfunc- 
tion, and are thus regarded as different from the 
average nondelinquent adolescent patient in that they 
are more in need of incarceration than of psychiatric 
services. 

Until recently, delinquent children have usually been 
considered to be predominantly characterologically 
impaired (1). Symptoms of psychosis or organicity 
have rarely been reported among delinquent or adult 
offenders (2, 3). There is, however, increasing evidence 
that delinquent children suffer from the same kinds of 
serious psychiatric pathology as children seen at child 
psychiatric facilities (4—7). Although psychotic disor- 
ders are not widely recognized as prevalent in the 
delinquent population, longitudinal and retrospective 
studies have indicated that many psychotic children 
and adults were delinquent and/or antisocial during 
adolescence (8—11). 

When .we studied the neuropsychiatric status of 
seriously delinquent children incarcerated at a state 


¿training school, we found that violent delinquent 


children were more likely to display psychotic and/or 
organic symptoms than were less violent delinquent 
children (12) and that 52 (59.1%) of the first 88 
securely incarcerated children had previously received 
treatment at a psychiatric hospital or residential treat- 
ment facility (13). Given the ongoing debate regarding 
the neuropsychiatric status of delinquents, we decided 
to compare the psychiatric, neurological, and experi- 
ential characteristics of a sample of delinquent and 
nondelinquent adolescent psychiatric inpatients. 
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METHOD 


The setting of our study was the adolescent inpatient 
unit of a midtown hospital in a major city. This unit is 
composed of 18 beds, 9 for girls and 9 for boys, and 
receives all remands from the family court serving the 
area. As a city hospital it also receives adolescents from 
the catchment area who require psychiatric hospital- 
ization irrespective of health insurance coverage. It 
averages 120—150 admissions per year, most of whom 
come from socioeconomic classes IV and V (14). 

Our sample consisted of all delinquent (N=29) and 
all nondelinquent (N=25) adolescent boys admitted to 
the unit in a single year in the 1970s. We excluded all 
nondelinquents admitted from the court (i.e., persons 
in need of supervision; N14) and all female delin- 
quent and nondelinquent admissions because the num- 
ber of girls remanded by the court was very small. The 
average age of the delinquents (181 months) and 
nondelinquents (186 months) did not differ significant- 
ly. 

Our source of data for the nondelinquent sample 
was the hospital record. We used two sources of data 
for the delinquent sample, the hospital record and the 
probation department folder. The information in the 
hospital record came from patients, family members, 
school, outside agencies, etc. We used information 
from the admission note, physicians’ progress notes, 
nurses’ notes, social workers’ notes, psychological 
testing results (when available), and the discharge 
note. Since the records were from a JCAH-accredited 
teaching hospital, they were subject to frequent review 
for completeness and contained much biopsychosocial 
data. The probation folder often contained several past 
psychiatric reports, other social and family data, and a 
description of the youngster's latest court-related inci- 
dent. The use of hospital and court records raises 
several methodological issues: Since data were ob- 
tained for clinical and not research purposes, the 
information was not uniform and the documentation 
of signs, symptoms, and behaviors was dependent on 
the skill of different clinicians; however, the data 
available from clinical records could be more objective 
than those obtained from interviews, since the nature 
of the information was independent of the researchers' 
prejudices. 

We noted whether the adolescent had loose-ram- 
bling or illogical thought processes, paranoid delu- 
sions, other delusions, learning disabilities, neurologi- 
cal soft signs; had a history of auditory hallucinations, 
visual hallucinations, severe accidents or injuries (in- 
cluding head injuries), psychiatric hospitalizations or 
placements in residential treatment centers; ever had a 
diagnosis of psychosis, conduct disorder, attention 
deficit disorder, retardation, or epilepsy; or had ever 
been abused or neglected. The presence or absence of 
symptoms had to be agreed on by two of the investiga- 
tors, one of whom was the first author (S.S.S.). A 
symptom was considered positive if a clinician had 
ever assessed it as being present and an example of it 
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had been documented in the chart. We were interested 
in documenting the presence or absence of only the 
most serious kinds of symptoms (e.g., hallucinations, 
delusions). If these symptoms were never mentioned in 
the chart, they were coded as absent. Since symptoms 
may exist but fail to be noted, our method of exclusion 
worked against any presupposition of psychopatholo- 
gy by virtue of under-reporting pathology. 

We ascertained whether the adolescent had ever 
been homicidal, suicidal, violent, or involved in fire- 
setting. À subject was considered homicidal if he had 
ever inflicted substantial bodily harm that could have 
easily lead to the death of another person or if he had 
ever threatened anyone with a lethal weapon. We also 
noted the person toward whom violence was directed. 
Suicidal behavior was considered to be present if a 
serious threat, gesture, or attempt had ever been made. 
Although these categories are by no means mutually 
exclusive, casual suicidal threats like sometimes I feel 
like killing myself" were not considered suicidal. Vio- 
lence was rated as present if there was evidence that 
the youngster had engaged in serious but nonlethal 
physical assaults. Minor fist fights were not considered 
violent, and suicidal behaviors were not coded as 
violent. The presence or absence of violent, homicidal, 
and suicidal behavior was rated by at least three of the 
investigators and coded according to the findings of at 
least two of the three investigators. Since the defini- 
tions of the presence or absence of these behaviors 
were fairly clear-cut, all three evaluators were in 
agreement in most cases. 

We noted whether a parent had ever had a psychiat- 
ric hospitalization, trouble with the law, alcoholism, 
drug addiction, or homicidal behavior. We also docu- 
mented whether or not a parent was in the home. 


RESULTS 


Át one time or another, similar proportions of 
delinquents and nondelinquents, respectively, had re- 
ceived the following diagnoses: psychosis (58.6% and 
54.5%), retardation (20.7% and 20.8%), and epilepsy 
(10.396 and 8.396). The diagnostic category that did 
distinguish the two groups significantly was conduct 
disorder or one of its synonyms (78.6% and 20.8%, 
x7=15.023, p<.001). Delinquents and nondelinquents 
had been treated with similar medications: antipsy- 
chotics, 87.7% and 70.8%; stimulants, 10.3% and 
8.3%; and antidepressants, 10.3% and 8.3%. 

Neither psychiatric nor neurological symptoms dis- 
tinguished the delinquents from the nondelinquents. 
Similar proportions had visual hallucinations, 31.0% 
and 29.2%; auditory hallucinations, 53.6% and 
36.4%; loosening of associations, 31.0% and 37.5%; 
paranoid ideation, 44.8% and 36.4%. Learning dis- 
abilities were similarly prevalent in the delinquents and 
nondelinquents (51.9% and 42.9%) as were neurolog- 
ical “soft signs" (57.1% and 36.4%) and depressive 
symptoms (sadness or crying) (24.1% and 13.0%). 
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DELINQUENT AND NONDELINQUENT PSYCHIATRIC PATIENTS 


The three behaviors noted in the literature as associ- 
ated with delinquency (i.e., enuresis, fire-setting, and 
cruelty to animals) did not distinguish the delinquents 
from the nondelinquents (15). Of the delinquents, 
20.7% had been enuretic beyond age 4, as had 25.0% 
of the nondelinquents. Fire-setting characterized 
24.1% of the delinquents and 18.2% of the nondelin- 
quents. Cruelty to animals was never mentioned in any 
of the delinquent histories and in only 2 (8.3%) of the 
histories of nondelinquents. Isolation and withdrawal 
were also similarly prevalent in delinquents (28.6%) 
and nondelinquents (29.2%). 

Of special note were the findings related to violence. 
In fact, 81.5% of the delinquents compared with 
40.0% of the nondelinquents had engaged in violently 
aggressive acts over and above fist fights (x7—6.861, 
p=.009). Of the delinquents, 42.9% had been homi- 
cidal compared with 20.8% of the nondelinquents 
(x271.936, p=.164), a difference that did not quite 
teach statistical significance because of the small sam- 
ple size; however, significantly more of the delinquents 
(65.5 %) reported homicidal ideation or threats than 
did nondelinquents (29.2%) (x3=5.565, p=.019). 

When we considered the victims toward whom 
violence was directed, we found that similarly small 
proportions of delinquent and nondelinquent young- 
sters had been violent to mothers (14.3% and 8.3%), 
to fathers (10.7% and 4.2%), to siblings (17.9% and 
8.3%), and to teachers (10.3% and 0%). It was 
violence toward peers and toward adults outside the 
family (other than teachers) that tended to distinguish 
the two groups behaviorally; 58.6% of the delinquents 
had been violent to ) peers compared with 17.496 of the 
nondelinquents (x2—7.425, p=.007), and 55.2% of 
the delinquents were violent toward others compared 
with 29.2% of the nondelinquents (x,-2.634, 
p.105). 

Suicidal behaviors were similarly prevalent in delin- 
quents and nondelinquents (39.3% and 33.396), as 
were suicidal ideation and threats (53.696 and 50.0%). 
The excessive use of alcohol (16.096 and 8.396) and 
the use of other drugs (29.296 and 33.3%) also did not 
significantly distinguish delinquents from nondelin- 
quents. 

Although both groups suffered from qualitatively 
similar psychiatric symptoms, significantly more of the 
delinquents than nondelinquents had previously been 
psychiatrically hospitalized or in psychiatric residential 
treatment (82.8% versus 45.896; x2-6.422, p=.012). 
In fact, delinquents averaged 1.62 prior psychiatric 
placements compared with an average of 0.75 place- 
ments for nondelinquents (t=2.746, p=.009); foster 
or group home placements did not significantly distin- 
guish delinquents (55.2%) from nondelinquents 
(37.5%). 

The composition of delinquent and nondelinquent 
households was similar—53.0% of delinquents and 
52.296 of nondelinquents had a mother in the home 
and 19.2% of delinquents and 21.7% of nondelin- 
quents had a father in the home. Parental neglect was 
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mentioned in 26.9% of delinquent cases and 21.7% of 
nondelinquent cases. Abuse was also similarly preva- 
lent in the two groups (34.596 and 25.096). Similar 
proportions of mothers (13.896 and 096) and fathers 
(6.996 and 8.396) were said to have been in conflict 
with the law. A slightly greater proportion of the 
siblings of delinquents (27.696) than the siblings of 
nondelinquents (8.796) were reported to have been in 
conflict with the law. The proportions were reversed 
regarding psychiatric hospitalization of siblings; 
13.8% of the delinquents and 26.1% of the nondelin- 
quents had psychiatrically hospitalized siblings. The 
parental factor that tended to distinguish the groups 
most clearly was maternal psychiatric hospitalization; 
24.1% of the delinquents and 4.3% of the nondelin- 
quents had mothers who had been psychiatrically 
hospitalized (x2—2.489, p=.115). Similarly small pro- 
portions of fathers had been psychiatrically hospital- 
ized (6.9% versus 8.7%). Alcoholism was also similar- 
ly prevalent in the fathers of delinquents and nondelin- 
quents (20.7% versus 20.8%). 


DISCUSSION 


Our most important finding was that the delinquent 
and nondelinquent psychiatrically hospitalized adoles- 
cents had similarly severe psychopathology. Indeed, 
over half of the members of each group had been 
diagnosed as psychotic at one time or another, and 
psychotic and organic symptoms were slightly more 
prevalent in the delinquent group. Those symptoms 
and behaviors thought to be associated with delin- 
quency (i.e., fire-setting, enuresis, and cruelty to ani- 
mals) were rare in both groups. Evidence of especially 
severe psychopathology in the delinquent group was 
supported by the finding that significantly more of the 
delinquents had previously been psychiatrically hospi- 
talized or in psychiatric residential treatment than had 
nondelinquents. Moreover, the delinquents averaged 
significantly more prior psychiatric placements. Clear- 
ly, at one time the majority of delinquent adolescents 
had been regarded as severely psychiatrically dis- 
turbed. 

Given these findings, we must ask ourselves at what 
point, why, and by whom were these severely psychiat- 
rically impaired youngsters redesignated delinquent? 
Unfortunately, hospital records fail to supply definite 
answers. We must therefore rely on whatever clinical 
information is available in the charts of these young- 
sters. 

Clearly, the psychiatrically hospitalized delinquents 
were significantly more violent than the nondelinquent 
patients. In most cases, however, charts revealed that 
violent behaviors were not new manifestations of 
psychopathology. In addition to their auditory and 
visual hallucinations, their evidence of central nervous 
system dysfunction, and their paranoid orientation, 
these youngsters had behaved in violent uncontrolled 
ways throughout much of their childhood. In fact, 
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illogical aggressive acts had often been among the first 
manifestations of disordered thinking. 

For small children such violent behaviors are recog- 
nized as part of a larger picture of psychiatric disorga- 
nization. Unfortunately, these kinds of aggressive be- 
haviors continue throughout childhood and into ado- 
lescence. Adolescents are larger than little children, 
and the same behaviors that in small children are easily 
controlled by caretaking adults are harder to manage 
in adolescents. Thus, behaviors that in childhood are 
regarded as pathological are often considered danger- 
ous and bad in adolescence. Adolescence does not 
necessarily change aggressive behaviors; it does trans- 
form the perpetrator of violent acts into a larger and 
therefore more frightening individual. 

Our finding that the delinquent patients were more 
violent than the nondelinquent patients would seem, at 
first, to contradict our earlier finding that psychiatri- 
cally hospitalized adolescents and incarcerated adoles- 
cents were similarly disturbed and violent (16). Our 
previous study looked at all incarcerated adolescents 
sent to a correctional facility in a given year and 
compared them with adolescent psychiatric patients 
never sent to a correctional facility. In that study some 
psychiatric patients had been arrested and were known 
to the court but were diverted to the hospital and never 
sent to a correctional facility. In this study the hospital- 
ized group, by definition, had never been in trouble 
with the law. Therefore, the hospitalized group in the 
first study, many of whom had been diverted from the 
courts, was likely to be more similar behaviorally to 
the delinquent group than the hospitalized group in 
this study. 

This study demonstrates that the presence of psychi- 
atric impairment in court-referred delinquent patients 
was comparable to that of other psychiatrically hospi- 
talized adolescents. Although the delinquent patients 
were somewhat more violent, they were equally if not 
more impaired, It is ironic that as more and more 
research reveals the existence of severe psychopatholo- 
gy in delinquent adolescents, the sociopolitical climate 
in the United States is moving toward holding younger 
and younger children responsible as adults for their 
delinquent acts. Many hospitalized delinquent children 
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are eventually returned to the custody of the court. It is 
extremely hard to negotiate therapeutic dispositions 
for psychiatrically disturbed adolescents who have a 
delinquent record. Our findings clarify the need for 
society to decide whether the psychiatric system or the 
correctional system will take responsibility for provid- 
ing appropriate care for these multiply handicapped, 
often extremely aggressive youngsters. 
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The Dexamethasone Suppression Test in the Clinical Setting 


Dwight Landis Evans, M.D., M.S., Gordon B. Burnett, M.D., 
and Charles B. Nemeroff, M.D., Ph.D. 


The authors administered the dexamethasone 
suppression test (DST) to 47 inpatients on a clinical, 
nonresearch psychiatric unit who had been diagnosed 
according to DSM-III. Of the 30 patients with major 
depression, 23 (77%) exhibited nonsuppression 
(serum cortisol concentrations greater than 5 wg/dl); 
only 1 of the 17 patients with other diagnoses and 
depressive symptoms exhibited nonsupression. There 
was no difference in the rate of nonsuppression 
between the patients with subgroups of major 
depression, but those with major depression and 
psychosis bad significantly higher postdexamethasone 
cortisol levels than those with major depression with 
and without melancholia and those with diagnoses 
other than major depression. 

(Am J Psychiatry 140:586—589, 1983) 


R ecen study has shown that many depressed pa- 
tients have elevated cortisol levels in serum and 
urine and, when administered the potent synthetic 
glucocorticoid dexamethasone, do not exhibit the nor- 
mal reduction in serum cortisol levels (1—5). The 
endocrine fault is believed not to reside at the adrenal 
level but within the hypothalamus (or higher CNS 
centers) or anterior pituitary (3). Carroll and his asso- 
ciates (6) have reported on the clinical utility of the 
dexamethasone suppression test (DST): they reported 
67% sensitivity and 96% specificity for the diagnosis 
of melancholia using the DST. Similar findings have 
been réported by others (see references 3 and 4 for 
review). 

This report summarizes our experience with the 
DST in a clinical, nonresearch setting. In a preliminary 
study of 28 patients diagnosed as having major depres- 
sion according to DSM-III (7), we found a 71% 
sensitivity of the DST in patients with major depres- 
sion and found a particularly high rate of nonsuppres- 
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sion in depressed patients with melancholic or psy- 
chotic features. We also found that patients with major 
depression with psychosis had significantly higher 
postdexamethasone serum cortisol levels when com- 
pared with patients with major depression without 
melancholia and without psychosis. The purpose of 
the present study is to further assess the use of the DST 
in a nonresearch setting and to test the reliability of 
our earlier findings by studying a new, larger patient 
population. 


SUBJECTS AND METHOD 


We administered the DST to 47 patients consecutive- 
ly admitted to our adult general psychiatry unit who 
either met DSM-III criteria for major depression or 
had substantial depressive symptoms associated with 
other DSM-III diagnoses. Thirty patients met DSM-III 
criteria for major depression, and 17 patients had 
substantial depressive symptoms but did not meet 
DSM-III criteria for major depression. 

All patients were diagnosed by DSM-III criteria 
before they were given the DST and after a clinical 
interview by both the treating psychiatry resident and 
the attending psychiatrist. The patient’s complete his- 
tory was available, including past episodes, past treat- 
ment response, and family history. We used the medi- 
cal exclusive criteria outlined by Carroll and associates 
(6). 
The DST was administered essentially as described 
by Carroll and associates (6). Dexamethasone (1 mg 
orally) was administered at 11:00 p.m., and serum 
cortisol levels were measured at 4:00 p.m. and 11:00 
p.m. the following day by a specific radioimmunoassay 
(Amerlex TM, Amersham-Searle, Arlington Heights, 
Ill.). Serum cortisol concentrations greater than 5 peg/dl 
at either time were considered nonsuppression as 
described by Carroll and associates (6). 

We studied 18 men and 29 women whose ages 
ranged from 16 to 74 years (mean=39.9); the age 
range for the men was 16—68 years (mean=34.1) and 
for the women it was 22—74 years (mean=43.6). 

Chi-square nonparametric analysis (8) was used to 
compare the rate of DST nonsuppression in different 
diagnostic groups. Mean cortisol levels after dexa- 
methasone were compared for the different diagnostic 
groups by an analysis of variance (ANOVA) using the 
Bonferroni equality (9). The effect of age and sex of the 
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patient on postdexamethasone serum cortisol levels 
was analyzed by analysis of covariance (10). 


RESULTS 


A significantly higher percentage of patients with 
major depression exhibited dexamethasone non- 
suppression than patients with other DSM-III diag- 
noses and depressive symptoms (table 1). The DSM-III 
diagnoses in the 17 patients with depressive symptoms 
were adjustment disorder (N=5), psychogenic pain 
disorder (N73), organic mental disorder (N=2), post- 
traumatic stress disorder (IN —2), schizotypal personal- 
ity disorder (N=1), schizophrenia (N=1), schizo- 
phreniform disorder (N-1), dysthymic disorder 
(N=1), and somatization disorder (N=1). Of the 30 
patients who met DSM-III criteria for major depres- 
sion, 11 patients had depression without melancholia, 
9 had depression with melancholia, and 10 had depres- 
sion with psychotic features. Twenty-three (77%) of 
the 30 patients with major depression exhibited an 
abnormal DST. The incidence of dexamethasone non- 
suppression in the different diagnostic subgroups is 
shown in table 1. Each of the diagnostic subgroups of 
patients with major depression exhibited a significant- 
ly greater incidence of DST nonsuppression than was 
observed in the patients with other diagnoses and 
depressive symptoms. There were no significant differ- 
ences in the rate of dexamethasone nonsuppression 
between the different diagnostic subgroups of major 
depression when assessed by chi-square analysis. 

Parametric statistical analysis of the mean cortisol 
levels after dexamethasone, however, revealed that the 
patients with other diagnoses and depressive symp- 
toms had significantly lower serum cortisol levels than 
the entire group of patients with major depression. The 
patients with other diagnoses and depressive symp- 
toms also had significantly lower serum cortisol levels 
than the subgroup of patients with major depression 
with psychosis and lower levels than the 4:00 p.m. 
serum cortisol levels of the subgroup of patients with 
major depression with melancholia (p<.01) (figure 1). 
The group with major depression with psychosis had 
significantly higher 4:00 and 11:00 p.m. serum corti- 
sol levels than the group with major depression with- 
out melancholia and a significantly higher 11:00 p.m. 
serum cortisol level than the group with major depres- 
sion with melancholia (p<.01). Serum cortisol concen- 
trations after dexamethasone in the group with major 
depression without melancholia did not differ from 
either the group with other diagnoses and depressive 
symptoms or the group with major depression with 
melancholia. 

Although statistical analysis did not reveal any 
significant correlations between postdexamethasone 
serum cortisol levels and age, there was a suggestion of 
a positive correlation between the 4:00 p.m. (r=.549, 
p<.087) and 11:00 p.m. (r=.647, p<.059) cortisol 
levels and age in the group with major depression with 
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TABLE 1. Dexamethasone Suppression Test Results in 47 De- 
pressed Patients With DSM-III Diagnoses 


"id Nonsuppression® 

DSM-III Diagnosis (years) N %o 
Major depression (N=30)» 22—68 23 76." 

Without melancholia (IN-«11)* 24-60 7 63.6 

With melancholia (N=9)° 22—67 6 66.7 

With psychosis (N—10)* 26-68 10 100 
Depressive symptoms, other 

diagnoses (N=17) 16-74 1 5.9 


?Nonsuppression was defined as a serum cortisol level greater than 5 g/d! at 


either 4:00 p.m. or 11:00 p.m. after 1 mg of dexamethasone had been 
administered the previous night. 


bSignificantly more of these patients exhibited nonsuppression than did 


patients with other diagnoses and depressive symptoms (p«.005, chi-square). 


FIGURE 1. Cortisol Levels at 4 p.m. and 11 p.m. of Depressed 
Patients With DSM-1I1I Diagnoses After Oral Administ-ation of 1 mg 
of Dexamethasone 
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melancholia and between the 11:00 p.m. /r—.611, 
p«.081) cortisol levels and age in the grcvp with 
major depression with psychosis. 


There was no significant relationship between post- 


dexamethasone serum cortisol levels and sex of the 
patient either in the total patient population or in any 
of the different diagnostic groups. 


THE DST IN THE CLINICAL SETTING 


DISCUSSION 


The finding of a 77% sensitivity for the DSM-III 
diagnosis of major depression with the DST confirms 
the findings in our previous study of 28 patients in the 
clinical setting (7) and those of extensive studies in the 
research setting (1-3, 5, 6), which demonstrated a high 
rate of dexamethasone nonsuppression in patients 
with major depression. However, the present data do 
not confirm one aspect of our previous observations, 
i.e., an increased rate of dexamethasone nonsuppres- 
sion in depressed patients with melancholia or psycho- 
sis compared with depressed patients without melan- 
cholia (7). Nevertheless, although there was no differ- 
ence in the rate of DST nonsuppression between the 
patients with subgroups of major depression as as- 
sessed by nonparametric analysis, the DSM-III sub- 
group with major depression with psychosis had sig- 
nificantly higher 4:00 and 11:00 p.m. cortisol levels 
after dexamethasone than did patients diagnosed as 
having major depression without melancholia, and a 
significantly higher 11:00 p.m. cortisol level than those 
in the group with major depression with melancholia 
(figure 1). This latter observation confirms our previ- 
ous finding of a higher 11:00 p.m. serum cortisol level 
after dexamethasone in a group with psychotic depres- 
sion when compared with patients with major depres- 
sion without melancholia (7). In that report we sug- 
gested that this DST finding in psychotically depressed 
patients might be simply correlated with the severity of 
illness. Rudorfer and associates (11) have suggested 
that depression with psychosis may represent a more 
severe form of depression. 

Although all of our patients were diagnosed by 
DSM-III criteria, the complete psychiatric history was 
available. It is possible that the specific DSM-III 
inclusion criteria were interpreted in the context of the 
clinical setting, resulting in a less heterogeneous group 
of major depressions than would the application of 
these criteria without this clinical history. Carroll and 
associates (12) made this very point when comparing 
diagnoses of major depressive disorder using Research 
Diagnostic Criteria versus a clinical diagnosis of a 
major depressive disorder. These factors might help 
account for the lower rate of abnormal DSTs in a study 
by Coryell and associates (13). In that study the DSM- 
III diagnoses were made by a research assistant. This 
may result in a more heterogeneous group of patients 
than would the assessment of DSM-III diagnoses by 
psychiatrists in the clinical setting. This may be a 
potential biasing factor when DSM-III diagnoses are 
made by psychiatrists who have knowledge of the 
clinical history beyond the cross-sectional, presenting 
symptoms. In short, DSM-III diagnoses by psychiatric 
clinicians may differ from those of research assistants. 

Tourigny-Rivard and associates (14) found that DST 
results were not correlated with patients’ age. Howev- 
er, recent reports have suggested that age may alter 
DST results (15, 16). Brown (16) suggested that “being 
over 75 or so” may be associated with failure to 
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suppress normally with dexamethasone. In view of 
these observations, our present findings suggesting an 
age effect on dexamethasone suppression are of inter- 
est. Although the results were not quite statistically 
significant, it appeared that mean serum cortisol after 
dexamethasone was positively correlated with age in 
the groups with melancholic and psychotic depression. 
Furthermore, it is of interest that the only DST non- 
suppressor in the group with other diagnoses and 
depressive symptoms was 74 years old. 

Another finding in this study is of interest: 2 of the 
patients tested were diagnosed as having posttraumatic 
stress disorder and were therefore included in the 
group with other diagnoses and depressive symptoms. 
Both exhibited normal suppression after dexametha- 
sone. Because stress is known to activate the hypotha- 
lamic-pituitary-adrenal axis and because these patients 
presented with primary symptoms of severe anxiety, it 
would appear that stress per se does not result in 
escape from dexamethasone suppression. 

This study extends to the clinical setting the increas- 
ing research body of information on the DST that 
suggests the utility of this laboratory test in the identi- 
fication of major depression. Further study of the DST, 
using DSM-III criteria, is needed to characterize the 
specific subclassifications of major depression. The 
magnitude of dexamethasone nonsuppression may be 
directly related to the severity of the depression. We 
believe the findings of this study demonstrate a poten- 
tial value for the DST in the setting in which it 
ultimately will be used. 
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The Dexamethasone Suppression Test in Adolescent 
Psychiatric Inpatients 


Steven D. Targum, M.D., and Ann E. Capodanno, M.A. 


The dexamethasone suppression test (DST) was 
administered to 120 adolescent psychiatric patients at 
the time of hospitalization, and cortisol levels were 
measured at 4:00 p.m. and 11:30 p.m. on the day 
after a 1-mg oral dose of dexamethasone was given. 
Failure to suppress serum cortisol (i.e., cortisol level 
<S ug/dl) was noted in 25 patients: 7 of 17 patients 
who met DSM-III criteria for major depressive 
disorder, 7 of 38 patients with dysthymic disorder, 7 
of 47 patients with conduct disorder, and 4 of 15 
schizopbreniform patients. The predictive value of 
tbe DST for major depressive disorder was only 
28%. Although adolescent patients with abnormal 
DSTs may eventually develop affective symptoms 
consistent with a major depressive disorder, the DST 
did not discriminate between major depression and 
other psychiatric diagnoses in these hospitalized 
adolescents. 

(Am J Psychiatry 140:589—591, 1983) 


he dexamethasone suppression test (DST) has 
been reported to be a useful functional marker of 
major depressive disorder in adult psychiatric patients 
and to have the capacity to distinguish depressed 
patients from nondepressed patients and normal vol- 
unteers (1). In most studies 4096—5096 of patients 


meeting DSM-III criteria for major depressive disorder. 


fail to suppress serum cortisol 24 hours after dexa- 
methasone administration (1—4). The specificity of this 
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procedure has been reported to be between 90% and 
100%, with a predictive value in the same range (1). 
Some authors (2, 5) have suggested that abnormal 
DSTs predict which patients will be responsive to 
antidepressant medication and that serial monitoring 
may be helpful in psychopharmacologic management. 

The diagnosis of depression is less well defined for 
adolescents than for adults (6—9). Because the symp- 
toms of affective disorder in adolescents are not always 
identical to those of adult depressive patients (6—9), 
the DST may be useful in the identification of adoles- 
cent patients predisposed to major depressive disorder 
and could be an aid to treatment-planning decisions 
regarding pharmacotherapy. Robbins and colleagues 
(10) administered the DST to 9 adolescent psychiatric 
patients, 4 of whom met Research Diagnostic Criteria 
for major depressive disorder; 2 of the 4 depressed 
patients and none of the nondepressed patients es- 
caped from cortisol suppression. Extein and coworkers 
(11) recently reported abnormal DSTs in 5 of 10 
adolescents diagnosed by DSM-III criteria as having 
major depressive disorder and in 1 of 8 nondepressed 
patients (p«.05). We conducted a study of 120 adoles- 
cent psychiatric patients who were given the DST at 
the time of admission to the hospital. 


METHOD 


Adolescent patients (N=120) hospitalized on the 
inpatient units of a psychiatric hospital in a major city 
consented to the administration of the DST. We ex- 
cluded patients with a history of drug or alcohol 
dependence. Many patients acknowledged experimen- 
tation with a variety of illicit drugs or alcohol, but 
these histories were evenly distributed among suppres- 
sors and nonsuppressors and did not influence the 
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ultimate results. The age range of the patients was 13— 
19 years; 62 were boys (meancSD age=15.3+3.1 
years) and 58 were girls (meantSD age=14.8+2.3 
years). Diagnoses were made independent of knowl- 
edge of the DST results and after each patient was 
evaluated by a clinical interview, psychological testing, 
and structured psychiatric interviews (12, 13). Patients 
were grouped into five primary diagnostic categories 
as defined in DSM-III: major depressive disorder 
(296.); dysthymic disorder (300.4); conduct disorder 
(312.); schizophreniform disorder (295.4); or schizo- 
phrenia (295.3). We did not find any differences in 
age or sex distribution between the five diagnostic 
groups. 

The DST was administered to patients who were 
drug-free for a minimum of 7 days. We used the 
protocol of Carroll and associates (1); i.e., we collected 
serum at 4:00 p.m. and 11:30 p.m. the day after each 
patient had taken 1 mg of dexamethasone orally at 
11:30 p.m. Serum cortisol was measured by radio- 
immunoassay utilizing a commerical laboratory assay 
kit described elsewhere (4). DST results were analyzed 
for all adolescent patients and for each diagnostic 
category. Postdexamethasone serum cortisol levels of 
greater than 5 p.g/d] at either 4:00 p.m. or 11:30 p.m. 
were considered abnormal (failure of suppression) 
according to the threshold criteria of Carroll and 
associates (1). The data were statistically analyzed by 
using a chi-square test with Yates’ correction for 
continuity. 


RESULTS 


Of our 120 patients, 17 met DSM-III criteria for 
major depressive disorder (5 of the 17 also had melan- 
cholic features), 38 for dysthymic disorder, 47 for 
conduct disorder, 15 for schizophreniform disorder, 
and 3 for schizophrenia. Nonsuppression of cortisol 
(i.e., an abnormal DST) was noted in 25 (21%) of the 
120 adolescents: 7 (41%) of the 17 patients with 
major depressive disorder, 7 (18%) of the 38 patients 
with dysthymic disorder, 7 (15%) of the 47 patients 
with conduct disorder, and 4 (27%) of the 15 patients 
with schizophreniform disorder had abnormal DSTs, 
but the difference between diagnostic categories was 
not significant (x^—5.31, df=4, p<.2). We also found 
no significant difference between suppressors and non- 
suppressors in regard to age and sex distribution: of 
the 62 boys, 10 (16%), whose mean (+SD) age was 
15.8+1.9 years, had abnormal DSTs; of the 58 girls, 
15 (26%), whose mean (+SD) age was 14.8+3.5 
years, had abnormal DSTs. 

A more conservative threshold criterion (1.e., post- 
dexamethasone cortisol levels of greater than 10 pg/dl) 
did not significantly distinguish between adolescent 
psychiatric inpatients with major depressive disorder 
and those with other psychiatric diagnoses: of the 17 
adolescents with major depressive disorder, 3 (18%) 
had postdexamethasone cortisol levels of greater than 
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10 ug/dl, as did 6 (6%) of the other 103 adolescent 
inpatients. 


DISCUSSION 


Using accepted threshold criteria (postdexametha- 
sone cortisol levels of greater than 5 ug/dl), we found 
that 25 (21%) of 120 adolescent psychiatric inpatients, 
including 7 (41%) of the 17 who met DSM-III criteria 
for major depressive disorder, had abnormal DSTs. 
The sensitivity of 41% for major depressive disorder is 
similar to that found in many adult depressed samples 
(1-4). We reported a 43% sensitivity in an adult 
sample from the same hospital setting with a 92% 
predictive value (diagnostic confidence) for major de- 
pressive disorder (4); in this study of adolescents, the 
specificity was 83% with a predictive value of only 
28% for major depressive disorder (7 of 25 abnormal 
DSTs). The conduct disordered and schizophreniform 
patients who had abnormal DSTs did not have clinical 
signs of depression, nor were they treated as depressed 
patients during their hospitalization. Thus, the DST 
was not useful as a diagnostic aid for the identification 
of major depressive disorder in these adolescent psy- 
chiatric inpatients. 

The low predicitive value of the DST in this sample 
of adolescents differs from some, but not all, of the 
adult literature. Some studies of adults have noted 
limited predictive value of DST results for major 
depressive disorder and abnormal DSTs in 1095—2096 
of nondepressed patients as well as in normal adult 
volunteers (14—17). A low prevalence of a disorder in a 
study sample can limit the predictive value of any 
laboratory index designed to identify that disorder 
(18). In this study, only 17 (14%) of 120 patients had 
DSM-III major depressive disorder. 

The adolescents who did not have major depressive 
disorder but who had abnormal DST results may 
someday manifest symptoms that will meet DSM-III 
criteria for major depression. Diagnosis of major de- 
pressive disorder is made by assessment of lifetime 
history, and these patients have passed through very 
few of their years at risk. The dysthymic adolescents, 
in particular, may yet develop a DSM-III-qualified 
major depressive episode. Further, the conduct disor- 
dered and schizophreniform patients who had abnor- 
mal DSTs may ultimately develop affective symptoms 
consistent with a major depressive disorder as well. 
Recent studies (7—9) suggest that hyperactivity, aggres- 
sive reactions, or schizophreniform symptoms may 


sometimes overshadow a coexisting depressive disor- 


der. Prospective studies of these patients may help to 
ascertain the potential value of the DST as a prognostic 
marker for the later development of overt depressive 
symptoms. 
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History of Incest in Girls Admitted to a Psychiatric Hospital 


Arshad Husain, M.D., and James L. Chapel, M.D. 


Of 437 adolescent girls admitted to a psychiatric 
bospital for emotional problems, 61 reported an 
incestuous involvement. Their mean age at the time 
of their first experience was 11.9 years. The liaisons 
occurred as often with fathers as with stepfathers; 
other, less frequent perpetrators of incest included 
brothers, brothers-in-law, uncles, a grandfather, an 
adoptive father, and a half-brother. The authors note 
that the victim of incest is almost always a 
preadolescent and that the occurrence of incest is 
probably not accurately reported nationally. 

(Am J Psychiatry 140:591—593, 1983) 
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ncest taboo exists in all cultures. Various theoretical 

frameworks have been presented in the literature to 
explain its function (1—4); however, the strength of the 
taboo is not universally uniform, and there are many 
instances of varying degrees of prohibition in different 
societies throughout history (5—7). 

Contemporary psychiatric literature approaches in- 
cest from the point of view of psychopathology. Some 
investigators view incest as symptomatic of family 
dysfunction (8—11), while others have identified devi- 
ant characteristics in the personalities of the involved 
fathers (12), daughters (13), and mothers (14). 

The study of incest by health professionals (15—21) 
has emerged from the overall concern of society re- 
garding the welfare of the minor who, in the case of 
incest, is considered to be a victim rather than a willing 
participant. Concern is also due to reports that serious 
emotional trauma may be inflicted on children in- 
volved in incestuous relationships (22). 

We present the findings from a study of young girls 
who were admitted to a psychiatric hospital for emo- 
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tional problems and who revealed that they had been 
exposed to incest. 


METHOD 


For this study, we used Levi-Strauss' (23) and 
Slater's (24) definition of incest as “‘overt sexual 
intercourse occurring between members of a group 
who are not permitted by the society to marry." We 
studied 437 female patients, 18 years of age or young- 
er, who were admitted to the services of a child 
psychiatric facility in the mid-Missouri area. As a part 
of the intake interview, the girls were asked nonthreat- 
ening questions about their sexual experiences (if any), 
including those with other family members. The moth- 
ers were also interviewed separately along the same 
lines as their daughters. Further verification of infor- 
mation about incest was done by studying records from 
agencies such as juvenile courts and family services. 


FINDINGS 


Of the 437 girls, 61 (13.9%) admitted to having 
been involved in an incestuous relationship, and all 
these reports were verified by the agency records. The 
mean (+SD) age of the abused girls at the time of 
admission was 15.8+1.97 years, and the reported 
mean age at the time of the first incestuous experience 
was 11.03+3.77 years. For 24 of the 61 girls who 
admitted to incestuous activity (39.4%), the sexual 
liaison was with a relative by marriage. For 37 of the 
61 girls (60.695), the liaison was with a blood relative. 
For 21 girls the natural father was the abuser; the 
mean age of these 21 girls at the time of admission to 
the hospital was 15.7+1.99 years, whereas the mean 
age at the time of their first sexual encounter was 
11.1+3.9 years. The mean age of the father when the 
incest first occurred was 40.6+7.3 years. For 20 girls 
(32.8%) the perpetrator of incest was the stepfather; 
the mean age of the victims at the time of admission 
was 15.3+2.3 years, whereas the mean age at the time 
of their first sexual encounter was 10.2+3.4 years. The 
mean age of the stepfather when the incest first 
occurred was 36.42:8.3 years. For 12 girls (19.7%) the 
sexual liaison occurred with an older brother; the 
mean age of the sister at the time of admission was 
16.6+1.4 years and the mean age at the time of the 
first sexual liaison was 11.17+4.57 years. The mean 
age of the brother when the incest first occurred was 
16.0+4.1 years. For the other 8 girls the perpetrators 
of incest included 3 brothers-in-law, 2 uncles, 1 grand- 
father, 1 adoptive father, and 1 half-brother. 


DISCUSSION 


One of the most common preoccupations of the 
human mind since antiquity has been incest (22), but 
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the subject is treated as “so abominable that it must 
not be thought about or discussed.” Until recently, this 
attitude was predominant in medical practice and 
clinicians were hesitant to question the parents of their 
patients about the occurrence of incest. This reluctance 
is reflected in the low incidence figure of incest quoted 
in early studies. For many years the number of known 
cases of incest was cited as 1—2 per 1,000,000 persons 
per year (25), but later studies reported as many as 
5,000 cases of incest per 1,000,000 persons per year 
(20). This increase in incidence is attributed to system- 
atic probing about the occurrence of incest by asking 
direct questions. A more recent study (26) indicates 
that the incidence of reported incest is even higher 
among psychiatric populations. 

In our study, the father was involved in the majority 
of cases and the stepfather in almost as many. The 
incestuous father was older than the stepfather, and 
the victim was usually a preadolescent. The girl victim- 
ized by her stepfather was about a year younger than 
the girl victimized by her father. In view of the age of 
the natural father when he first engaged in the incestu- 
ous relationship with his daughter, one may hypothe- 
size that the mid-life crisis may play some role in the 
violation of the incest taboo. At this age, when reex- 
amination of the marital relationship often occurs 
(27), one can develop an exaggerated sense of loss and 
rejection in an unsatisfactory relationship, and the 
father may feel justified in developing a liaison with his 
daughter, who may not violently resist acting as a 
substitute for her mother. The stepfather, on the other 
hand, was younger; stepfathers may not develop incest 
taboos because they come into the family as strangers 
and are as aroused sexually by the female child as by 
her mother (perhaps more so). The incestuous brother 
may be acting out of an inability to satisfy his sexual 
needs and his curiosity through his peer group and 
turns to a more accessible and less threatening female, 
his sister. 

From our study we feel we can make the following 
general assumptions: 1) a large number of adolescent 
girls admitted to psychiatric inpatient services have 
reported exposure to incestuous relationships; 2) the 
victim is young, often a preadolescent, and the perpe- 
trator is most often the father or stepfather; and 3) 
about one-third of all cases of incest in our study were 
committed by natural fathers, one-third by stepfathers, 
and the remaining cases by a variety of other male 
relatives. 


REFERENCES 


. Freud S: Totem and Taboo. New York, Vintage Books, 1946. 

. Duberuil G: Les bases psycho-culturelles du tabou de l'enceste. 
Can Psychiatr Assoc ] 7:218—234, 1962 

. Lindzey G: Some remarks concerning incest and incest taboo 
and psychoanalytic theory. Am Psychol 22:1051—1059, 1962 

. Parsons T: The incest taboo in relation to social structure and 
the socialization of the child, in Personality and Social Systems. 
Edited by Smelser NJ, Smelser WT. New York, John Wiley & 
Sons, 1963 

5. Kardiner A: The Individual and His Society: The Psychodynam- 


nh 0) ë Nae 


Am J Psychiatry 140:5, May 1983 


ics of Primitive Social Organization. New York, Columbia 
University Press, 1939 
6. Lutier J: Function of cultural and psychosocial elements in 
crimes of incest in a rural enyironment. Ann Med (Milano) 
41:80—83, 1961 
7. Wolf AP: Adopt a daughter-in-law, marry a sister: a Chinese 
solution to the problem of the incest taboo. American Anthro- 
pologist 70:864—874, 1968 
8. Lustig N, Dresser J, Spellman $, et al: Incest: a family group 
survival pattern. Arch Gen Psychiatry 14:31—40, 1966 
9. Browning D, Boatman B: Incest: children at risk. Am J Psychia- 
try 134:69—72, 1977 
10. Nakashima I, Zakus G: Incest, review and clinical experience. 
Pediatrics 60:696—701, 1977 
11. Rosenfeld A, Nadelson C, Knieger M, et al: Incest and sexual 
abuse of children. J Am Acad Child Psychiatry 16:327—339, 
1977 
12. Rhinehart ]: Genesis of overt incest. Compr Psychiatry 2:338— 
349, 1961 
13. Giovacchini PL: Submerged ego. J Am Acad Child Psychiatry 
3:430—442, 1964 
14. Kaufman I, Peck A, Tagiere K: The family constellation and 
overt incestuous relations between a father and a daughter. Am 
J Orthopsychiatry 24:266—279, 1954 
15. Green FC: Incest and sexual abuse. Pediatr Ann 8:268—288, 
1979 


GABY, LEFKOWITZ, AND ISRAEL 


16. Walters D: Physical and Sexual Abuse of Children: Causes and 
Treatment. Bloomington, Indiana University Press, 1975 

17. DeFrancis V: Protecting the Child Victim of Sex Cames Com- 
mitted by Adults. Denver, American Humane Association, 1979 

18. Brant R, Tisza V: The sexually misused child. Am ] Orthopsy- 
chiatry 47: 80—90, 1977 

19. Sarles R: Incest. Pediatr Clin North Am 22:633—0642, 1975 

20. Gebhard PH: Sex Offenders: An Analysis of Types. New York, 
Harper & Row, 1965 

21. Burgess A, Holstrom L: Sexual trauma of children and adoies- 
cents. Nurs Clin North Am 10:551—563, 1975 

22. Justice B, Justice R; The Broken Taboo. New York, Human 
Sciences Press, 1979 

23. Levi-Strauss C: The Family in Mass, Culture and Society . Edited 
by Shapiro HL. New York, Oxford University Press, 1956 

24. Slater MK: Ecological factors in the origin of incest. American 
Anthropologist 61:1042-1058, 1959 

25. Kinsey AC, Pomeroy WB, Martin CE, et al: Sexua! Behavior in 
the Human Female. Philadelphia, Saunders Co, 1953 

26. Rosenfeld A: Incidence of a history of incest among, 1$ female 
psychiatric patients. Am J Psychiatry 136:796—799. 1979 

27. Butler RN: Psychiatry and psychology of the midcie-aged, in 
Comprehensive Textbook of Psychiatry, 2nd ed, vol. 2. Edited 
by Freedman AM, Kaplan HI, Saddock BJ. Baltimore, Williams 
& Wilkins Co, 1975 


Treatment of Lithium Tremor With Metoprolol 


Nancy S. Gaby, M.D., David S. Lefkowitz, M.D., and J. Ray Israel, M.D. 


Two patients with bipolar affective disorder and a 
history of bronchospastic phenomena experienced 
tremor during lithium carbonate therapy. In both, 
metoprolol produced objective and subjective 
improvement of the tremor without producing 
bronchospasm. Objective improvement of tremor 
after use of metoprolol was documented by 
accelerometry. The authors discuss the implications 
of these findings. 

(Am J Psychiatry 140:593—595, 1983) 
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remor is a frequent side effect of lithium therapy. 

Propranolol HC] has been reported to b» effective 
in reducing lithium tremor (1, 2) but is contraindicated 
in patients with a history of bronchospastic phenome- 
na. Metoprolol tartrate, a cardioselective B-ccrenergic 
blocker, is relatively safe in these individuals 3, 4). We 
describe two patients with histories of bronchospasm 
in whom lithium-induced tremor was successfully 
treated with metoprolol. 


METHOD 


After we obtained informed consent from two pa- 
tients with bipolar affective disorder who had experi- 
enced intolerable tremor during lithium prophylaxis, 
had a history of bronchospasm, and had no other 
contraindications to the use of beta blockers, they were 
given metoprolol. The initial test dose of 25 mg was 
gradually increased as needed to a maximum of 50 mg 
b.i.d. Tremor amplitude and frequency were recorded 
immediately before and after metoprolol ingestion 


593 


LITHIUM TREMOR AND METOPROLOL 


with a mechanical accelerometer affixed to the third 
digit of the right hand and centered over the distal 
interphalangeal joint. Recordings were made, with 
both of the patient’s hands outstretched and the eyes 
closed, on a polygraph machine set to a sensitivity of 
7.5 mV/cm and a paper speed of 30 mm/sec. 


CASE VIGNETTES 


Case 1. Ms. A, a 26-year-old woman with a diagnosis of 
bipolar affective disorder, mixed type, was stabilized on 
lithium carbonate, chlorpromazine HCI, and imipramine. At 
serum lithium levels of .5—7 mEq/liter, she developed a fine 
8-cycle/sec postural tremor characteristic of those produced 
by lithium. Her tremor was reduced with propranolol HCl, 
but she developed wheezing, which persisted despite a de- 
creased lithium dose. After propranolol was discontinued, 
Ms. A stopped taking lithium because of the reappearance of 
the tremor. She continued to take chlorpromazine and 
imipramine after discontinuing lithium and had no tremor. 

Doses of lithium carbonate required to control Ms. A's 
affective illness consistently produced tremor, even when 
given as a sustained release preparation; therefore, we pre- 
scribed 25 mg b.i.d. of metoprolol tartrate. She tolerated this 
dose well, so we cautiously increased it to 50 mg b.i.d. in 25- 
mg increments. No adverse effects were encountered, and the 
tremor was well controlled. 

The tremor reappeared within 2 days after metoprolol was 
discontinued. The tremor was recorded at the completion of 
a 2-week washout period. At that time, Ms. A's serum 
lithium level was .8 mEg/liter. She was rechallenged with 50 
mg of metoprolol; accelerometer tracings were repeated after 
30, 60, and 90 min without changing the position of the 
transducer, and subjective improvement and reduced tremor 
amplitude resulted. Her regular dose of 50 mg b.i.d. of 
metoprolol was restarted, and after 1 week of oral adminis- 
tration, when her serum lithium level was 1.2 mEq/liter, the 
tremor was again recorded. No change was made in her 
other medications (chlorpromazine, 50 mg h.s. p.r.n., and 
imipramine, 75 mg every morning), and the lithium dose was 
kept constant at 300 mg t.i.d. 


Case 2. Ms. B, a 42-year-old woman with a history of 
bipolar affective disorder, was hospitalized because of hypo- 
manic behavior. She had been taking levothyroxine sodium, 
.2 mg/day, for several years for suppression of a nontoxic 
nodular goiter. Her thyroid levels at admission were elevat- 
ed—Ty, 5.7 ug/dl (normal, 4.5—11 ug/dl); T3 uptake, 39.1% 
(normal, 2495—3496); and TSH, undetectable (normal, 0—10 
wU/ml)—but she had no somatic evidence of hyperthyroid- 
ism. Levothyroxine was temporarily discontinued and then 
restarted at a lower dose without a significant change in her 
behavior. After she was started on slow-release lithium 
carbonate, 900 mg/day, she developed a lithium tremor (at a 
serum lithium level of .6 mEg/liter). Because of a history of 
childhood asthma she was given metoprolol, 25 mg b.i.d., 
after a single test dose of 25 mg that produced no adverse 
effects. Accelerometer tracings, performed before metoprolol 
administration, 30 min after the test dose, and after 3 days of 
metoprolol administration (figure 1), confirmed the subjec- 
tive improvement noted by Ms. B. The tremor amplitude was 
decreased by 5096 without change in frequency. Her lithium 
level at the time of the last tracing, when her lithium dose 
was 1200 mg/day, was 1.0 mEg/liter. 
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FIGURE 1. Tremor Recording With Accelerometer of a Patient With 
Bipolar Affective Disorder Before and After Metoprolol Treatment 
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DISCUSSION 


Lithium tremor is a fine 5—12 cycle/sec irregular 
action tremor that is considered to be an exaggerated 
physiologic tremor (5). It occurs in up to 65% of 
patients on long-term lithium therapy (6, 7) and is 
more likely to occur in men (7), in the aged (8), and in 
patients who are dysthymic or taking other psychotro- 
pic medications (6). Tremor is more common early in 
lithium therapy (9). Appearance of the tremor may not 
be dose related; there is no definite threshold above 
which it occurs (2, 8). Vestergaard and associates (7) 
found no statistical difference between serum lithium 
levels in patients with tremor and those without trem- 
or. Although tremor frequently responds to decreasing 
the dose, it may be necessary to lower the lithium level 
below what is considered therapeutic for control of the 
affective disorder, as in Ms. A's case. 

Persistent tremor may interfere with patient compli- 
ance. Beta blocking agents have been reported to be 
effective in the treatment of lithium tremor. Most 
commonly, propranolol in doses of 30—80 mg/day has 
been used (1, 2). A therapeutic effect may be seen 
within 30—60 min. Other nonselective beta blockers 
such as oxprenolol (10, 11) and pindolol (12) have 
proved useful. Kirk and associates (13) have stated 
that lithium tremor in patients receiving concomitant 
tricyclic antidepressants do not respond to beta block- 
ade. For Ms. A, however, tremor was well controlled 
despite the simultaneous use of imipramine. 

Because of their respiratory histories, Ms. A and Ms. 
B received metoprolol tartrate, a cardioselective beta 
blocker with little B; antagonism in doses less than 100 
mg/day (4), for treatment of lithium tremor. A thera- 
peutic effect was noted, both subjectively and by 
accelerometry, within 30 min of an oral dose of 
metoprolol. Tremor amplitude was diminished by at 
least 50% without change in frequency. No side effects 
were encountered in either patient. 

To our knowledge, the use of metoprolol for lithium 
tremor has not been reported. There have been two 
studies on the use of practolol for this problem (14, 
15). Practolol is also B; selective but, in contrast to 
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metoprolol, does not enter the CNS and has intrinsic 
sympathomimetic activity (3). Because of its toxicity, it 
is no longer widely used and has never been approved 
for use in the United States. Kellett and associates (14) 
found no effect of single oral doses of propranolol or 
practolol on drawing tasks in patients with lithium 
tremor. In an open trial with pindolol and practolol, 
Floru and associates (15) demonstrated reduction of 
tremor with both agents; pindolol was more effective. 

Successful treatment of lithium tremor with cardio- 
selective beta blockers suggests a major role of the fj, 
receptor in the etiology of lithium tremor but does not 
preclude participation of the B} receptor as well. 
Metoprolol has been shown to be effective in essential 
tremor (16), which is similar to lithium tremor in many 
respects. The fact that nonselective agents have greater 
efficacy in essential tremor than metoprolol, which in 
turn is more effective than placebo (17), implicates the 
B; and the B» receptors in essential tremor. Whether 
both receptors are involved in lithium-induced tremor, 
which has been suggested by the data of Floru and 
associates (15), is not yet known. A double-blind 
comparison of cardioselective and nonselective beta 
blockers with similar CNS bioavailability could an- 
swer this question. 
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Use of Joint Consultations in Inpatient Psychiatry 


Robert S. Pynoos, M.D., M.P.H., Ira D. Glick, M.D., and Peter Roy-Byrne, M.D. 


The coexistence of medical and psychiatric 
problems in psychiatric inpatients often causes 
compliance difficulties, based on either irrational and 
distorted fears of medical treatment or more rational 
concerns that proposed psychiatric treatment could 
adversely affect a preexisting medical condition. The 
authors propose the use of joint consultations, in 
which both the psychiatrist and the other medical 
specialist meet together with the patient, as a way of 
ameliorating such distortions and conflicts and 
thereby improving compliance with both medical and 
psychiatric treatment. 

(Am J Psychiatry 140:596—598, 1983) 


S everal reports have called attention to the high 
prevalence of medical disorders among psychiatric 
inpatients (1, 2). The coexistence of serious medical 
and psychiatric problems often complicates the care of 
such patients. Many patients who are admitted to 
inpatient psychiatry services are already known to 
have either medical or neurological illnesses and are 
under the management of an internist, cardiologist, or 
neurologist. These patients often question the institu- 
tion of recommended psychiatric treatment because 
they fear it will prove harmful to their medical care. In 
other patients, routine medical evaluation at the time 
of admission may reveal findings that require medical 
consultation and further evaluation. These patients, 
especially if psychotic, often harbor irrational fears 
about medical intervention and may refuse procedures 
required for evaluation and treatment. In both in- 
stances, costly treatment delays occur, and the psychi- 
atric or medical condition may worsen. 

Shortly after World War II, psychiatry began to 
show an interest in the role of the psychiatric consul- 
tant in the general medical or surgical setting (3). At 
the same time there appeared the first published re- 
ports of a high prevalence of medical disorders among 
psychiatric inpatients (4). However, no corresponding 
attention has been paid to the role of the medical 
consultant in the psychiatric setting. In outlining four 
areas where psychiatric consultations are often re- 
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quested, Schiff and Pilot (5) mentioned two that are 
just as likely to prompt the reverse, a request by the 
psychiatrist for a medical consultation. These are 1) 
when there is a lack of consensus between the patient 
and the medical staff about the severity of the illness, 
and 2) when there are actual or potential issues of 
mismanagement where medical and psychiatric prob- 
lems coexist. In both areas the need for a close working 
relationship between the psychiatrist and the other 
medical specialist is evident. 

Grotjahn and Treusch (6) described a technique for 
the psychiatric consultation using a triangular ap- 
proach: the psychiatist sees the patient with the inter- 
nist present in the internist's office. They recalled that 
the traditional meaning of consultation referred to 
“the use of an expert colleague called in to review and 
to consult on a difficult medical problem. It is the rule 
in the usual medical consultation for this to be done 
with the consultant seeing the patient along with the 
physician who called him in. The connotation in this 
sense differs from a medical referral, where a patient is 
sent to another physician for an opinion or for certain 
specialized care." 

The following examples illustrate several ways in 
which a joint consultation was found beneficial on an 
inpatient psychiatry service. 


CASE EXAMPLES 


Case 1. A 40-year-old man who had just had open-heart 
surgery with valvular replacement and was being maintained 
on digitalis and warfarin was admitted for the treatment of a 
major depression. Treatment options were described to the 
patient and his wife. They botb declined electroconvulsive 
therapy (ECT). Because he feared that the side effects of 
antidepressants might prove deleterious to his medical condi- 
tion, the patient also refused use of antidepressant agents in 
clinically efficacious doses. À joint meeting with the patient, 
his wife, the cardiologist, the psychiatrist, and a psychophar- 
macology consultant was arranged, and the alternative forms 
of psychiatric treatment were discussed in terms of what the 
actual risks to his cardiological status would be versus the 
risks of leaving the depressive illness untreated. After this 
consultation, the patient's fears lessened and his adherence to 
recommended forms of treatment improved. 


Case 2. A 37-year-old woman with a known family history 
of Huntington's chorea was admitted for treatment of an 
acute psychotic episode. In addition to the psychosis, she had 
early neurological indications of the onset of Huntington's 
chorea. Medication with 15 mg of haloperidol a day proved 
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efficacious in the acute treatment of her psychosis. However, 
even small changes in the dose were associated with more 
overt choreoathetotic movements, and care had to be exer- 
cised not to increase or decrease the dose rapidly. The patient 
became fearful about the continued use of such an agent. 
Given the patient’s condition, the clinical staff believed she 
would likely need further treatment with psychoactive agents 
as the neurological impairment progressed. The neurologist 
and the psychiatrist talked to the patient together and were 
able to address her fears and help her understand the relative 
risks inherent in her care. Adherence improved, and her 
psychiatric condition stabilized. 


Case 3. A 36-year-old woman with a known history of 
manic-depressive disorder, bipolar, was admitted for treat- 
ment of a recurrent episode of mania after several financially 
destructive actions. She had discontinued lithium carbonate 
treatment after her gynecologist, acting as her general practi- 
tioner, had discovered a mild hypothyroid condition, pre- 
scribed thyroid replacement therapy, and indicated that 
lithium was probably responsible for the thyroid dysfunc- 
tion. The psychosis was acutely managed with an antipsy- 
chotic agent, and lithium carbonate was reinstituted. The 
psychiatrist then arranged for the gynecologist to join in a 
discussion with the patient of the risk of leaving the manic- 
depressive disorder untreated and to place in balance the 
minimal and treatable disturbance in thyroid function in 
view of the personally destructive consequences of further 
manic episodes. As a result, she felt less conflict between the 
advice of the two different specialists and no longer appeared 
afraid the lithium was causing thyroid tissue destruction. Her 
cooperation with maintenance treatment considerably im- 
proved. 


Case 4. A 42-year-old single man with a history of chronic 
undifferentiated schizophrenia was admitted during an epi- 
sode of worsening psychotic symptoms. Although he did not 
complain of any distress, he showed evidence by history, 
physical examination, and laboratory results of a duodenal 
ulcer that would require further medical evaluation. Howev- 
er, he was intensely afraid of even routine medical proce- 
dures, refusing first the blood tests and then the upper 
gastrointestinal series that the medical consultant said were 
indicated. When the issue of the medical workup was raised 
he also began to refuse to cooperate with the psychiatric 
treatment already in progress. A series of joint consultations 
was arranged: the psychiatrist and the other medical special- 
ist both discussed with the patient the medical risks and the 
nature and purpose of the procedures. In listening to the 
gastroenterologist, the patient seemed to be able to take 
more seriously his medical problems. The psychiatrist direct- 
ed his own attention toward immediately gaining from the 
patient a description of his fears. The two physicians were 
therefore able to identify and immediately address some of 
the patient’s distortions. As a result the psychiatrist and 
internist were able to design a plan for medical evaluation 
that adequately met the patient’s medical needs while mini- 
mizing as well as possible the use of frightening procedures. 
In the end the patient cooperated with this plan, and the 
management of his medical and psychiatric problems pro- 
ceeded without undue delay. 


Case 5. A 28-year-old man with exacerbation of paranoid 
schizophrenia was admitted to the psychiatry service com- 
plaining of “pressure on my eye.” Ophthalmologic consulta- 
tion in the eye clinic revealed early glaucoma. Unfortunately, 
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following the consultation the patient became agitated, 
incorporating the experience of the eye examination into his 
delusional system, and refused to cooperate with further 
medical or psychiatric care. A meeting was arranged with the 
patient, the psychiatrist, and the ophthalmologist in which 
the ophthalmologist demonstrated, with the help of a large 
scale model of the eye, what glaucoma meant. The patient 
became more cooperative with both treatments, and the 
ophthalmologist thanked the psychiatrist, remarking that the 
meeting was helpful because, “I couldn't tell when he wasn't 
understanding what I was saying." 


DISCUSSION 


We have found that joint consultations have proven 
more helpful than the usual procedure of having each 
specialist meet separately with the patient. It represents 
a return to the original meaning of a consultation in 
contrast to how it has come to be practiced. 

Many patients’ fears are a manifestation of legiti- 
mate concern; i.e, they are not fully attributable to the 
current psychiatric problems. It is therefore difficult 
for the patient to accept the authority of the psychia- 
trist alone in answering questions about the possible 
ramifications of psychiatric treatment for the current 
medical problems. On the other hand, medical special- 
ists are often unable to put into perspective the risk of 
no psychiatric treatment and the relative risk versus 
efficacy of alternative forms of treatment. The patients 
described in cases 1 and 2 illustrate how patients can 
respond well in these situations to an open discussion 
with both specialists. Another common indication for 
such consultation would be when a patient needs not 
only an antidepressant but also an appropriate antihy- 
pertensive agent. 

In addition, the patient described in case 3 serves to 
remind psychiatrists that in many circumstances we 
are not the only physicians involved in treatment. It is 
important to ensure that physicians act collaborative- 
ly. Otherwise, the patient has to deal with divided 
loyalties and distortions of risks, which can, as in this 
case, result in the precipitous discontinuation of need- 
ed treatment. 

The patients described in cases 4 and 5 illustrate a 
common situation—the patient with schizophrenia, 
while under acute psychiatric care, also requires treat- 
ment for a concomitant medical disorder. Talbott and 
Linn (7) have alerted us to the special needs of these 
patients. The psychiatrist may need to rely on his or 
her nonpsychiatric medical ‘colleague because these 
patients may preferentially take their medical prob- 
lems more seriously and respond more readily to 
nonpsychiatric medical authority. Here, too, we be- 
lieve there is a need for the psychiatrist to be present 
during the medical consultation so that any distortion 
introduced by the patient in response to the consul- 
tant's findings and recommendations can be ad- 
dressed, further explanations provided, and an accept- 
able plan devised while these patients! known indiffer- 
ence to medical concerns and heightened fear of 
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medical procedures are taken into account. 

We believe that the joint consultation on the psychi- 
atric inpatient service is most effective in the handling 
of patients who have medical and psychiatric prob- 
lems. The simultaneous presence of the psychiatrist 
and the other medical specialist provides the patient 
with full opportunity to explore and understand inter- 
actions of the two forms of treatment and facilitates 
compliance with treatment recommendations. 
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Disability and Depressive Symptoms in Two Communities 


Thomas J. Craig, M.D., M.P.H., and Pearl A. Van Natta, M.A. 


A community survey conducted in Kansas City, 
Mo., and Washington County, Md., revealed a 
significant association between symptoms of 
depression and self-reported disability. No 
demograpbic variables showed any consistent 
relationship to disability. The findings underscore the 
need for programs designed to identify and treat 
depression. In addition, any study using disability as 
an outcome measure must control for level of 
depressive symptoms. 

(Am J Psychiatry 140:598—601, 1983) 


hile the estimated magnitude of self-reported 
disability in the United States has been substan- 
tial (e.g., the Health Interview Survey by the National 
Center for Health Statistics [1] reported the prevalence 
of restricted activity days to be 11.8 per person per 
year for men and 14.8 for women), its significance in 
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terms of cause and remedy has been unclear and 
controversial. Studies primarily concerned with “‘phys- 
ical disability have tended to take such reports at face 
value and ascribe them to the illness presumed to be 
the cause (2), despite evidence that a given condition 
can manifest a wide range of disability and in some 
persons will lead to no apparent disability (3). In 
contrast, a number of more psychosocially oriented 
studies have pointed to an association between disabil- 
ity and indexes of depression, suggesting that any 
assessment of disability must take into accoünt the 
presence or absence of evidence of coexisting depres- 
sion (4—10). A drawback of these studies, however, is 
that they usually focus on specific clinical populations 
(e.g., depressed patients) whose data may not be 
generalizable. l 

For these reasons, it is crucial that we develop a 
clearer understanding of the association between dis- 
ability and depression, especially among those seg- 
ments of the population in which the connection may 
not be obvious (e.g., medical patients and members of 
the general community). This study offered a unique 
opportunity to examine this association in two com- 
munities that have different demographic characteris- 
tics. 


METHOD 


The present study was part of a larger interview 
survey carried out in Washington County, Md., and 
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Kansas City, Mo., in conjunction with the Center for 
Epidemiologic Studies of the National Institute of 
Mental Health (NIMH). The study population consist- 
ed of three groups: 1,672 white respondents from 
Washington County and 859 white and 295 black 
respondents from Kansas City. Details of the sampling 
techniques have been reported elsewhere (11). In both 
areas, after initial random selection of households, one 
individual over the age of 18 from each household was 
randomly selected for an oral interview conducted by 
nonmedical personnel. The questionnaires that were 
used requested information on demographic character- 
istics, health status, and psychosocial factors, with 
particular emphasis on depressed mood. 

The index of symptoms of depression was derived 
from the Center for Epidemiologic Studies Depression 
Scale (CES-D) (11, 12). This scale has a potential range 
of 0-60, obtained by summing the weighted number 
of days of the week preceding the interview during 
which the respondent experienced the feeling described 
by each item. The scale has demonstrated high internal 
consistency reliability, acceptable test-retest stability, 
and good construct and criterion validity in both clinic 
and community samples (13—16). We used a cutoff 
score of 16 to identify individuals with high levels of 
depressive symptoms (17) and a score of 30 or more to 
identify a subgroup with a high likelihood of depres- 
sion. 

The measure of disability, corresponding closely to 
the measure of “restricted activity days" used by the 
Health Interview Survey (1), was the respondent’s 
answer to the question “In the past week, did you have 
to cut down on your usual activities because you didn't 
feel good?" If the respondent answered yes, the inter- 
viewer was instructed to probe for the exact number of 
days of restricted activity. We assessed the occurrence 
of one or more alcohol problems in the previous year 
by using a list derived from work by Mulford (18). We 
adjusted for the effects of all demographic variables, 
alcohol problems, and CES-D scores except the one 
under consideration by means of a modified binary 
variable multiple regression procedure developed by 
Feldstein (19) and tested for significance with F ratios. 

The adjusted mean number of disability days report- 
ed by respondents in each of the three community 
samples was calculated for six demographic character- 
istics (age, sex, marital status, years of schooling, 
employment status, and income) and two psychosocial 
characteristics (report of alcohol problems and CES-D 
score). These adjusted rates represent the mean num- 
ber of disability days reported during the week before 
the interview after controlling for all other characteris- 
tics. 


RESULTS 
The only variable that was significantly (p<.005) 


related to disability in all three population groups was 
symptoms of depression as measured by the. CES-D. 
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The mean number of disability days for each of the 
three depression categories (CES-D scores of 0-15, 
16-29, and 30 or more) was similar across all three 
samples. 

There was a linear increase in mean disability days 
with increasing CES-D score, with ranges among the 
population subgroups of .27—.31 disability days for 
respondents with CES-D scores of 0-15, 1.06—1.34 
days for respondents with CES-D scores of 16—29, and 
1.97—2.24 days for respondents scoring 30 or above 
on the CES-D. None of the demographic or alcohol 
variables showed any significant association with dis- 
ability days. Since the measure of mean disability days 
may be affected by the propensity of certain individ- 
uals to report multiple disability days (hence inflating 
the score), we carried out a similar analysis using the 
rate of disability (i.e., percentage of total population 
reporting 1 or more disability days) rather than the 
mean number of disability days. The only difference in 
results from those obtained when mean disability days 
were used was a plateau among the Kansas City black 
group with respect to depression scores. Of Kansas 
City black subjects with CES-D scores of 0—15, 8.196 
reported 1 or more disability days, as compared with 
30.9% for the group with scores of 16—29 and 31.6% 
for the group with scores of 30 or more. In contrast, 
among the Kansas City and Washington County white 
populations there was a linear increase in the rate of 
reported disability with increasing depression scores 
(1096 to 26.3% to 47.6% and 9.5% to 29.0% to 
56.8%, respectively). 


DISCUSSION 


Haber (3) cited the universal problems of interview 
survey data on disability and in particular emphasized 
a trend toward underreporting of disease and impair- 
ment. Past studies of clinical populations attempting to 
verify the existence of a “true” disability (apart from 
depression) have met with varying success. Kahn and 
associates (5) reported that depressed elderly individ- 
uals tended to complain of memory impairment, which 
could not be documented by psychological testing. 
Beck (7) reported that depressed patients were more 
pessimistic in predicting or judging the quality of their 
work on a card-sorting task than controls were, al- 
though performance was the same in both groups. On 
the other hand, Sternberg and Jarvik (8) reported that 
depressed patients showed marked impairment in 
short-term memory, which improved as clinical state 
improved with antidepressant therapy. Other studies 
have documented slower learning ability among de- 
pressed patients (9). Whitney and associates (10) re- 
ported an association between symptoms of depression 
and poor academic performance in college students. 
Blumenthal and Dielman (6) pointed out the problem 
of negative response bias, suggesting that the depressed 
individual might have a spuriously deflated view of 
how well he or she is doing. In any event, these reports 
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support Bennett and associates’ comments (4) that 
psychological factors may determine whether a person 
with a physical impairment becomes disabled and that 
disability may result from unidentified psychological 
illness and be mistakenly ascribed to organic disease. 
At the very least, research results suggest that any 
assessment of disability that relies on self-reports must 
take psychological factors, especially symptoms of 
depression, into account to derive any meaningful 
conclusions. 

The present study attempted to explore the nature of 
the association between self-reported depressive symp- 
toms and disability using a widely accepted depression 
self-rating scale. While CES-D scores above 16 have 
shown a moderate association with the clinical diagno- 
sis of depression (13), recent studies have suggested 
that most brief symptom checklists measure a phenom- 
enon more properly described as nonspecific psycho- 
logical distress or demoralization (20). Such scales 
typically assess affective distress but are not specific for 
a particular disorder; it has been suggested that they 
are most useful as first-stage screening procedures to 
be followed up with more specific diagnostic examina- 
tions for high scorers (20). Thus, the findings of the 
present study can be most precisely described as dem- 
onstrating a strong association between this measure 
of psychological distress and self-reported disability 
among community respondents, independent of the 
other demographic and clinical variables examined. 

These findings have implications for future investi- 
gations. It appears that the intimate relationship be- 
tween symptoms of depression or demoralization and 
self-reports of disability make it hazardous for any 
investigation to look at disability without controlling 
for psychological status. While recent reports indicate 
the need to assess mental health status as part of any 
study of functional disability (21, 22), instruments (23, 
24) continue to be designed and used as outcome 
measures for health care assessment which include 
items on a variety of functional categories (e.g., social 
interaction, sleep and rest, usual daily work) that bear 
a close resemblance to symptoms of depression. Unless 
some estimate of psychological status is also included 
in such instruments, conclusions drawn from the data 
may suggest levels of disability that are more closely 
linked to depression or demoralization than to the 
illness or health care process under investigation. 

Individuals who show substantial psychological dis- 
tress on these screening instruments might next receive 
a formal psychiatric assessment to determine the pres- 
ence or absence of a diagnosable condition and its 
relationship to the reported disability. Without such a 
two-stage screening procedure, any inferences drawn 
about the "actual" disability related to a specific 
physical condition or the functional outcome of a 
specific intervention are likely to be confounded by the 
individual's psychological distress. 

In addition, the impact of depression or demoraliza- 
tion, whether primary or secondary, on functional 
disability in the general population may be considera- 
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bly greater than is currently appreciated. In view of 
findings such as the marked improvement in memory 
function after antidepressant therapy reported by 
Sternberg and Jarvik (8), the identification and treat- 
ment of disability-associated depression should be 
given high priority in public health, industrial health, 
and vocational rehabilitation programs. The latter 
programs may be especially important as case-finding 
mechanisms analogous to the current development of 
treatment programs for alcoholism in industry. 
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Unexpected Clinical Features of the Tarasoff Decision: 
The Therapeutic Alliance and the “Duty to Warn" 


Lawson R. Wulsin, M.D., Harold Bursztajn, M.D., and Thomas G. Gutheil, M.D. 


The authors present a case report and discuss the 
clinical effects of tbe 'Tarasoff decision on tbe therapy 
of a potentially violent patient. They emphasize that 
the patient's ambivalence toward the intended victim 
can be used to foster the therapeutic alliance. The 
therapist’s legal duty to the victim and therapeutic 
duty to the patient, they assert, can then be 
synergistically applied with an unexpected benefit: 
the patient’s capacity to make choices is enhanced. 

(Am J Psychiatry 140:601—603, 1983) 


S ince the California Supreme Court enunciated, in 
the 1975 Tarasoff decision (1), the principle of the 
therapist’s special duty to protect third parties, critics 
of that decision have repeatedly predicted the coun- 
tertherapeutic effects of this decision on the patient, 
society, and the therapeutic alliance. As Stone (2) 
noted, 


The imposition of a duty to protect, which may take the 
form of a duty to warn threatened third parties, will 
imperil the therapeutic alliance and destroy the patient’s 
expectation of confidentiality, thereby thwarting effective 
treatment and ultimately reducing public safety. 


Gurevitz (3), in criticizing the decision, also noted, 


The duty to warn will increase rather than decrease the 
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likelihood of violence and will bring about greater use of 
involuntary care. 


Counterposed to these criticisms are the arguments 
of Wexler (4), who proposed that the Taraso/f decision 
be turned to therapeutic advantage in a family systems 
context. He wrote, 


A Tarasoff-type obligation [may prompt] a paradigmatic 
(or at least a pragmatic) shift in the treatment of interper- 
sonal violence from an intrapsychic model to a model 
more interactionist in perspective.... In terms of its 
overall impact, then, Tarasoff may help rather than hinder 
therapy. 


Wexler's speculations are in principle clinically 
sound and even reassuring; the clinician, however, is 
understandably disturbed by the concept oí therapeu- 
tic approaches being disruptively influenced from re- 
mote judicial benches. In any case this last prediction 
of the effect of the Tarasoff decision on thera»y invites 
empirical demonstration. We present herc a clinical 
report that illustrates the influence of the "duty to 
warn" upon the treatment of one patient, together 
with some recommendations and conclusions. 


CASE REPORT 


Mr. À, a 20-year-old single man, was admitted to the day 
hospital at the Massachusetts Mental Health Center 18 
months after stabbing a stranger in the neck. He had 
attempted assaults on his mother and on numerous hospital 
staff members, demonstrating a range of behavio-s consistent 
with the DSM-III diagnoses of alcoholism and antisocial 
personality disorder. He often heard the voice of 1s deceased 
father saying, "Kill, kill? and “Die, die!?*; spezi‘ically, the 
voice commanded him to kill his mother. He refused to allow 
his family to be contacted or involved in his treat ment, but he 
asked for help with the voices. He had no other sign of 
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psychosis, and antipsychotic medication brought him little 
detectable relief. When Mr. A’s hallucinations took the form 
of commands to kill his mother, we as part of the treatment 
staff became concerned about a possible duty to third parties. 
(Although Massachusetts has had no specific case “on point" 
for this issue, clinicians generally act as though the reasoning 
employed in Tarasoff applied here [5]. In this regard, we 
propose that our thesis in this article serve as a model for 
clinicians! behavior in ambiguous situations.) The treatment 
staff concluded that, in an “open ward" setting, a duty to 
warn did exist; transfer to a closed unit was rejected as too 
regressive. In keeping with the principle of maintaining the 
therapeutic alliance whenever possible (6), especially in legal 
matters (7), we elected to involve the patient maximally in 
the process. To this end, we proposed a draft of a letter that 
would inform Mr. A’s mother of the danger to her and that 
would also serve to document our response to her son's 
threats. In keeping with an alliance-seeking approach, Mr A's 
therapist went over the letter and the attendant rationale 
with him. The letter stated that the patient “feared he might 
harm [his mother].” Mr. A agreed with the content of the 
letter and insisted on talking to his mother before we mailed 
the letter, fearing the letter would cause his mother to wish 
never to speak to him again. His mother first responded to 
the letter by saying that he should be “locked up with the key 
thrown away." During the ensuing conversation, however, 
she stated openly, “I love you"; Mr. A responded, “J love 
you, too," and both began to cry. 

Thereafter, Mr. A abided by a temporary agreement with 
the therapist not to see his mother outside the treatment 
setting; but he continued telephoning her and the family 
every day. Although his mother volunteered information to 
us by telephone, she otherwise refused to participate actively 
in her son's treatment. No civil commitment or further 
intervention was necessary for Mr. A. 


DISCUSSION 


This vignette depicts a clinically based approach to 
the duty to protect third parties as enunciated in the 
Tarasoff decision and demonstrates that Wexler's posi- 
tion (4) can have clinical validity. The patient and the 
mother had interchanged the roles of potential assail- 
ant and victim many times in the patient's childhood. 
At the time of the threats these roles still appeared to 
be potentially interchangeable: each wanted to do 
away with the other. This interchangeability of roles 
reflected the intense ambivalence expressed by each for 
the other. 

Given that trust is the sine qua non of the therapist- 
patient relationship and that confidentiality is the 
mechanism for protecting that trust, only rarely can 
the therapist breach the patient's confidence without 
losing the patient's trust (and the patient). This point 
has been extensively reviewed by Meisel and Roth (8), 
who underscore the importance of reviewing the 
breach with the patient. 

In our case, several factors promoted the therapeutic 
alliance in spite of the breach of confidence. First, the 
informing process we employed—open, nondeceptive, 
actively including the patient—closely resembles the 
process used to obtain informed consent for a proce- 


602 


dure. Here, however, consent was obtained even when 
the issue was the patient's own dangerousness to 
another. The alliance, the optimal arena in which 
informed consent takes place, is strengthened by such a 
process; in addition, the attempt to obtain informed 
consent often serves as a test of the durability of the 
alliance and of the patient's ego capacities—both 
important factors in the assessment of dangerousness. 

Second, our review of the letter with the patient 
capitalized on exploring the affective ambivalence the 
patient had toward his victim, as he himself demon- 
strated by actively participating in the informing proc- 
ess and choosing to be the bearer of this information to 
his mother. Finally, the breach of confidence demon- 
strated the clinicians’ intent to protect the victim (and 
the patient) from serious harm as a result of the 
patient's violent impulses; the breach of confidentiality 
thus functioned like an external control. 

The clinical context that gives rise to the issue of a 
Tarasoff duty contains an inherent paradox; the pa- 
tient seems to act to thwart his own wishes. That is, the 
patient who intends harm informs the therapist, who 
has—in theory at least—some power to prevent that 
harm. The paradox of informing the therapist reflects 
the patient's fear of his own aggressive wishes and his 
ambivalence toward actually harming the viticm. Con- 
tinuing the process of informing the victim forces a 
graphic labeling of affects and moves them, as it were, 
back into the interpersonal context where they devel- 
oped; more importantly, the patient talks to the in- 
tended victim instead of acting. If the warning is 
performed with explicit recognition of the patient's 
ambivalence about the intended harm, it allows the 
therapist to ally with the healthy part of the patient's 
ego that fears the assault. 

As Appelbaum (5) has noted, one alternative for the 
clinician to the Tarasoff approach has traditionally 
been civil commitment for dangerousness, which has 
offered the advantages of maintaining confidentiality. 
In keeping with the spirit of Appelbaum's proposed 
options, our case vignette reveals empirically several 
therapeutic advantages of approaching the duty to 
warn in clinical terms, even with someone already 
hospitalized in an open setting. First, the patient's 
relationship with the victim is brought to center stage 
in the therapy; the warning process, as Wexler (4) had 
predicted, serves to pull the potential victim actively 
into the therapy (though only marginally and briefly in 
our case). Second, the patient can identify with the 
therapist's deliberate (verbal) approach to negotiating 
with the intended victim. In support of this view, our 
patient has, in fact, been able to interact verbally in 
other aggression-producing situations. Finally, the ap- 
proach described may permit use of a “‘less restrictive 
therapeutic setting," where the alliance functions in 
place of an elaborate panoply of constraints and 
warnings to promote the patient’s ability to work 
therapeutically with people, including particularly the 
intended victim. 

The objection might be raised here that this ‘‘delib- 
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'erate" approach poses undue risk for the potential 
victim. Clearly, the individual case circumstances must 
be considered: what is the level and immediacy of the 
risk? How much control over that risk can the clinician 
exercise (e.g., is the patient already in a hospital or 
not)? The short- and long-term advantages of such a 
“cool” approach to decision making (9) seem to us to 
justify its use even in a crisis, as we have described, to 
the benefit of both patient and victim. 
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Behavioral Precipitants to Civil Commitment 


Lee C. Rubin and Mark J. Mills, J.D., M.D. 


The authors examined retrospectively the 
prebospitalization behavior of 66 voluntary and 
involuntary psychiatric patients to determine 
precipitating factors in each person’s hospitalization. 
Involuntary patients had engaged in dangerous acts 
directed against others more frequently than had 
voluntary patients. However, very little significant 
harm was caused by members of either group. 

(Am J Psychiatry 140:603—606, 1983) 


O= of the two traditional justifications for civil 
commitment is the doctrine of police power (1— 
7). That doctrine rationalizes the state's interest in 
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preventing dangerous behavior but falls short of pre- 
ventive detention because it requires evidence of men- 
tal illness and violent behavior. An important question 
in police-power civil commitment is the degree to 
which those committed are actually dangerous. In this 
paper we explore that question. 

Numerous studies of psychiatrists’ ability to predict 
dangerous behavior (8—14) have generally reached a 
similar conclusion: Prediction of the dangerousness of 
the mentally ill is difficult and inaccurate (5—8), with 
false-positive predictions consistently outnumbering 
true positive ones (15—20 and an unpublished paper by 
J. Monahan, 1977). Among the problems facing those 
who attempt to predict dangerousness are the follow- 
ing: lack of consistent definitions of dangerous behav- 
ior (7, 8, 21-24, and an unpublished paper by J. 
Monahan, 1977), the statistical problem of overpre- 
diction resulting from the low base rate of violent 
behavior (7, 12, 16, 25, and an unpublished paper by 
J. Monahan), biases in psychiatrists’ assessments (6, 
15, 23), and the lack of corrective feedback available 
to psychiatrists and the courts (6, 23, and an unpub- 
lished paper by J. Monahan). In addition, the laws 
governing involuntary hospitalization in different 
states vary in their definitions of mental illness, their 
standards for commitment, and the legal safeguards 
surrounding commitment (26). 

These and other problems have led some psychiat- 
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ric-legal experts to conclude that police-power com- 
mitments ought to be curtailed (5, 6, 17) or even 
eliminated (23, 27). But before such changes are 
implemented, it is important to understand how the 
current laws work. To our knowledge these questions 
have been studied before only in the legal (not medical) 
setting (28, 29): What types of people are committed 
to mental hospitals, and what behaviors led to their 
hospitalization? 

To examine questions about the behaviors that 
precipitate involuntary hospitalization, we formulated 
three major hypotheses: There is a relationship be- 
tween legal status and object of prehospitalization 
behavior (involuntary patients’ acts are directed at 
other people), there is a relationship between legal 
status and degree of harm caused by the behavior 
(involuntary patients will cause more damage than 
voluntary patients), and there is a relationship between 
legal status and potential dangerousness of the behav- 
ior (acts by involuntary patients will be more danger- 
ous). By testing these hypotheses, we hoped that a 
more accurate profile of the dangerousness of commit- 
ted patients would emerge. 


METHOD 


The subjects were 66 inpatients discharged from the 
Massachusetts Mental Health Center during the peri- 
od from July 1, 1980, to January 31, 1981. Subjects 
were chosen randomly until 66 subjects, hypothesized 
to be a sufficient number, were obtained. Forty-four 
subjects were admitted on a 10-day emergency-invol- 
untary basis, and 22 were on voluntary status. Com- 
mitment was authorized if the failure to hospitalize a 
person would create a likelihood of serious harm, 
defined as a substantial risk of harm to self or to others 
or a substantial risk of injury to self due to impaired 
judgment (30). This Massachusetts commitment stan- 
dard is regarded as among the strictest in the nation 
(31). Men constituted 59% of the sample and women, 
41%. The mean age of the subjects (SD) was 
34.7414 years (range, 15—80 years). There were no 
significant differences between voluntary and involun- 
tary patients on these characteristics, in the number of 
prior hospitalizations, or in diagnosis. 

Data were gathered retrospectively from records of 
the Massachusetts Department of Mental Health, spe- 
cifically from the subjects’ commitment petitions and 
intake admission forms. Acts that precipitated hospi- 
talization were categorized according to three dimen- 
sions. The first dealt with the person or object toward 
whom the behavior was directed, subsumed under five 
categories: acts (or ideation) against other persons, 
acts directed against the self, inability to care for self, 
nuisance behaviors, and acts against property. The 
second dimension was degree of harm caused by the 
act, measured by the medical treatment necessitated or 
monetary value of the damaged object. It contained 
five categories: thoughts or threats and action (beyond 
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TABLE 1. Acts or Ideation Leading to Hospitalization of Involuntary 
and Voluntary Patients 


Involuntary Voluntary Total 


Characteristic of Act ese, AINE. MEOS 
or Ideation N 70 N 7o N 99 
Object 
Other persons 21 48 4 18 25 38 
Self 15 34 4 18 19 29 
Inability to care for self 4 9 6 27 10 15 
Nuisance behaviors 3 7 5 23 8 12 
Property 1 » 3 14 4 6 
Degree of resulting harm? 
Major 1 3 0 1 2 
Moderate 1 3 0 1 2 
Minor 3 8 4 25 7 13 
None 19 48 5 31 24 43 
Thought or threat 16 40 7 44 23 41 
Degree of dangerousness 
Potentially dangerous 26 59 6 27 32 49 


Potentially semidangerous 12 27 6 27 18 27 
Potentially nondangerous 6 14 10 45 16 24 


aThe 10 subjects hospitalized because of inability to care for self were omitted 
because degree of harm could not be determined, leaving a total of 40 
involuntary patients and 16 voluntary patients. 


verbal) resulting in no harm, minor harm, moderate 
harm, and major harm. The third dimension was a 
scale of dangerousness composed of three levels: po- 
tentially dangerous, potentially semidangerous, and 
nondangerous. Examples of the potentially dangerous 
level included assaults or ideation that involved a 
weapon and attempts at or ideation regarding self- 
harm that involved drugs. Potentially nondangerous 
acts or ideation encompassed behaviors such as tres- 
passing, hair pulling, and threatened or actual damage 
to property. The middle category, potentially semidan- 
gerous acts, included such behaviors and ideation as 
hitting or threatening to hit someone and head bang- 
ing. These categories were found to be highly reliable, 
with an interjudge agreement level of 94%. 


RESULTS 


Table 1 presents a summary of the objects of the acts 
or ideation that led to patients' hospitalizations. There 
was a significant difference between voluntary and 
involuntary patients (y7=13.95, df=4, p<.01), indi- 
cating that committed patients were more likely to 
have threatened or taken action against themselves or 
others than were voluntary patients. Only three pa- 
tients were involuntarily hospitalized because of nui- 
sance behaviors and only one because of damage to 
property. 

Table 1 also shows a distribution of the degrees of 
harm caused by the acts that led to subjects’ hospital- 
izations. Most noteworthy is the overwhelming ab- 
sence of harmful consequences from the patients’ acts: 
The majority (84%) were either threats or acts that 
caused no harm to the victim. There were no signifi- 
cant differences between the degrees of harm caused by 
involuntary and voluntary patients. Over half (59%) 
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of the acts committed by involuntary patients, but less 
than one-third of those committed by voluntary pa- 
tients, were potentially dangerous (x?=9.33, df=2, 
p<.01) (see table 1). The data also suggest that 
involuntary patients threaten acts that are potentially 
more dangerous than those which voluntary patients 
threaten. 


DISCUSSION 


Two of the three posited hypotheses were supported 
by the data. Legal status does correlate with the object 
of the act or ideation (involuntary patients’ acts are 
directed primarily at other people) and with the poten- 
tial dangerousness of the act (those by involuntary 
patients are potentially more dangerous than those 
performed by voluntary patients). The hypothesis that 
acts by involuntary patients would cause more harm 
than those perpetrated by voluntary patients was not 
supported by the data, since no significant differences 
between the two groups were found. 

These data provide a rough profile of civilly commit- 
ted patients. These people have threatened or begun to 
take some action directed against other persons (in 
48% of the cases) or against themselves (in 34% of the 
cases). The threats they make pertain to potentially 
dangerous behaviors, but their acts usually remain 
unconsummated, and little physical harm is done to 
the victim. This implication is important: The subjects 
in the study were not particularly dangerous to others 
in an absolute sense; none of them had ever carried out 
an act that caused harm to another, even to a minor 
degree. 

Although many practitioners feared that the new 
laws concerning the commitment of dangerous indi- 
viduals would change the population of committed 
patients to an excessively violent group that would 
disrupt hospital wards, this study suggests that their 
fears were unfounded. Patients currently committed to 
mental hospitals are not extraordinarily dangerous; 
instead, those mentally ill persons who do cause 
significant harm are more likely received by the crimi- 
nal justice system. The paradox of this trend is that 
those processed by law enforcement agencies often 
may be found incompetent to stand trial and may be 
hospitalized longer than they would have been if 
treated directly on an emergency basis (32, 33). 

This study also provides a basis from which the 
intent of commitment laws may be compared with 
their results. Unfortunately, the intent of the law is 
difficult to assess. If the intent was to limit commit- 
ment to only those persons who have actually carried 
out a dangerous act, then that intention remains 
unfulfilled. Indeed, such an outcome might never be 
reached, since the legal system will continue to snatch 
up those persons, mentally ill or not, before the 
medical community does. On the other hand, if the law 
was designed to minimize the number of persons 
hospitalized for strictly nuisance behaviors, then, at 
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least in Massachusetts, the dangerousness laws have 
succeeded. 

In summary, police-power commitments are in wide 
use throughout the United States (5). As such, they 
deserve continued examination by both psychiatric 
and legal scholars. Following the extensive changes 
that have taken place in commitment laws over the 
past decade, it is time for empirical investigation to 
determine the specific effects of these new laws. Re- 
searchers should investigate the short-term and long- 
term effects of commitment standards. With studies 
like these in hand, policy makers can determine wheth- 
er these are the outcomes they desire. If the answer is 
no, they can then redraft laws that both preserve rights 
and provide care for the appropriate patients. 
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The New Long-Term Patient in the Public Mental Hospital 


Stanley R. Platman, M.D., Alp Karahasan, M.D., Ph.D., and Thomas C. Booker 


The authors examine the development and 
characteristics of a “new” long-term population in 
the public mental health system in Maryland. The 
findings do not substantiate concern over a large 
increase in the number of chronic patients in state 
hospitals in the next several years. 

(Am J Psychiatry 140:606—608, 1983) 


[^ 1955 the number and rate of hospitalization of 
resident patients in U.S. state mental hospitals began 
what has been a continuous decline. The number of 
resident patients has decreased 66%, from 559,000 in 
1955 to 191,000 in 1975. The decrease in the rate of 
hospitalization per 100,000 population has been even 
greater, namely 7496 —from 344.4 in 1955 to 90.5 in 
1975. 

This decline in the use of state mental hospitals is in 
synchrony with the enormous growth of community 
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mental health programs, some of which also increased 
the availability of alternative inpatient settings. In fact, 
in January 1978 there were only 298 state mental 
hospitals, compared with 189 private psychiatric hos- 
pitals, 137 Veterans Administration (VA) psychiatric 
hospitals, and 925 nonfederal general hospitals with 
psychiatric units (1). However, state mental hospitals 
still were the largest single source of psychiatric hospi- 
tal admissions in 1975. 

The continuing use of state mental hospitals for the 
admission of involuntary patients and the continuing 
presence of a hard-core, long-term residential popula- 
tion has maintained their existence in spite of many 
prophecies of their eventual demise (2—4). In addition, 
although infrequently and inadequately discussed in 
the United States, it is a fact that new patients still 
continue to become long-stay residents of state mental 
hospitals. Any future plans for the demise of these 
hospitals must take into account this new long-stay 
population. Their characteristics, number, and needs 
and strengths must be assessed. 

This population has been adequately studied in the 
United Kingdom (5, 6), but there has been a paucity of 
such assessments in the United States. The emphasis on 
this population in the United Kingdom was due to the 
long-term plans in that country based on projected 
needs for hospital beds made by Tooth and Brooke (7). 
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TABLE 1. Length of Stay of Patients in Maryland Public Mental 
Hospitals, 1976-1981, According to End-of-Year Census? 


Length of Hospitalization (percent of patients) 


Total Less Than 1-2 3-5 6-10 More Than 
Year N 1 Year Years Years Years 10 Years 
1976 4,046 37.5 6.7 11.8 13.1 30.9 
1977 3,671 36.2 8.3 11.7 13.6 30.2 
1978 3,637 38.9 7.3 12.1 122 29.5 
1979 3,380 39.3 8.1 12.0 10.6 30.0 
1980 3,053 37.9 9.7 13.4 10.9 28.1 


1981 2,743 36.2 11.0 14.3 122 26.3 


4Over this period there was a decline of 1,303 patients. There was a decrease 

of 1.3% in patients staying less than 1 year; increases of 4.3% and 2.596 in 
those staying 1-2 and 2-5 years, respectively; and decreases of .9% and 
4.6% in those staying 5-10 and more than 10 years, respectively. 


The accumulation of a new long-term population 
threatened these planned projections. There was a fear 
that the build-up of new chronic patients would slow 
the attrition of beds for chronic patients. A number of 
studies (8—14) noted this accumulation and criticized 
the Ministry Memorandum “Hospital Services for the 
Mentally Ill? (15) in terms of its plans for closing and 
consolidating psychiatric hospitals. 

On the basis of these studies, the original projections 
of Tooth and Brooke have been modified in the United 
Kingdom. It is now recognized that beds will be needed 
somewhere for “old” long-stay, new long-stay, and 
shorter-stay patients (16, 17). The present bed projec- 
tions for a population of 1,000 are .51 for shorter-stay, 
.26 for severely demented, and .16 for new long-stay 
patients, amounting to a total of .93 beds per 1,000 
population (18). 

In this paper we examine this specific cohort within 
the public mental hospitals in Maryland, excluding 
those patients who are receiving services in specialized 
units for forensic and youth programs. 


FINDINGS 
Length of Stay 


Between 1956 and 1980 the end-of-year residential 
population in Maryland’s 4 regional hospital centers 
decreased from 9,530 to 3,053. In addition, the per- 
centage of individuals hospitalized for more than 1 
year fell from over 80% in 1956 to 62.1% in 1980. 
Most important is the change in the rate of discharge 
from hospitals within 6 months after admission; this 
rate accelerated from 41.3% of all admitted patients in 
1958 to 84.4% in 1980. 

Over the period 1976—1981, counts of the end-of- 
year residential population were conducted in the 
state’s 4 regional hospital centers. Table 1 presents 
data on the number of patients, by length of stay, as of 
the end-of-year census. (The terms length of stay and 
length of hospitalization are used interchangeably in 
this paper.) 

Table 1 reflects a continued reduction in total resi- 
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dential populations, especially among patients hospi- 
talized for more than 10 years. Conversely, there was 
an increase in the percent of patients staying 1—5 years. 
This finding suggests that reductions in patient popula- 
tions are not equitably distributed across cohorts with 
different lengths of hospitalization. 


Movement Into Long-Term Care 


In recent years the number of admitted patients 
graduating (shifting) into long-term care has been 
independent of the total number of admissions. (The 
term shifting or graduating cohort used in this paper 
refers to the group of patients from the preceding year 
who enter into long-term (1 year or more) patient- 
hood, as calculated after the close of the following 
year.) Since 1977 the number of graduates has been 
maintained at between 270 and 300 (276—375) in spite 
of a drop in total admissions from 10,620 (1977) to 
6,802 (1981). Great interest has been placed on the 
large proportion of patients (97%) discharged within 1 
year of admission; however, the future size of the long- 
term population is dependent on this cohort's shift into 
longer-stay groups annually at a proportion of 2%— 
496 of the total admissions, as well as on discharges 
and deaths (separations) among the long-term popula- 
tion. The continuing reduction in the long-term group 
is due to the fact that, to date, the number of separa- 
tions exceeds the size of the shifting cohort. Thus, 
separations in the long-term population made up 
10.596 of the total separations in 1980; deaths ac- 
counted for 5.2% of this figure. 

We compared the 297 individuals graduating in 
1980 into the 1—2-year cohort with the total 8,919 
patients admitted during 1980 and found a number of 
marked differences. The following types of patients 
were at high risk for entering into the shifting cohort: 
white women, patients older than 60 years, and those 
with a diagnosis of organic brain syndrome, schizo- 
phrenia, or mental retardation. 

In 1976, 270 individuals graduated into the 1—2- 
year cohort. Following this cohort from 1976 through 
1980 showed that by 1980 only 77 patients (29%) 
from the original cohort remained in the hospital. 
Table 2 compares the progress of this cohort from 
1976 to 1980. 

Although the cohort lost about 2596 of its size each 
year, the characteristics of the remaining population 
indicated some trends but basically remained constant. 
Sex and race distributions in 1980 showed little differ- 
ence from those in 1976. In terms of age, not only was 
the remaining cohort in 1980 expectedly older than the 
cohort in 1976, but separations appeared to have 
mainly been from the younger age groups, since older 
persons (over age 65) had a much higher representa- 
tion in the shifting cohort than did younger persons. In 
relationship to this, organic brain syndrome was more 
prevalent in 1980, and schizophrenia had decreased in 
number and percent. However, race, sex, age, and 
diagnosis were not barriers to separation from the 
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TABLE 2. Characteristics of the 1976 Shifting Cohort Retained From the 1976 to the 1980 End-of-Year Census 


% 


Year N Remaining 
1976 270 100 
1977 170 63 
1978 131 48 
1979 93 34 
1980 77 29 
Change from 

1976 to 1980 = 193 m 


hospital, and changes in the cohort profile were rela- 
tively minor. 


DISCUSSION 


In 1953 Kramer (19) emphasized the importance of 
public mental hospitals as an area for research in 
chronic disease. He noted that in 1950, 85.8% of all 
their patients were in residence over 1 year. In the 30 
years since that study, this long-stay population has 
decreased to about 6096, and the absolute numbers are 
much smaller. However, in the interim the remaining 
long-stay population has become more handicapped 
and more extensively studied. Various assessments of 
level of care have consistently noted that at least 30% 
of this chronic population is inappropriately placed 
(20). The impact of litigation and costs has ensured a 
predominant emphasis on providing community alter- 
natives for this misplaced population. However, little 
attention, especially in the United States, has been 
placed on studying additions to this long-term popula- 
tion. 

This examination in Maryland does not appear to 
substantiate any great concern for any large accumula- 
tion of a new long-stay population. Over one-third of 
the population remaining after 5 years is over age 65 
and would not be expected to have a long life expec- 
tancy. Currently, the number of discharges and deaths 
among the total long-stay population exceeds the 
number of new graduates, and therefore the long-term 
residential population should continue to diminish. 
However, it does appear that there is a severely 
disabled schizophrenic population and an elderly or- 
ganically disabled group that will continue to require 
long-term care. This group could be placed in the 
community in highly structured, well-supervised resi- 
dences, but at this time most community support 
systems deal with a less disabled population. 

Monitoring of these shifting cohort populations will 
continue in order to analyze various trends and to 
predict changing utilization patterns. 
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Patients Separated 


Total Deaths Discharged 
N N % N % 
100 25 2 75 75 

39 12 31 27 69 

38 10 26 28 74 

16 1 6 15 94 

55193 —48 —18 —145  -62 
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Cortisol Level Response to 1- and 2-mg Doses 
of Dexamethasone 


Walter Armin Brown, M.D., Maxim Daamen, M.D., Christine D'Agostino, O. F.R., 
Eleanor L. Dockery, R.N., B.S.N., Patricia A. Fournier, R.N., B.S.N., 
and Amy H. Parsells, R.N., B.S.N. 


Sixteen depressed patients underwent 1- and 2-mg 
overnight dexametbasone suppression tests in 
balanced order. Serum cortisol concentrations at all 
time points were significantly higher after the 1-mg 
dose. Nine patients were nonsuppressors after tbe 1- 
mg dose, and 4 after the 2-mg dose. 

(Am J Psychiatry 140:609—611, 1983) 


Poore assessment in psychiatric patients, 
a subject of research for 25 years, has in the past 2 
years been incorporated enthusiastically and some- 
what uncritically into clinical practice. The dexameth- 
asone suppression test (DST) is now widely used not 
only for research purposes but also for diagnosing and 
managing depressive illness. In the first studies show- 
ing that escape from cortisol suppression occurs selec- 
tively in depression and that the suppression reverts to 
normal when the patient clinically improves, the DST 
was done by administering 2 mg of dexamethasone at 
midnight and then measuring serum cortisol levels at 
8:00 a.m., 4:00 p.m., and 11:00 p.m. the next day. 
With this protocol, an abnormal response (cortisol 
concentration greater than 5.0 jg/100 ml in any 
postdexamethasone sample) occurred in about 4096 of 
patients with major depressive disorders; however, it 
occurred in only about 4% of healthy individuals and 
patients with most other psychiatric disorders, includ- 
ing schizophrenia, personality disorders, mania, and 
alcoholism (1, 2). 
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Carroll and associates (3) later reported that when 
the dexamethasone dose was reduced to 1 mg and 
blood sampled at 4:00 p.m. and 11:00 p.m. (a 1-mg 
overnight DST), a higher percentage (6596: of endoge- 
nously depressed patients had an abnormal response, 
with no loss of “specificity”? for depression; nonde- 
pressed patients were still, with few exceptions, nor- 
mal suppressors. On the basis of these findings and 
perhaps because of the fact that the 1-mz overnight 
DST is commonly used as a screening test for Cush- 
ing's syndrome, a 1-mg DST with blood sampling at 
4:00 p.m. and 11:00 p.m. or 4:00 p.m. alone has been 
accepted in both psychiatric research znd clinical 
settings as the standard DST protocol. Yet other recent 
studies (4, 5) have reported that with a 1-mg DST, a 
substantial number of healthy people and patients with 
psychiatric diagnoses other than depression show es- 
cape from cortisol suppression. Furthermore, when the 
l-mg overnight DST is used as a screening test for 
Cushing's syndrome, it is used only to rule out the 
disorder, not to rule it in; some false positives are 
expected. Nonsuppressors after 1 mg of dexametha- 
sone are further studied with higher doses of dexa- 
methasone and other tests of pituitary-adrenal func- 
tion. One study (Asnis and associates, unpublished, 
1980) compared DST results to baseline plasma corti- 
sol measures and found that escape from 2 mg of 
dexamethasone occurred only in cortisol hypersecre- 
tors, whereas escape from suppression with 1 mg of 
dexamethasone occurred in both hypersecretors and 
normosecretors. This finding suggests that only the 
2-mg DST is specific for pituitary-adrenal disinhibi- 
tion. 

Because the DST, particularly the 1-mg DST, is 
now widely used to 1) confirm the diagnosis of depres- 
sive illness, 2) assess response to treatment, and 3) 
examine the clinical, biochemical, and treatment re- 
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sponse correlates of pituitary-adrenal disinhibition on 
a research basis, we felt that it was important to 
systematically compare the two most widely used DST 
protocols, 


METHOD 


We carried out 1- and 2-mg DSTs in 16 hospitalized 
patients, 14 of whom met the Research Diagnostic 
Criteria (6) for major depressive disorder and 2 for 
minor depressive disorder. All were men and ranged in 
age from 28 to 65 years. The DSTs were administered 
3 to 5 days apart, and the order of the tests was 
reversed for each consecutive patient. Eight patients 
received the 1-mg dose first, and 8 received the 2-mg 
dose first. Dexamethasone was administered at 11:30 
p.m., and blood samples were drawn the next day for 
cortisol assay at 8:00 a.m., 4:00 p.m., and 11:00 p.m. 
Cortisol levels were measured by a solid-phase radio- 
immunoassay for which the within-assay and be- 
tween-assay coefficients of variation were less than 
7%. 


RESULTS 


The mean (+SE) cortisol concentrations for all 16 
subjects were significantly higher at all time points 
after the 1-mg dexamethasone dose than after the 2- 
mg dose (8:00 a.m., 8.6+2.3 and 1.9+.2 ug/100 ml, 
respectively, one-tailed t test, t=2.92, df=15, p<.01; 
4:00 p.m., 6.31.4 and 2.9.6 ug/100 ml, respective- 
ly, t=2.42, df=13, p<.025; 11:00 p.m., 4.91.0 and 
2.7+.6 wg/100 ml, respectively, t=2.17, df=10, 
_ p<.05). In addition, we used the common criterion for 
nonsuppression (cortisol concentration of 5 wg/100 ml 
Or greater in any postdexamethasone sample) and 
found that 9 of the 16 patients were nonsuppressors 
after the 1-mg dose and only 4 were nonsuppressors 
after the 2-mg dose. Five patients were suppressors 
after both tests, 2 were nonsuppressors after the 2-mg 
DST only, and 7 were nonsuppressors after the 1-mg 
DST only (binomial test, p<.10, see table 1). There 
were no marked differences between the first and 
second tests in the number of nonsuppressors (6 
nonsuppressors versus 7 nonsuppressors) or in cortisol 
concentrations (table 1). 


DISCUSSION 


These observations suggest that serum cortisol con- 
centrations after 1 mg of dexamethasone are predict- 
ably higher than after 2 mg and that the populations 
identified as suppressors and nonsuppressors will dif- 
fer with the 1- and 2-mg DSTs. Stokes and associates 
(7) have reported data that are entirely consistent with 
our observations. They administered 1 mg, 2 mg, or 8 
mg of dexamethasone at 11:00 p.m. to a group of 
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TABLE 1. Serum Cortisol Concentrations in 16 Depressed Patients 
After 1- and 2-mg Doses of Dexamethasone 


After 1-mg After 2-mg 
Patient and Schedule Dose Dose 
1-mg dose given first 
1 1.2 1.1 
2 9.8 1.4 
3 4.4 2.3 
4 20.7 7.4 
5 8.9 1.6 
6 4.2 7.4 
7 ed 6.8 
8 6.9 1.7 
Mean+SE ISELI 3.711.034 
2-mg dose given first ; 
9 19.4 4.7 
10 4.8 5.4 
11 22.3 9 
12 1.8 3.3 
13 5.5 1.4 
14 3.0 1.9 
15 2.6 4.5 
16 20.1 25 
Mean SE 9.943:3.16 3.08+.59b 
Total mean+SE 9,89%2.03 3.39X.58« 


aSignificantly lower than after the 1-mg dose, p«.02. 
bSignificantly lower than after the 1-mg dose, p<.05. 
‘Significantly lower than after the 1-mg dose, p<.005. 


hospitalized depressed patients in a mixed within- and 
between-subject design and sampled blood for cortisol 
assay at 9:00 a.m. the next day. Plasma cortisol levels 
were significantly higher after 1 mg of dexamethasone 
(18.1 jg/100 ml) than after 2 mg and 8 mg of 
dexamethasone (9.5 and 11.2 u.g/100 ml, respectively), 
but plasma cortisol levels after 2 mg and 8 mg of 
dexamethasone did not differ. These data may account 
in part for the inconsistencies among recent studies 
comparing clinical features and treatment response in 
suppressors and nonsuppressors; some of these studies 
have used a 1-mg dose of dexamethasone and others 
used a 2-mg dose. 

It is unclear at this point whether nonsuppression 
after 1 mg or 2 mg of dexamethasone is the more 
accurate reflection of pituitary-adrenal disinhibition. 
However, it would appear from our findings, those of 
Stokes and associates (7), and those of Asnis and 
associates (unpublished) that resistance to cortisol 
suppression after 2 mg of dexamethasone probably 
indicates the presence of pituitary-adrenal disinhibi- 
tion, whereas resistance to or escape from suppression 
after 1 mg of dexamethasone may at times occur in the 
absence of sustained pituitary-adrenal disinhibition. 
Further studies assessing the response to different 
doses of dexamethasone in relation to other measures 
of pituitary-adrenal activity (including serum ACTH 
levels, urinary cortisol levels, and baseline plasma 
cortisol levels) will be necessary to further clarify the 
relationships among measures of pituitary-adrenal 
function. At this point, more information is required 
before any protocol or technique for identifying the 
pituitary-adrenal disinhibition that occurs in psychiat- 
ric illness can be considered standard. 


a 
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Late-Onset Akathisia—An Indicant of Covert Dyskinesia: 
Iwo Case Reports 


Walter M. Braude, M.B., Ch.B., D.P.M., and Thomas R.E. Barnes, M.B., B.S. 


Tiwo patients receiving long-term depot 
antipsychotic treatment developed late-onset 
akathisia characterized by emergence toward the end 
of each injection interval. Drug dose reduction 
provoked exacerbation of tbe akatbisia and the 
appearance of choreiform limb dyskinesia. The 
authors discuss a possible pathophysiological 
mechanism. 

(Am J Psychiatry 140:611—612, 1983) 


kathisia is a syndrome of motor restlessness that 

occurs in association with antipsychotic drug 
administration. The condition usually occurs within 
the first 3 months after the beginning of drug treat- 
ment and is considered to be an acute dose-related side 
effect. However, akathisia has also been reported (1, 2) 
in patients exposed to chronic treatment with antipsy- 
chotic medication. In this report we describe two 
patients who developed akathisia during stable, long- 
term antipsychotic drug treatment. 
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CASE REPORTS 


Case 1. Ms. A, a 42-year-old housewife, had a 15-year 
history of schizophrenic episodes but was currently in remis- 
sion. She had been receiving a combination of depot and oral 
antipsychotic medication for 12 years and was currently 
maintained on monthly depot injections of fluphenazine 
decanoate, 25 mg i.m., and oral chlorpromazine, 200 mg/day 
in divided doses. For approximately the past 2 years she had 
repeatedly complained of difficulty in keeping her legs still 
during the last few days of the injection interval. She 
reported an inability to stand still, for example, when 
standing in line in the supermarket, and experienced an 
overwhelming desire to "stretch her legs" and walk around 
to gain respite. These symptoms were invariably relieved 
within 12—24 hours after depot injection. 

When examined immediately before depot injection, Ms. 
A had no significant signs of parkinsonism as rated with the 
Simpson and Angus rating scale (3), and no evidence of 
orofacial (tardive) dyskinesia as evaluated with the Barnes 
and Trauer videotape rating technique (4). However, she did 
exhibit signs of motor restlessness characteristic of akathisia 
(5, 6). When asked to stand, she would rock from foot to 
foot and “walk on the spot.” Also, when sitting, she 
exhibited virtually constant shuffling of her legs but, as with 
the subjective features, these restless movements regularly 
abated after each depot injection. 

An anticholinergic drug, procyclidine, 5 mg t.i.d., was 
prescribed and Ms. A took it for over 3 months, but her 
akathisia symptoms during the preinjection period were 
unchanged. Two months after anticholinergic treatment was 
stopped, her general practitioner abruptly discontinued the 
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oral chlorpromazine. Within 24 hours she was complaining 
bitterly of an exacerbation of her akathisia symptoms. All 
the restless movements previously described were present, 
although more marked, and, in addition, choreiform move- 
ments of both feet were noted for the first time. Ms. A was 
severely distressed by these symptoms. She received her next 
depot injection as usual, and within 2 weeks her feelings of 
restlessness had begun to improve. Five weeks after the 
chlorpromazine withdrawal, her choreiform movements had 
disappeared and there were no longer any observable fea- 
tures of akathisia. Her parkinsonism remained unchanged 
throughout and no orofacial dyskinesia was observed. 


Case 2. Mr. B, a 28-year-old unemployed man, had been 
suffering from a schizophrenic illness for 7 years. He had 
been maintained on regular depot antipsychotic drugs for 5 
years and was currently receiving fluphenazine decanoate, 
100 mg i.m., every 2 weeks. Over the previous 18 months he 
had developed orofacial dyskinesia of moderate severity but 
no signs of parkinsonism. For the past 10 months he had 
complained of feeling fidgety and restless, particularly with 
regard to his legs. It was noted that he had shuffling 
movements of the feet while sitting. These signs and symp- 
toms emerged regularly toward the end of the injection 
period and were relieved after each depot injection. 

Mr. B missed two injections when he took an unscheduled 
holiday. On return to the clinic he had not received an 
injection for 5 weeks. Over the previous 3 weeks he had been 
aware of increasing fidgety movements in his legs and 
distressing feelings of restlessness. Self-medication with anti- 
cholinergic drugs had failed to alleviate these symptoms. On 
examination he was observed to rock from foot to foot 
repeatedly and to exhibit choreiform movements of his feet. 
After the resumption of regular fluphenazine injections, there 
was a marked improvement; 2 weeks later only residual signs 
remained. His orofacial dyskinesia remained virtually un- 
changed throughout, and there was no evidence of parkin- 
sonism. 


DISCUSSION 


In both patients, akathisia developed many years 
after antipsychotic drug treatment had started. In 
addition, signs and symptoms only appeared at the end 
of the injection period or after drug withdrawal and 
were ameliorated by further antipsychotic drug admin- 
istration. This pattern of change in akathisia in re- 
sponse to pharmacological variation is similar to that 
observed with tardive dyskinesia. Both orofacial and 
trunk and limb tardive dyskinesias are usually exacer- 
bated by a reduction in antipsychotic drug dose and 
may occur for the first time as withdrawal phenomena 
(7). Chouinard and associates (8) reported that tardive 
dyskinesia tends to be more severe toward the end of a 
4-week fluphenazine decanoate injection interval and 
surmised that this change was related to a decline in 
plasma drug levels. The apparent similarity between 
the late-onset akathisia described in our two patients 
and tardive dyskinesia, in terms of characteristic re- 
sponse to drug reduction and increase, raises the 
possibility that some aspects of pathophysiology may 
be common to both conditions. Klawans (9) has 
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suggested that the mechanism responsible for tardive 
dyskinesia is postsynaptic dopamine receptor super- 
sensitivity in the dopamine systems of the basal gan- 
glia. 

In our two patients, this preinjection akathisia ap- 
peared to indicate the development of “covert dyskine- 
sia”: substantial drug withdrawal caused by the omis- 
sion of oral chlorpromazine in one case and a pro- 
longed injection interval in the other resulted in the 
development of choreiform dyskinesia of the lower 
limbs, as well as an exacerbation of the akathisia. An 
association between akathisia and signs of tardive 
dyskinesia in patients receiving chronic antipsychotic 
drug therapy may be more common than is generally 
acknowledged. Both akathisia and choreiform move- 
ments have been reported as occurring together in such 
patients (10), as well as after drug withdrawal (7). 
Furthermore, in a recent prospective study of psychiat- 
ric patients taking long-term antipsychotic medication, 
Barnes and associates (1) identified akathisia in 2996 
of patients with clinically significant orofacial dyskine- 
sia. 

In both of our patients, akathisia failed to respond 
to treatment with anticholinergic agents. This is con- 
sistent with the statement by Simpson (2) regarding a 
late-onset type of akathisia that tends to be associated 
with tardive dyskinesia and is unresponsive to conven- 
tional treatment with anticholinergic drugs. The exis- 
tence of such an anticholinergic drug-resistant type of 
akathisia may help to explain the variable response to 
these agents reported in the literature (6). 
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Lithium and the Prevention of Dopamine Receptor 
Supersensitivity in Diabetic Rats 


David Lozovsky, M.D., Ph.D., Charles F. Saller, Ph.D., and Irwin J. Kopin, M.D. 


Dopamine receptors were increased in rats made 
diabetic by alloxan; however, chronic lithium 
treatment substantially reduced the number of 
dopamine receptors. These findings may be relevant 
to the effects of lithium in psychiatric disorders. 

(Am J Psychiatry 140:613—614, 1983) 


W Je recently found that the binding of [^H]-spiro- 

peridol, a dopamine receptor ligand, to striatal 
membranes was increased in rats made diabetic with 
either alloxan or streptozotocin, which suggests that 
dopamine receptor sensitivity may be increased in 
diabetes (1). Similarly, it has been reported that [*H]- 
spiroperidol striatal binding is increased in rats after 
the chronic administration of haloperidol, a dopamine 
receptor antagonist (2), and that this increase can be 
prevented by the administration of lithium (3). We 
now report the effect of chronic lithium administration 
on [°H]-spiroperidol binding to striatal membranes in 
rats made diabetic with alloxan. 


METHOD 


We studied male Sprague-Dawley rats that weighed 
150—200 g; they were housed 5 or 6 rats per cage in a 
room illuminated with fluorescent light from 6:00 a.m. 
to 6 p.m. Unrestricted amounts of laboratory chow 
and tap water were continuously available to the 
animals. In the first experiment diabetes was induced 
with alloxan monohydrate (185 mg/kg of body 
weight), which was dissolved in saline and adminis- 
tered subcutaneously. Control rats received saline in- 
jections. Only data from the rats that received alloxan 
and became diabetic (those which gained weight at less 
than 75% of the mean [X SE] control rate [264.02 17.0 
g] and had blood glucose levels greater than 9.0 mmol/ 
liter) are reported here. 

Three days after the saline and alloxan injections, 
some of the rats in each group were given a diet 
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supplemented with lithium chloride: the diabetic rats 
(N11) received 1.1 g of lithium chloride pe~ kilogram 
of food and the nondiabetic rats (N=5) reccived 1.7 g 
of lithium chloride per kilogram of food. (The lithium 
content of the diet given to the diabetic rats, which 
consumed more food than the normal rats did, was 
lowered to avoid toxic levels of lithium.) The remain- 
ing rats in the diabetic group (N=6) and in the 
nondiabetic group (N=6) were maintained on a 
standard laboratory diet. All animals were decapi- 
tated 45 days after the alloxan and saline injections. 
Trunk blood was collected into tubes contairing EDTA 
and assayed for glucose by use of a glucose oxidase 
method. Plasma lithium levels were determined by 
flame photometry. Striata were rapidly dissected on 
ice, frozen on dry ice, and stored at —80°C until 
analysis. As we (1) have previously described, specific 
[*H]-spiroperidol (1.2 nM) binding to membranes 
prepared from the striata of individual rats was as- 
sayed by use of (+)-butaclamol (10 uM) to measure 
nonspecific binding. In the second experiment, lithium 
chloride (1.1 g per kilogram of food) was given for 42 
days to 10 nondiabetic rats. The control group consist- 
ed of 16 nondiabetic rats maintained on the standard 
laboratory diet. 


RESULTS 


The rats given alloxan became severely diabetic, as 
evidenced by their greatly elevated blood glucose levels 
(table 1). PH]-Spiroperidol binding was 46% greater 
in the diabetic rats maintained on standard laboratory 
chow than in the nondiabetic rats similarly fed. Sup- 
plementing the diet of the diabetic rats with lithium, 
however, resulted in a substantial decrease in the 
number of striatal dopamine receptors, as mcasured by 
[^H]-spiroperidol binding, to levels that did not differ 
substantially from levels found in the nondiabetic rats 
not given lithium (table 1). Furthermore, [°] I]-spiro- 
peridol binding was reduced by 45% in the rondiaber- 
ic rats given lithium. Mean (+SE) plasma lithium levels 
in the diabetic and nondiabetic rats were .65 *.1 mEq/ 
liter and 1.13.2 mEg/liter, respectively. In the second 
experiment, in which the plasma lithium levels in the 
nondiabetic rats given lithium were lower (.48+.07 
mEg/iter) the ['H]-spiroperidol binding was un- 
changed when compared with nondiabetic rats not 
given lithium. 
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TABLE 1. [?H]-Spiroperidol Binding and Blood Glucose Levels in 
Diabetic and Nondiabetic Rats Given or Not Given Lithium 


[^H]-Spiroperidol Blood Glucose 
Binding Level 
(fmol/mg protein) (mmol/liter) 
Group Mean SE Mean SE 
Nondiabetic rats (N=6) 95.2 9.4 5.8 3 
Diabetic rats (N=6) 139.18 12.0 16.8b 1.0 
Nondiabetic rats given 
lithium (N=5) 52.12 11.0 63 5 
Diabetic rats given lith- 
ium (N=11) 72.8¢ 9.4 18.35 1.0 


Significantly different from the nondiabetic rats (Student's two-tailed t test, 
p<.02), 

bSignificantly different from the nondiabetic rats (p<.001). 

‘Significantly different from the diabetic rats (p<.001). 


DISCUSSION 


The data obtained in this study agree with our 
previous results (1) and indicate that sensitivity of the 
striatal dopamine receptor is substantially increased in 
rats made diabetic with alloxan. We (4) found that the 
firing of dopamine-containing neurons in rat striatum 
was suppressed when blood glucose levels were elevat- 
ed. Chronic hyperglycemia in diabetic rats may there- 
fore result in the long-term decrease in dopamine 
release by neurons, which, in turn, leads to compensa- 
tory sensitization of the postsynaptic dopamine recep- 
tor. 

Chronic lithium administration in animals has been 
reported to decrease (3, 5, 6) or to have no effect (7) on 
dopamine receptor sensitivity as measured by ['H]- 
spiroperidol binding to striatal membranes in vitro. 
Discrepancies in these findings might be due to differ- 
ences in the brain lithium levels, the duration of 
chronic lithium treatment, or the length of time be- 
tween discontinuing lithium administration and killing 
the animals. In this report we found large decreases in 
(7H]-spiroperidol binding to striatal membranes from 
the brains of the nondiabetic rats maintained on a diet 
containing lithium, which resulted in a mean plasma 
lithium concentration of 1.13+.2 mEg/liter. Substan- 
tially lower plasma lithium concentrations found in the 
second experiment produced no change in [^H]-spiro- 
peridol binding. Lithium has also been reported to 
prevent the increase in dopamine receptor sensitivity 
induced by the chronic administration of haloperidol, 
a dopamine receptor blocker (3). 

It appears unlikely that lithium could decrease [*H]- 
spiroperidol binding by a direct action on dopamine 
receptors because lithium added in vitro to striatal 
membrane preparations in concentrations in excess of 
those found in vivo does not alter (^H]-spiroperidol 
binding (5). Moreover, short-term lithium administra- 
tion in vivo also does not affect the number of striatal 
dopamine receptors (5). 

Levels of striatal 3,4-dihydroxyphenylacetic acid 
and homovanillic acid, the major dopamine metabo- 
lites, are increased after chronic lithium treatment (8— 
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10), which suggests that chronic lithium administra- 
tion may act indirectly by promoting dopamine re- 
lease. This dopamine-releasing effect of lithium may 
prevent dopamine receptor sensitization by drugs or 
decrease receptor sensitivity in normal animals. In 
further support of this hypothesis is the fact that 
lithium does not prevent either the biochemical or 
behavioral manifestations of dopamine receptor super- 
sensitivity in animals with 6-hydroxydopamine-in- 
duced lesions of neurons containing dopamine (7). 
This finding is consistent with the results of our study. 
It appears that a lower plasma level of lithium may be 
sufficient to reverse the dopamine receptor sensitiza- 
tion effects of the elevated blood sugar levels (presum- 
ably by restoring reduced rates of dopamine release to 
normal rates), whereas a higher dose may be required 
to produce desensitization (by enhancing normal rates 
of dopamine release). 

It is well known that an increase in dopaminergic 
transmission has been repeatedly implicated in the 
pathogenesis of schizophrenia. It has recently been 
suggested that dopaminergic neurons are also involved 
in some forms of affective disorders. Furthermore, it 
has been demonstrated that striatal dopamine receptor 
supersensitivity is an essential pathogenetic factor in 
tardive dyskinesia. The results of this and other studies 
(3), which indicate that lithium can prevent the devel- 
opment of dopamine receptor sensitization induced by 
drugs and certdin metabolic conditions, may contrib- 
ute to our understanding of the mechanisms through 
which lithium affects these disorders. 
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The Dexamethasone Suppression Test 
in Mixed Bipolar Disorder 


Dwight Landis Evans, M.D., M.S., and Charles B. Nemeroff, M.D., Ph.D. 


The authors administered the dexamethasone 
suppression test to 10 patients who met DSM-III 
criteria for bipolar disorder. All 7 patients with 
bipolar disorder, mixed type, failed to suppress 
cortisol; however, the 3 patients with bipolar 
disorder, manic type, were normal suppressors. 

(Am J Psychiatry 140:615—617, 1983) 


Mz information has been accumulated in the 
past 10 years which indicates that patients with 
major depression exhibit hyperactivity of the hypotha- 
lamic-pituitary-adrenal axis (1, 2). Carroll and asso- 
ciates (3) reported on the standardization, validation, 
and clinical utility of the dexamethasone suppression 
test (DST) for the diagnosis of depression with melan- 
cholia: after oral administration of the synthetic gluco- 
corticoid dexamethasone, normal subjects exhibit sup- 
pression of serum cortisol levels. Considering values 
above 5 ug/dl to be abnormal (nonsuppression), Car- 
roll and associates (3) reported 67% sensitivity for the 
diagnosis of major depression with melancholia. Al- 
though a large number of patients with depression 
have been tested (2, 4), relatively few studies with 
manic patients have been conducted. Schlesser and 
associates (5) studied 61 manic patients, and none 
manifested dexamethasone nonsuppression. Carroll 
(6) noted that manic patients generally do not exhibit 
nonsuppression of plasma cortisol levels following 
dexamethasone administration. Greden and associates 
(7) studied 3 bipolar patients who rapidly alternated 
between mania and depression (rapid cyclers) and 
found dexamethasone nonsuppression during most of 
their depressive cycles and normal suppression during 
their manic and euthymic periods. These investigators 
have also observed a tendency toward abnormal DSTSs 
“during ‘mixed’ states, while patients were switching 
into or out of more clear-cut affective states" (7). 
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We report here our clinical experience with the DST 
in manic patients admitted consecutively to a psychiat- 
ric service. 


METHOD 


We administered the DST to 10 patients admitted 
consecutively to our general adult psychiatry service 
who met DSM-III criteria for bipolar disorder. (Two 
additional patients with bipolar disorder were admit- 
ted during this time period. One patient in the manic 
phase refused to take the DST, and another patient, 
who had a bipolar disorder in remission and was 
admitted because of an adjustment disorder, had a 
normal DST.) Five men and 5 women were studied. 
Together their age range was 20—65 years (mean=39.8 
years); the age range for the men was 29—65 years 
(mean=46.2 years) and for the women, 20—45 years 
(mean=33.4 years). The age of the patient has been 
shown to have no effect on results of the DST (8). 

All patients met DSM-III criteria for bipolar disor- 
der, manic type, and 7 also exhibited symptoms that 
met DSM-III criteria for major depression (see table 
1). These latter 7 patients, therefore, fulfilled DSM-III 
criteria for bipolar disorder, mixed type. They had 
consistently intermixed manic and depressive symp- 
toms and did not rapidly alternate between moods 
every few days. Although some of the DSM-III criteria 
for mania and depression overlap (sleep disturbance, 
agitation), these 7 patients appeared simultaneously 
depressed and manic; they appeared markedly de- 
pressed within the context of a manic episode. The 
specific manic and depressive symptoms manifested by 
each of the bipolar mixed patients are listed in table 1. 

All diagnoses and clinical course assessments were 
made independently by the treating psychiatric resi- 
dent and the attending psychiatrist. Agreement was 
obtained for each patient. Diagnoses were made before 
the DST was given, and clinical course assessments 
were made before repeat testing. We obtained com- 
plete medical and psychiatric past histories, physical 
and mental status examination results, and admission 
laboratory test results (including CBC, serum electro- 
lytes, BUN, creatinine, calcium, protein, liver function, 
and thyroid function) on all patients. Additional labo- 
ratory and diagnostic studies, as well as medical 
consultations, were obtained for patients as necessary. 
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TABLE 1. Characteristics and Response to DST of Patients With Bipolar Disorder, Mixed Type 





Age 
(years) 


1 M 65 


Patient Sex 


DSM-III Manic Criteria 
and Depressive Criteria 


Elevated and irritable mood, hyperactivity, 
more talkative, grandiosity, decreased need 
for sleep, distractibility, reckless driving. 
Dysphoric and depressed mood, anorexia, 
weight loss, guilt, death thoughts 

Elevated and irritable mood, hyperactivity, 
pressure to talk, decreased need for sleep, 
distractibility. Dysphoric and depressed 
mood, anorexia, weight loss, worthlessness, 
guilt, suicidal 

Elevated and irritable mood, hyperactivity, 
grandiosity, decreased need for sleep, reck- 
less driving. Dysphoric and depressed 
mood, anorexia, weight loss, guilt, death 
thoughts 

Elevated and irritable mood, hyperactivity, 
pressure to talk, racing thoughts, distracti- 
bility. Dysphoric and depressed mood, ano- 
rexia, insomnia (early awakening), worth- 
lessness, guilt, death thoughts 

Elevated and irritable mood, hyperactivity, 
pressure to talk, flight of ideas, grandiosity, 
decreased need for sleep, distractibility, 
foolish business venture. Dysphoric and de- 
pressed mood, anorexia, weight loss, 
worthlessness, guilt, suicidal 

Elevated and irritable mood, hyperactivity, 
pressure to talk, flight of ideas, decreased 
need for sleep, distractibility. Dysphoric 
and depressed mood, anorexia, weight loss, 
worthlessness, guilt, death thoughts 
Elevated and irritable mood, hyperactivity, 
pressure to talk, flight of ideas, decreased 
need for sleep, distractibility. Dysphoric 
and depressed mood, worthlessness, guilt, 
suicidal 


We used the medical exclusion criteria as outlined by 


Carroll and associates (3). Dexamethasone (1 mg given 
orally) was administered at 11:00 p.m. Although 
dexamethasone was given in pill form, the nursing staff 
documented compliance in each patient. The following 
day venous blood samples were obtained from the 
antecubital vein at 4:00 p.m. and 11:00 p.m., and 
serum cortisol levels were determined by a specific 
radioimmunoassay (Amerlex TM, Amersham-Searle, 
Arlington Heights, Ill.). Nonsuppression was defined 
as a serum cortisol level greater than 5 pg/dl in either 
of the blood samples, as described by Carroll and 
associates (3). Five of the 7 nonsuppressors underwent 
repeat DSTs during treatment to assess the relation- 
ships between clinical course, treatment, and the DST. 


RESULTS 


Seven of the 10 patients with bipolar disorder 
exhibited cortisol nonsuppression. The 3 patients with 
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Postdexamethasone Serum 
Cortisol Levels (g/dl) 


Retest During 


Pretreatment Treatment 
Clinical 4:00 11:00 4:00 11:00 
Treatment Response p.m. p.m. p.n. — p.m. 

Thiothixene, ^ Excellent 12.5 5.8 1.5 «1.0 
lithium, ECT 
Lithium Excellent 12.7 7. 2.2 1.2 
Thiothixene, Good 9.3 8.2 1.1 1.2 
lithium 
Thiothixene, | Good 28.7 13.9 4.1 3.1 
lithium 
Thiothixene, ^ Excellent 8.8 3.7 2.2 een 
lichium 
Lithium Excellent 7.8 22 Z TN 
Thiothixene, ^ Fair 2.4 5.8 = sd 
lithium 


bipolar disorder, manic type, exhibited normal cortisol 
suppression; however, all 7 of the patients with bipolar 
disorder, mixed type, exhibited cortisol nonsuppres- 
sion. 

Five of the 7 patients with bipolar disorder, mixed 
type, were retested: their treatment, response to treat- 
ment, and serum cortisol levels before and after treat- 
ment are shown in table 1. All of these patients showed 


a good to excellent response to treatment and normal- 
ization of the DST. 


DISCUSSION 


The normal! DST findings in the 3 bipolar manic 
patients are consistent with the observations of 
Schlesser and associates (5), who found normal corti- 
sol suppression in manic patients, and with the obser- 
vations of Greden and associates, who reported (7) 
norma] cortisol suppression in the manic state in 3 
rapidly cycling bipolar patients. To our knowledge, 
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however, our finding of dexamethasone nonsuppres- 
sion in all 7 mixed bipolar patients represents a 
previously undocumented finding. Carroll (6) anecdo- 
tally described mixed bipolar patients as DST non- 
suppressors, while Greden and associates (7) found a 
“tendency for abnormal tests to precede or immediate- 
ly follow depressive episodes” in their rapidly cycling 
patients. None of our patients was a rapid cycler. All 7 
of the mixed bipolar patients had intermixed manic 
and depressive symptoms. Of the 7 patients, patient 1 
(see table 1) progressed to a discrete depressive episode 
and met DSM-III criteria for major depression with 
melancholia. This patient’s abnormal DST and 
"switch" from bipolar disorder, mixed type, to major 
depression with melancholia may represent a phenom- 
enon similar to the abnormal DST responses that 
precede the depressive episodes of rapid cyclers during 
mixed, transitional states, which was alluded to by 
Greden and associates (7). 

The normalization of the DST in these patients with 
bipolar disorder, mixed type, is similar to that ob- 
served in patients with major depression who have 
been found to exhibit DST normalization after success- 
ful treatment with tricyclic antidepressants (9) or 
electroconvulsive therapy (ECT) (10). It is of interest 
that 6 of the 7 mixed bipolar patients successfully 
responded to treatment with lithium or lithium and 
antipsychotic drugs; only 1 or 7 required treatment 
with ECT. Thus, escape from dexamethasone suppres- 
sion may be a state marker in both depression (7, 9) 
and mixed manic-depression, but not in mania (7). 

These findings confirm and extend previous obser- 
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vations of hypothalamic-pituitary-adrenal activity in 
manic patients as assessed with the DST. To our 
knowledge, the observation of nonsuppression after 
administration of dexamethasone in patients with bi- 
polar disorder, mixed type, is a new finding that 
requires further study. 
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Near-Death Experiences and Personal Values 


Bruce Greyson, M.D. 


Near-death experiences reportedly foster value 
transformations and decrease suicidal ideation. 
Eighty-nine survivors of near-death experiences 
judged values related to material and social success 
as less important than did 175 control subjects. 
Decathexis of personal failures may account for the 
reported suicide-inhibiting effect. 

(Am J Psychiatry 140:618—620, 1983) 


ndividuals often report that they experienced pro- 

found transcendental events while close to death (1). 
These near-death experiences, regardless of their 
mechanism, have strong effects on the individual. The 
encounter with one's fate and resultant life review have 
been reported to foster a devaluation of conventional 
measures of material and social success and an in- 
creased emphasis on altruistic and spiritual concerns 
(1—5). Despite the alleged romanticization of death by 
persons who have had near-death experiences, such an 
experience has been reported to decrease suicidal 
ideation. A number of psychodynamic hypotheses, 
most of which are related to value transformations 
following the near-death experience, have been formu- 
lated to explain this paradox (6). In the present paper I 
examine the personal values of individuals who have 
had near-death experiences, contrast their values with 
those of a control group, and discuss their values in 
terms of suicidal ideation. 


METHOD 


The subjects were 264 members of the International 
Association for Near-Death Studies, an organization 
to promote research into near-death experiences; all 
subjects had volunteered for a questionnaire study of 


their personal values. Of the 264 subjects, 89 had had . 


near-death experiences and 175 had not. The group 


Received Oct. 21, 1982; revised Dec. 14, 1982; accepted Dec. 22, 
1982. From the Department of Psychiatry and the Psychiatric 
Emergency Service, University of Michigan Medical Center. Address 
reprint requests to Dr. Greyson, Box 54, University Hospital, 1405 
East Ann St., Ann Arbor, MI 48109. 

The author thanks Kenneth Ring, Ph.D., and Charles Flynn, 
Ph.D., for their advice on questionnaire design and interpretation, 
and the International Association for Near-Death Studies (Universi- 
ty of Connecticut) for its assistance in the research. 

Copyright © 1983 American Psychiatric Association. 


618 


that had had near-death experiences (the study group) 
and the control group did not differ significantly in 
mean (+SD) age (49.5+14.2 and 45.9+14.4 years, 
respectively); however, the study group included a 
significantly higher proportion of women (58.4%) 
than did the control group (40.6%) (32—7.56, df=1, 
p<.01). The study group and the control group did not 
differ significantly in educational or occupational sta- 
tus: 79.1% and 89.4%, respectively, had attended 
college, and 18.6% and 26.8%, respectively, had 
earned doctoral degrees. Professionals (e.g., health 
professionals, scientists, engineers, educators) made up 
50.7% of the study group and 55.5% of the control 
group. 

Each subject was mailed a questionnaire consisting 
of a list of 28 objectives, goals, behaviors, and abstract ' 
concepts and was asked to rate each item on a 4-point 
scale (from “‘very important to me" to “not at all 
important"). Items were grouped after scoring into 
psychologically meaningful clusters on the basis of 
interitem correlations, so that each item would have a 
correlation of at least .50 with its cluster. The mean 
scores of both groups were compared by t tests for 
each cluster of values. In order to correct for the 
possible tendency of subjects to respond to a values 
questionnaire with culturally sanctioned answers, sub- 
jects also completed the Marlowe-Crowne Social De- 
sirability Scale (7), an instrument generally assumed to 
measure the need to respond to questionnaires in 
culturally sanctioned ways. 


RESULTS 


Value items were grouped into four meaningful 
clusters of five items each; eight items could not be 
included in a meaningful cluster because of low corre- 
Jations with other items. The four clusters, with mean 
cluster scores and component items, are presented in 
table 1. 

Scores on the self-actualization, altruism, and spiri- 
tuality clusters did not differ significantly between the 
groups. Scores on the success cluster were significantly 
lower among the study group (t=2.61, df=187, 
p«.01). 

The mean score of the study group on the Social 
Desirability Scale (17.7) was significantly higher than 
that of the control group (13.5) (t=3.75, df=148, 
p«.001). Whether this finding suggests a greater need 
among those who had had a near-death experience to 
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TABLE 1. Comparison of Personal Value Ratings by Subjects Who 
Had Near-Death Experiences (N=89) and by Control Subjects 
(N= 175) 
Mean Cluster Score 
Study Group 


Mean SD 


Control Group 
Mean SD 


Cluster and 
Component Items 


Success: social status, 
professional success, 
material things, 
being famous, 
other people's 
opinion of me 

Self-actualization: 
feeling good about 
myself, personal 
happiness, the 
“ordinary things 
in life," physical 
fitness, a good 
family life 

Altruism: world 
peace, elimination 
of world hunger, 
social justice, help- 
ing others, compas- 
sion for others 

Spirituality: prayer, 
organized religion, 
spiritual matters, 
living up to my 
ideals, purpose 
in life 


6.33» 2.86 A31 — 7 


11.89 2.33 12.00 2.02 


12.61 2.12 12,58; 2.73 


11.02 2.90 10.38 2.73 


‘Scale range: 15=very important, 10=moderately important, 5-:not very 
important, 0=not at all important. 
Score significantly less than control group score (t=2.61, df=187, p<.01). 


obtain approval by responding in a culturally accept- 
able manner or whether it reflects a higher incidence of 
this scale’s culturally acceptable, but rare, behaviors in 
the study group is a question beyond the scope of this 
study. Regarding the effect of a response bias toward 
socially approved answers on the present values ques- 
tionnaire, however, scores on the success cluster (the 
only cluster that differentiated the study group from 
the control group) were not significantly correlated 
with scores on the Social Desirability Scale. Similarly, 
gender, which differentiated the two groups, was not 
significantly associated with scores on the success 
cluster. 


DISCUSSION 


This study addressed differences in the personal 
importance of various values to a sample of subjects 
who had had a near-death experience and control 
subjects. It did not find that the study group valued 
self-actualization, altruism, or spirituality more highly 
than did the control group. This failure to confirm an 
increased emphasis on these values by the study group 
may reflect the similarity in background and values 
orientation of the two groups. Members of the Interna- 
tional Association for Near-Death Studies, both those 
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with and without near-death experiences, are familiar 
with the literature on the phenomenon and have an 
interest in furthering near-death research. Thus, these 
data do not suggest that this sample of subjects who 
had had a near-death experience is comparable to the 
general population regarding the evaluation of these 
values; however, these subjects are similar to members 
of the International Association for Near-Death Stud- 
ies who had not had a near-death experience, a sample 
with similar interest in this field. 

The fact that the study group rated success lower 
than the control group may reflect the influence of the 
near-death experience, or it may reflect the differential 
motives of the control subjects in joining the Interna- 
tional Association for Near-Death Studies. By con- 
trast, the hypothesis that the control group might 
contain a higher proportion of professionals than the 
study group, and consequently would have acquired 
more material and social success, was not supported 
by the comparative data on educational and occupa- 
tional levels. 

Although these data document a difference between 
the two groups in their investment in success measures, 
they do not support the breadth of differences that has 
been anecdotally suggested. The cross-sectional nature 
of this study precludes any conclusion as to whether 
the near-death experience precipitated this difference; 
further study that would assess the subjects’ values 
before and after a near-death experience is needed to 
explore this area. Without such longitudinal data, it 
could be argued that the study group was less invested 
in material and social success before their near-death 
experiences. Similarly, it is possible that before their 
near-death experiences, they were less invested than 
the control group was in self-actualization, altruism, 
and spirituality and that the absence of difference 
between the two groups reflects an increased invest- 
ment in these values subsequent to the near-death 
experience. This hypothesis is supported by Ring’s 
observation (personal communication, 1982) that 
many people who have had a near-death experience 
report that their lives were “off track" before the 
experience, which then gave them an opportunity to 
correct their lives in some way. 

In regard to suicidal ideation, 1 (6) have speculated 
that regression to an oceanic state in the near-death 
experience may leave the individual with a primary 
sense of worth and meaning not contingent upon 
conventional measures of success. I have also noted 
that change to a negative attitude toward suicide after 
a near-death experience was significantly correlated 
with change to a negative attitude toward material 
possessions, personal power, and fame. The lower 
interest in the success cluster among the study group 
supports Ring's contention (3) that when a person 
attempting suicide has a near-death experience and 
feels a sense of cosmic unity, he or she may decathect 
unmet worldly goals and begin to view his or her 
individual losses and failures as irrelevant from a 
transpersonal perspective. This decathexis of worldly 
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failures may be the effect of near-death experiences 
responsible for the inhibition of suicidal ideation. If so, 
then such a transpersonal perspective, with the result- 
ant decreased cathexis of material goals and increased 
sense of self-esteem, may be fostered in suicidal indi- 
viduals—as suggested by Grof and Halifax (8)—as an 
effective suicide prevention strategy. 
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Preliminary Data on the Dexamethasone Suppression Test 
in Children With Major Depressive Disorder 


Barbara Geller, M.D., Alan D. Rogol, M.D., Ph.D., and Edward E. Knitter, M.S.W. 


The authors administered the dexamethasone 
suppression test to 14 children aged 5—12 years who 
met the Research Diagnostic Criteria and DSM-III 
criteria for major depressive disorder. The 
dexamethasone dose used was 20 pg/kg; 2 subjects 
were nonsuppressors. 

(Am J Psychiatry 140:620—622, 1983) 


B iological markers of major depressive disorders in 
children have not been as extensively investigated 
as those in adults (1-3). They may be even more 
crucial in children because there is greater controversy 
over using pharmacological agents to treat children. 
This controversy is partly due to less work in the area 
of biological factors in childhood depression and part- 
ly due to public resistance to using psychotropic drugs 
to treat children. These circumstances have limited the 
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potential usefulness of external validation of diagnoses 
for children by double-blind, placebo-controlled drug 
studies and by investigation of biological correlates 
(3). 

In this regard, although many investigators (e.g., 4— 
6) have studied abnormal cortisol metabolism in major 
depressive disorders in adults, there is, to date, a 
paucity of studies involving children. Puig-Antich and 
associates (1) conducted an uncontrolled study and 
reported that 2 of the 4 children, aged 6—12 years, had 
elevated plasma cortisol levels during depressive epi- 
sodes, according to samples taken every 20 min over 
10—24 hours. Cortisol secretion returned to normal 
after recovery. More recently, Poznanski and asso- 
ciates (2) reported positive dexamethasone suppres- 
sion tests in 5 of 9 subjects aged 6—12 years but only in 
1 of 9 controls. 

We report here our preliminary data from a pilot 
study of nortriptyline treatment of major depressive 
disorder in prepubertal children. The pharmacological 
aspects of this study have been described elsewhere 


(7). 
METHOD 
Our subjects were 14 children who were assessed 


with the Kiddie-SADS-P (pediatric version of SADS-P 
[8]) and the Children's Depression Rating Scale (pedi- 
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TABLE 1. Characteristics and DST Results of 14 Depressed Children 


Fit RDC 
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Cortisol Level (p. g/dl). 


Criteria for Fit DSM-III Antisocial Baseline Score on 

Áge Endogenous Criteria for Behavior and/or Children's Depression Postdexa- 

Subject Sex (years) Depression Melancholia Separation Anxiety? Rating Scale> Baseline — methasone 
1 F w No No Yes 48 8.6 «2.0 
2 M 8 No No No 49 19.0 7.0€ 
3 M 8 Yes Yes Yes 48 20.0 14.0¢ 
4 M 10 Yes Yes No $0 13.0 «2.0 
5 M 11 Yes Yes Yes 51 15.0 4.0 
6 M 10 Yes Yes No 51 13.0 «2.0 
7 F 11 Yes Yes Yes 53 18.0 <2.0 
8 F 8 No No No 51 17.0 «2.0 
9 M 6 No No No 40 18.0 4.0 
10 M 9 Yes Yes Yes 56 8.0 4.0 
11 M 5 Yes Yes Yes 54 11.0 «2.0 
12 F 11 Yes No Yes 43 6.4 3 

13 M 10 Yes Yes Yes 54 8.3 0 

14 F T2 Yes Yes Yes 55 17.9 6 


aA score of 4 or more on the antisocial and/or separation anxiety items on the Kiddie-SADS. 


^A score of 40 or more indicates severe depression. 


*Nonsuppression was defined as a cortisol level higher than 5 g/dl; therefore, these 2 results were considered abnormal, 


atric version of the Hamilton Rating Scale for Depres- 
sion) and who fit the Research Diagnostic Criteria 
(RDC) and DSM-III criteria for major depressive 
disorder. There were 9 boys and 5 girls, and their mean 
age was 10 years (range=5—12). Their scores on the 
Coddington scale (a measure of psychosocial stress) 
were in the normal range (9). 

All subjects were assessed and treated on an outpa- 
tient basis (families of suicidal children elected to 
institute precautions at home). Each subject had a 
complete medical and neurological examination and a 
CBC, SMA-25, and urinalysis. 

Before treatment with nortriptyline, a baseline corti- 
sol level was determined for each subject, and then he 
or she received 20 pg/kg of dexamethasone orally at 
11:30 p.m. The subjects’ weight ranged from 20 to 48 
kg (mean 32). At 4:00 p.m. the next day a 3-ml blood 
sample was drawn into a heparinized tube; plasma was 
separated by centrifugation at 5000 g for 15 min and 
then stored at —20°C before assay. The samples of 
subjects 1—11 were assayed by radioimmunoassay in 
the Division of Clinical Pharmacology at the Universi- 
ty of Virginia Medical Center according to the method 
given in the manual of the Travenal Laboratories kit; 
the coefficient of variation for these samples was less 
than 6% at cortisol concentrations of 6.6, 19.7, and 
41.8 g/dl, and the minimum detectable concentration 
was 2 ug/dl. The samples of subjects 12—14 were 
assayed by competitive protein binding in the Behav- 
ioral Endocrinology Laboratory at the Columbia Uni- 
versity Neuropsychiatric Institute according to the 
method described by Novacenko and associates (10). 


RESULTS 
The mean (+SD) baseline score of the 14 children on 


the Children’s Depression Rating Scale was 50+4.5; 
10 children met the RDC for endogenous depression, 9 


Am ] Psychiatry 140:5, May 1983 


met the DSM-III criteria for melancholia, and 9 also 
met the DSM-III criteria for antisocial behavior or 
separation anxiety. They all responded to nortripty- 
line. Only 2 subjects had elevated 4:00 p.m. cortisol 
concentrations (table 1). 


DISCUSSION 


Our data contrast with those reported by Poznanski 
and associates (2), whose diagnostic criteria were 
similar to ours, and with those reported in some adult 
samples (4, 6). In adults, however, there is also a wide 
variation in DST results. 

The optimum dose of dexamethasone for children is 
unresolved because of the small number of subjects 
who have been studied thus far. We selected a dose of 
20 ug/kg on the basis of the optimum adult dose of 1.0 
mg, since a 50-kg person (i.e., adult size) receiving 20 
ug/kg would be receiving a 1.0-mg total dose. In 
Poznanski and associates’ study (2), all subjects were 
given .5 mg. 

The data on adults and children indicate that vari- 
ous issues (e.g., identifying subgroups of major depres- 
sive disorders) regarding the utility of the DST need 
further investigation. In children, determining serum 
or plasma correlates of neuroendocrine activity that 
have widespread usefulness is especially important 
because it is not feasible to perform lumbar punctures 
for neurotransmitter metabolites, and the sleep studies 
reported to date (1, 10) suggest that children do not 
demonstrate the REM sleep latency marker during 
acute depressive episodes. 

These data suggest that the plasma cortisol response 
to dexamethasone of prepubertal depressed children is 
as variable as the response of adults and that other 
biological correlates of major depressive disorders are 
essential to more precisely define major subgroups of 


children. 
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Pemoline in Attention Deficit Disorder and Alcoholism: 
A Case Study 


Kevin Turnquist, M.D., Richard Frances, M.D., 
William Rosenfeld, M.D., and Ahmed Mobarak, M.D. 


Diagnosis of attention deficit disorder in a 35- 
year-old man and treatment with pemoline 
substantially improved his response to alcoholism 
treatment and aftercare. The authors conclude that 
treatment of attention deficit disorder may aid in 
rehabilitation of alcoholic patients. 

(Am J Psychiatry 140:622—624, 1983) 


IN eee investigators have reported that symp- 
toms of attention deficit disorder may persist into 
adulthood. These symptoms include impulsivity, irrita- 
bility (1), impaired concentration (2), and explosive 
personality (3). Tartar and associates (4) found an 
increased incidence of severe, early-onset alcoholism in 
adults with a history of childhood attention deficit 
disorder, and Wood and associates (5) reported that 
27% of their sample of adult patients with the disorder 
met the criteria for alcoholism. 
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A “paradoxical” response to stimulants has been 
successful in reducing the symptoms of attention defi- 
cit disorder in some adults. Wender and associates (6) 
described a man with the disorder, residual type, who 
abandoned his pattern of alcohol abuse after treatment 
with pemoline. 

In the case reported here, pemoline was helpful in 
the treatment and aftercare of an inpatient with atten- 
tion deficit disorder and alcoholism. 


CASE REPORT 


Mr. A, a 35-year-old divorced man, was readmitted to an 
inpatient alcohol treatment service with symptoms of anxiety 
and desperation following a blackout. He reported consum- 
ing 2~3 pints of rum daily during the 7 years preceding this 
admission and, before that time, being addicted to heroin. 
He felt that heroin, and later alcohol, “helped to calm my 
nerves." During the 18 months before this readmission, Mr. 
A had been hospitalized twice for acute pancreatitis and four 
times for detoxification. He had had blackouts, delirium 
tremens, and withdrawal seizures. 

Mr. A was the product of a normal gestation and delivery. 
His early school performance was marked by motor hyperac- 
tivity, impaired concentration, and learning difficulty. He 
had had many problems in school and had dropped out 
following the eighth grade. He supported himself thereafter 
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by selling heroin, working as a bartender, and receiving 
public assistance. After a short-lived marriage in his early 
twenties, he had had few relationships apart from his 
family. 

On his first admission to our alcohol rehabilitation service, 
Mr. A was charming and gregarious, but he had many 
outbursts of unprovoked temper. He was always fidgety and 
restless and was incapable of sustained concentration. He 
regularly stormed out of lectures, groups, Alcoholics Anony- 
mous (AA) meetings, and psychotherapy sessions. His ex- 
tremely disruptive behavior, coupled with his widespread 
pessimism about benefiting from the program, resulted in a 
staff decision to discharge him after 2 weeks. His discharge 
medication was 250 mg/day of oral disulfiram. As he had 
done after previous hospitalizations, Mr. À resumed drink- 
ing within several weeks. 

At the time of this readmission, Mr. A received a neurolog- 
ic examination, including an EEG, and all results were 
normal. On several occasions, however, he tearfully claimed 
that “my nerves are shot” and requested tranquilizers. His 
problems with impulsive behavior, emotional lability, and 
concentration were quickly evident. In addition, his behavior 
of walking out of therapy sessions, lectures, and activities 
was again a serious problem. After 2 weeks many staff 
members telt that he could not benefit from the treatment 
program and should be discharged. At that time, his case was 
reviewed in conference and the following DSM-III diagnoses 
were made: axis I diagnoses of chronic alcohol dependence 
and attention deficit disorder, residual type, and an axis II 
diagnosis of antisocial personality disorder. A therapeutic 
trial of pemoline was then begun. Although pemoline has less 
euphoriant properties than other stimulants (7), some poten- 
tial for abuse remains, especially in people already known to 
abuse alcohol and drugs. Mr. A's initial dose was 37.5 mg 
orally every morning. Within 10 days, this dose had been 
advanced to 37.5 mg b.i.d. orally. A marked change oc- 
curred; he was less restless and distractible and had fewer 
emotional outbursts. After 3 weeks he could watch an entire 
movie on television. He could now tolerate regular therapy 
sessions, felt calmer, and was better able to cope with stress. 
This observation was readily supported by members of his 
family. 

Neuropsychological testing was done on Mr. À immedi- 
ately before and 4 weeks after he started taking pemoline. 
During the first testing he could not sit still or attend to the 
task at hand. He soon became frustrated, exploded into a 
tirade, and ran from the testing room. His visual and verbal 
memory was found to be defective. A partial WAIS showed 
that Mr. A's potential cognitive functioning was in the 
average range. There were marked deficits in his attentional 
skills and language comprehension. It was difficult to delin- 
eate the relative contributions of minimal brain dysfunction, 
poor school history, and chronic alcohol abuse in his cogni- 
tive functioning. On the second testing, however, it was 
clearly evident that Mr. A's tolerance of frustration had 
increased, his concentration had improved, and his restless- 
ness had lessened. His attentional skills were noted to be 
“dramatically improved." Continued use of pemoline was 
recommended. 

Mr. A remained in the hospital for the entire 6-week 
rehabilitation program. He and the treatment team agreed 
that he had benefited from therapy groups, lectures, and AA 
meetings. He was discharged and placed on a maintenance 
dose of oral pemoline (37.5 mg b.i.d.) and oral disulfiram 
(250 mg h.s.). At a 13-month follow-up, he was taking his 
medication regularly and abstaining from alcohol. 
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DISCUSSION 


This patient had severe, chronic alcoholism with 
attention deficit disorder, residual type, and antisocial 
personality behavior. He had a history of poor treat- 
ment compliance, a poor work and social history, and 
multitudinous behavioral problems, which al! contrib- 
uted to a dismal prognosis. When the diagnosis of 
attention deficit disorder was made and treatment with 
pemoline instituted, a marked reduction in his behav- 
ioral symptoms was observed. Thirteen months of 
drug-free living represent the longest period of absti- 
nence experienced by the patient since his early teens. 

Several factors may be postulated as contributing to 
Mr. A's dramatic improvement. Pemoline helped to 
improve his self-control by decreasing his impulsivity, 
emotional lability, and anxiety, which allowed him to 
obtain more benefit from the rehabilitation program. 
In addition, his new-found belief that his behavior and 
attention problems might have been “medical” rather 
than “moral” problems aided in improving his self- 
esteem and alleviating his depression. Once he was 
able to cooperate with the treatment, the staff's per- 
ceptions and expectations of Mr. A changed, and 
countertransference problems could be resolved. 

It may also be true that Mr. A's use of heroin, and 
later alcohol, served as self-medication for the atten- 
tion deficit disorder and that more appropriate medi- 
cation eliminated his need for these other substances. 
This theory is particularly appealing in light of Wend- 
er's hypothesis (7) that underactivity of dopaminergic 
systems may represent the “biochemical lesion" in 
many patients with attention deficit disorder. Bustos 
and Roth (8) postulated that in rats ethanol increases 
both impulse flow in dopaminergic neurons and result- 
ant dopamine synthesis. Pemoline and opiates are 
known to increase dopaminergic activity. 

It has been estimated that the prevalence of attention 
deficit disorder in children is 5%—10% (9). Mendelson 
and associates (2) found that 15% of hyperactive 
children between the ages of 12 and 16 years were 
already drinking excessively. Many children in this 
group may have problems with alcoholism in adult- 
hood, but the residual symptoms of attention deficit 
disorder can make rehabilitation difficult. If clinicians 
maintain a high index of suspicion, they may success- 
fully identify alcoholic patients with attention deficit 
disorder. Once these patients are diagnosed, tailoring 
the therapy to include treatment of the disorder may 
aid in the alcoholic patient's rehabilitation. Because 
experience with pemoline in the treatment of attention 
deficit disorder and substance abuse is quite limited, 
we recommend that the drug be prescribed under 
research conditions to further establish its safety and 
efficacy. 
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Hypomania After Desipramine Withdrawal 


J. Craig Nelson, M.D., Richard S. Schottenfeld, M.D., and Cynthia D. Conrad, M.D., Ph.D. 


The authors describe two patients who developed 
hypomanic symptoms after desipramine withdrawal. 
Each responded quickly to the reinstitution of 
desipramine. 

(Am J Psychiatry 140:624—625, 1983) 


irin and associates (1) have described cases of 

mania that occurred after tricyclic antidepres- 
sant withdrawal. This phenomenon seemed paradoxi- 
cal, since mania has been more commonly associated 
with initiation of drug treatment and depression with 
drug withdrawal. In this report, we describe the cases 
of two patients who developed hypomanic symptoms 
within 36 hours of discontinuation of desipramine 
treatment. Unlike the patients reported previously, 
whose syndromes continued for 1—4 weeks with neu- 
roleptic, lithium, or no treatment, our patients im- 
proved 12—36 hours after reinstitution of desipramine. 


CASE REPORTS 


Case 1. Mr. À was an 18-year-old man who was hospital- 
ized for treatment of a severe psychotic depressive episode. 
His father had a history of bipolar disorder. After Mr. A's 
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successful treatment with acetophenazine and desipramine, 
400 mg/day, acetophenazine was discontinued without ill 
effect. Desipramine, 250 mg/day, was continued for another 
4 months and then decreased by 50-mg increments every 4 
days and discontinued. Twenty-four hours after the last dose 
Mr. A noted difficulty falling asleep. The next day he 
reported anxiety and depersonalization, was observed to be 
more active and silly, and had pressured speech. Oral 
chlorpromazine, 25 mg, had no effect. After taking 50 mg of 
desipramine, Mr. A slept for 6 hours, but the next day he was 
irritable and again became hyperactive and giddy. He was 
given another 50 mg of desipramine at bedtime. The next 
day his mood, affect, energy level, and behavior all appeared 
normal. The desipramine dose was then tapered over 2 
weeks, after which the desipramine was discontinued with- 
out further incident. 


Case 2. Mr. B was a 50-year-old man who was admitted 
with a 12-week history of depression characterized by anhe- 
donia, lack of energy, decreased appetite, decreased sleep, 
and increased somatic concerns. He had no history of mania 
but described occasional periods of increased energy preced- 
ing depressive episodes. There was no history of bipolar 
illness in the family. After taking 200 mg/day of desipramine 
for 4 weeks, Mr. B was moderately improved, but he had 
moderate subjective side effects. Since his plasma concentra- 
tions of desipramine averaged 700 ng/ml at steady state, we 
decided to discontinue desipramine, planning to reinstitute a 
lower dose. Within 36 hours of discontinuing the desipra- 
mine, Mr. B was more energetic, moderately elated, more 
talkative, at times pressured and intrusive, and sexually 
provocative. After 48 hours with no sign of improvement, 
desipramine, 100 mg/day, was reinstituted. Within 24 hours 
his mood was euthymic. His desipramine dose was then 
gradually tapered to 50 mg/day, with which he continued 
without further change. 
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DISCUSSION 


Similar to those reported by Mirin and associates 
(1), our patients developed hypomanic symptoms 
within 48 hours of discontinuation of a tricyclic anti- 
depressant. Our patients, both male and both receiving 
desipramine, add to the generalizability of Mirin and 
associates’ study, in which most patients were female 
and receiving amitriptyline. 

We wondered whether patients prone to this re- 
sponse might have bipolar features. Neither of our 
patients had been manic; however, Mr. A’s father was 
bipolar and Mr. B described prior hypomanic symp- 
toms. 

As remarkable as the hypomania itself was the rapid 
cessation of these symptoms after reinstitution of 
desipramine. This improvement might be merely coin- 
cidental with reinstitution of desipramine, but this 
rapid improvement differs from the cases described by 
Mirin and associates; in their report patients treated 
with neuroleptics improved in 5—9 days, and patients 
receiving no treatment experienced symptoms for 14— 
28 days. The rapid response to resumed desipramine 
treatment is similar to the response observed in a 
patient who developed panic anxiety after tricyclic 
withdrawal but improved quickly when amitriptyline 
treatment was restarted (2). 

Charney and associates (3) recently reported norad- 
renergic hyperactivity after abrupt tricyclic withdrawal 
similar to that reported in mania (4—6), which suggests 
a possible common mechanism. Consistent with this 
hypothesis, and providing a possible explanation for 
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the beneficial effect of desipramine on withdrawal 
symptoms, are reports (7, 8) demonstrating a rapid 
drop in plasma and urinary 3-methoxy-4-hydroxy- 
phenylglycol (MHPG) after acute administration of 
desipramine. This noradrenergic hypothesis, however, 
remains speculative and does not account for the 
difference in symptoms, e.g., dysphoria, anxiety, ma- 
nia, and autonomic changes, noted among individuals 
during tricyclic withdrawal (1-3, 9). 
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Marked Sinus Tachycardia Resulting From 
the Synergistic Effects of Marijuana and Nortriptyline 


James R. Hillard, M.D., and W.V.R. Vieweg, M.D. 


A young patient experienced marked sinus 
tachycardia while smoking marijuana and receiving 
therapeutic doses of nortriptyline. The authors 
discuss the potential synergistic effects of these drugs 
and recommend treatment with propranolol. 

(Am J Psychiatry 140:626—627, 1983) 


Ithough the cardiovascular response to therapeu- 

tic doses of tricyclic antidepressants and the car- 
diovascular response to marijuana smoking have been 
extensively described (1, 2), the synergistic cardiovas- 
cular effects of tricyclic antidepressants and marijuana 
are less well understood. We report on a young woman 
who tolerated nortriptyline and marijuana smoking 
separately but who required the emergency adminis- 
tration of propranolol to control marked sinus tachy- 
cardia when she used nortriptyline and marijuana 
together. 


CASE REPORT 


Ms. A, a 21-year-old college student, came to the emergen- 
cy room complaining of tightness in her chest, a lump in her 
throat, and a rapid heart beat that frightened her. She had 
been treated for mild depression with nortriptyline (30 mg 
h.s.) over a 9-month period. During this time she had noted a 
mild increase in her heart rate to around 90 beat/min while 
she was resting, but she had never experienced severe 
tachycardia. Her last dose of nortriptyline had been about 12 
hours before she came to the emergency room. 

One hour before coming to the emergency room Ms. A 
had smoked a marijuana cigarette for the first time in a year. 
Within one-half hour of smoking the cigarette, she had noted 
a more rapid heart rate than she had ever experienced before. 
She had smoked marijuana many times without ill effects. 
She had never used marijuana on a regular basis and never 
while receiving antidepressant medication. At the time she 
was seen in the emergency room, she was in good health and 
was taking no drugs other than nortriptyline and marijuana. 

Results from a physical examination were normal except 
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for a resting heart rate of 160 beat/min and a blood pressure 
of 150/90 mm Hg in the right arm while the patient was 
supine. An ECG was normal except for marked sinus 
tachycardia. Ms. A was given propranolol over the course of 
2 hours (20 mg p.o. on two occasions); her heart rate was 
reduced to 84 beat/min, and she felt well. She was advised to 
discontinue smoking marijuana and to take 20 mg q.i.d. of 
propranolol for 2 days. She remained free of symptoms 
during 6 more months of tricyclic therapy and for 6 months 
after discontinuation of the nortriptyline. Since Ms. A 
stopped taking nortriptyline, she has returned to occasional 
marijuana use, and she has had no cardiovascular com- 
plaints. 


DISCUSSION 


Tricyclic antidepressants comprise 14% of the 200 
leading prescription medicines (3); it has been estimat- 
ed that 22% of young adults smoke marijuana regular- 
ly (4). Thus, it seems reasonable to assume that these 
drugs are used together with some frequency. To our 
knowledge there has been one previous report of a 
possible interaction between them. Kizer (5) reported 
on a 25-year-old man with a sinus tachycardia of 120 
beat/min; the patient's chief complaints were restless- 
ness, dizziness, and a rapid heart rate after smoking 
marijuana while taking 25 mg b.i.d. of imipramine. Yet 
reviews of tricyclic antidepressants and marijuana fail 
to emphasize the potential synergistic effects of these 
two drugs on the cardiovascular system (6, 7). 

Increase in heart rate is a well-recognized side effect 
of therapeutic doses of tricyclic antidepressants. Vohra 
and associates (8) reported a mean increase in heart 
rate of 9.1 beat/min (from 81.6 to 90.7 beat/min) with 
the therapeutic administration of tricyclic antidepres- 
sants, including nortriptyline. Possible mechanisms 
promoting tachycardia in this setting include the ac- 
tion of tricyclic antidepressants at the adrenergic neu- 
ron with involvement, either directly or indirectly, of 
the neurotransmitter norepinephrine and the atropine- 
like anticholinergic effect (6). It is uncommon, howev- 
er, for the heart rate of a patient at rest to exceed 100 
beat/min during the therapeutic application of tricyclic 
antidepressants. 

Increase in heart rate is also a well-documented side 
effect of marijuana intoxication in nonhabituated indi- 
viduals. Beaconsfield and associates (2) have demon- 
strated that this effect is dependent on B-adrenergic 


Am J Psychiatry 140:5, May 1983 


cardiovascular mechanisms and that it is potentiated 
by anticholinergic drugs. In their study, smoking mari- 
juana alone increased the mean heart rate of their 
subjects to 89 beat/min from a resting level of 66 
beat/min. This increase was eliminated with the addi- 
tion of propranolol, a B-blocker, and was potentiated 
by a further 30 beat/min with the addition of atropine. 
It is probable that three mechanisms were operative 
in our patient when marked sinus tachycardia resulted 
from the combined use of nortriptyline and marijuana: 
the B-adrenergic effect and the anticholinergic effect of 
nortriptyline and the B-adrenergic effect of marijuana. 
It was probably the summation of B-adrenergic effects 
that drove our patient's heart rate as high as 160 
beat/min. The favorable response of our patient to 
propranolol underscores the importance of the 
summed B-adrenergic effects. In addition, it seems that 
propranolol is the drug of choice in such settings. 
Our experience suggests that a controlled study is 
needed to better define the cardiovascular interactions 
of tricyclic antidepressants and marijuana. Until that 
time, patients should be advised to avoid using these 
drugs together. If it is necessary to use a tricyclic 
antidepressant in a patient who insists upon continu- 
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ing to smoke marijuana, then a tricyclic with little 
anticholinergic effect may be most appropriate and 
consideration should be given to the prophylactic use 
of a B blocking agent. 
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In Memoriam 


Leo H. Bartemeier, M.D. 
1895—1982 


eo H. Bartemeier, 80th President of the American 

Psychiatric Association, died on October 9, 1982; thus 
from the ken but not from the hearts of those who knew him 
there passed a “truly beloved physician,” He had been 
residing at the home of his daughter, Mrs. William Hurley, in 
Grosse Pointe, Mich., and his only other daughter, Mrs. 
Thomas Roney, lived nearby. There were nine grandchildren 
between them, so he lived and died surrounded by those who 
were dear to him. His death signaled the end of the long and 
distinguished career of a revered, internationally known 
figure in medicine, psychiatry, and psychoanalysis. 

The Presidency of the APA (1951-1952) was not the only 
high honor awarded him; he had also been president of the 
American Psychoanalytic Association (1944—1945) and the 
International Psychoanalytic Association (1949-1950), the 
only psychiatrist thus thrice honored, or, as one of us put it, 
“the only psychiatrist to wear the triple crown." 

Lytton Strachey once stated that it is as difficult to write of 
a good life as it is to live it and characterized the writing of 
biography as the "impossible craft." We understand that 
statement much better now, for “Bart” (as his friends called 
him) lived such a full life that it is difficult to describe it in 
truncated fashion. He had as many planes to his makeup as a 
polished gem, and writers inevitably would have the fear of 
missing something important and not giving him his due. 

It is thus not strange that we were deeply moved in writing 
this memorial, for we were aware that we were trying to 
describe a missionary for the profession of medicine, a man 
spurred on by his deep love for and involvement with 
mankind. 

A big man in many respects, Bart was kindly, soft spoken, 
and avuncular. He was one of those rare physicians who only 
had to tilt his head back a bit and look at one through his 
bifocals—one would feel sure then that everything would be 
all right. Possessed of a quiet dignity and respectful of people, 
he had no trace of insincerity in his makeup. Always 
pleasant, he possessed a quiet humor that became manifest 
only on special occasions. 

Over the years several biographical sketches were written 
about him, the first (1) by Dr. Henry Brosin in 1952, when 
Bart concluded his term of office as President of APA. Later, 
on the occasion of his 75th birthday, several volumes were 
written as part of a two-day celebration in his honor at Seton 
Psychiatric Institute in Maryland, where he had returned to 
be medical director. One volume (2), made up of his 
writings, was edited by Peter A. Martin, A. W.R. Sipe, and 
Gene Usdin. The second volume (3), edited by A.W.R. Sipe, a 
close friend and colleague at the Seton Institute, was a 
Festschrift containing papers by many of his friends. Near 
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the end of the “Seton celebration" word was received from 
Rome that Pope Paul VI had raised Bart to Knighthood in the 
Equestrian Order of St. Gregory the Great, one of the highest 
honors a Catholic layman can receive. Bart's “cup was full.” 

Still later, in May 1982, one of us (P.A.M.) contributed a 
sketch of Bart (4) as part of the series “Profiles of Famous 
American Psychiatrists” in Psychiatric Annals. Fortunately, 
it appeared five months before Bart died. 

It is obvious by now that to do full justice to this man 
would require volumes. We will confine ourselves to giving a 
thumbnail sketch of Bart's early life and then discuss his 
philosophy, especially as revealed in his APA Presidential 
Address (5) and in writings such as his “An Autobiography 
of My Religion" (6). 


BACKGROUND 


Leo Bartemeier was born in Muscatine, Iowa, on Septem- 
ber 12, 1895. Muscatine was then a German (predominantly 
Catholic) farm community with a population of about 
16,000. The oldest of four living children, he was seen as a 
hard worker even as a child. His father, owner of a hardware 
store, was a highly respected member of the community, and 
Bart recalled that he both loved and feared him, for he was 
the undisputed head of the household. His mother, he said, 
“devoted her life to serving God, her family, our relations, 
and our neighbors. She lived only to serve others and scarcely 
thought of herself.” Bart loved her and later wrote that he 
realized that his identification with his mother influenced his 
choice of profession: ‘Those who heal the mind are like 
mothers who listen patiently and attentively to the troubles 
of others.” 

Like many great men he delivered newspapers as a boy. At 
11 years of age he served 100 copies of the Muscatine Journal 
by 6 a.m., necessitating his arising at 4 a.m.; all his life he 
remained an early riser. After graduating from parochial 
school he was enrolled in St. Mary’s College and High 
School, a Jesuit education center. Miserable and homesick at 
first, he was befriended by a young faculty member and soon 
recovered. He felt always that his spiritual life was nourished 
in those surroundings. He finished high school and two years 
of prescribed college courses. True to form, in his second 
year, in addition to attaining good college grades, he made 
himself competent in shorthand and typing and worked after 
school for the Associated Press. 

He was off next to the Catholic University of America in 
Washington, D.C. He enjoyed his time there and in addition 
met and worked as secretary for Dom Thomas Verner 
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Moore, a Benedictine monk who had a marked influence on 
the young Bartemeier. Dom Moore was a clinical psycholo- 
gist and one of the "great pioneers who combined psychiatry 
and religion." He had established near the school a clinic for 
those with mental and nervous disorders and a school for 
retarded girls. He was the only clergyman to become an 
honorary member of the American Psychoanalytic Associa- 
tion. His book Dynamic Psychology, published in 1924, was 
well ahead of anything of that nature written by a religious 
up to that time. 

Bart graduated from Catholic University with an A.B. 
degree and following acceptance of his research thesis on 
animal psychology received an M.A. He then was accepted at 
Georgetown Medical School, where he received his M.D. in 
1920. He interned in Henry Ford Hospital in Detroit and 
through the wise advice of the chief of medicine applied to 
and was accepted at Phipps Psychiatric Clinic, Baltimore, to 
be under the tutelage of Adolf Meyer and his associates. 
After two years of excellent training in psychiatry and 
neurology he returned to Detroit well equipped to begin 
practice. 

Meanwhile, the major event of his life had occurred, for in 
1921 he had married Elizabeth Haltigan, his “beloved Bess." 
It was a love affair that lasted 43 years until her death, and 
then she remained enshrined in his heart. Everyone who 
knew Bess loved her; like Bart's mother she seemed to have 
lived for her husband and children. 

As were a number of young men who entered psychiatric 
practice in the early thirties, Bart was unhappy about our 
meager knowledge of the causes and treatment of mental 
disorders, but unlike many others he decided to do some- 
thing about it. He applied for training at the Chicago 
Institute of Psychoanalysis, where Franz Alexander held 
forth. He was accepted and for years commuted each 
weekend from Detroit to Chicago, meanwhile returning to 
make a living during the week by practicing psychiatry in 
Detroit. Completing his work in 1938, Bart became the first 
Catholic training analyst; in that period analysis was not 
understood or in favor in many Catholic clerical circles, and 
Catholicism was not in particularly good odor with the 
analysts. 

Dr. Bartemeier had been securely ensconced in Detroit 
since 1926 and was well respected for his knowledge of 
internal medicine, neurology, and psychiatry. He continued 
his work there, but as a training analyst even more demands 
were made upon him: clinical professorships at the Universi- 
ty of Michigan and Wayne State University Medical Schools, 
the founding of the Detroit Psychoanalytic Institute, and a 
dazzling array of other appointments. Calls from the World 
Health Organization to help establish a child guidance clinic 
in Ireland, monthly consultations in Cuba—these give some 
idea of the extent of the services of this dedicated doctor. 

One more of Bart's accomplishments should be mentioned 
here. When the AMA, heretofore not very enthusiastic about 
psychiatry, decided to establish a Committee on Mental 
Health, it chose Bart as the chairman, and he remained in 
that position for a decade. 

In 1954 he returned to Maryland, this time to head the 
Seton Psychiatric Institute, one of the oldest of the nation's 
private mental hospitals, and soon he had things humming 
there. A revitalized training program got under way, research 
was encouraged, applications for training picked up, and the 
Daughters of Charity, who owned the hospital, were happy 
with what was going on. Some of us considered the move a 
lifesaving happening, for he could not have continued his 
former pace much longer. 
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AS WE REMEMBER HIM 


Perhaps a better heading for this section would be “Some 
of Our Vivid Recollections of Him." In the mind's eye one 
can recall regularly seeing Bart at APA meetings, usually in 
the company of Karl Menninger: two big men with a mutual 
affection. They were psychiatry's Damon and Pythias and as 
faithful professionally as were the originals militarily. Both 
were brilliant, both were already famous. Bart helped the 
Menningers in the establishment of the Menninger Founda- 
tion and was a member of its board. 

There was a tragic interlude in 1945 when the Bartemeiers’ 
only son, John, died suddenly at the age of 18 from the 
rupture of an aneurism of the Circle of Willis. The family 
was devastated but they slowly worked the tragedy through, 
buttressed by their love and the balm that their deep faith 
provided. Bart worked all the harder, continuing to help all 
with whom he had contact. 

In 1945 the Army sent a commission of experts to Europe 
to study the reasons for the large number, of psychiatric 
casualties turning up in various area commands. Bart was 
elected head of the commission, which included Karl Men- 
ninger, Lawrence Kubie, John Romano, and John White- 
horn. They left the United States in April 1945 and returned 
two months later. Their report on “Combat Exhaustion” (7) 
is an outstanding document. 

The commission worked hard, but of necessity there 
would be occasional humorous interludes, as witness John 
Romano's description of their travel in command cars to 
various war theaters. “Bart and Karl Menninger rode in one 
car," Dr. Romano noted. "I mention this because the 
collective bulk of Karl and Bartie was more than equivalent 
to that of the three of us in the back of the other car. 1 can 
assure you that in combat gear both Bartie and Karl could 
easily be mistaken for high-ranking Prussian officers of the 
war of 1870." Dr. Romano also had a high regard for Bart 
and wrote recently, *I shall remember him always as a 
thoughtful, kind man with a sustained interest in clinical 
scholarship." 

This approximation of him was borne out on many 
occasions and notably in Bart's address (5) as he completed 
his term as President of APA. It was excellently conceived 
and well delivered. He chose to discuss a major problem in 
psychiatry—namely, psychotherapy—and he examined it 
carefully from all angles. He paid due attention to the new 
biological and pharmacological advances that were arriving 
on the scene but saw particularly that “the cultivation of the 
personal humanistic contact with the patient must be main- 
tained in psychiatry because human psychology and human 
problems are still our major points of interest." 

In all fairness he noted that psychotherapy still remained a 
vague concept, for there was much that was unclear about it, 
and he suggested we get rid of any false pride we harbored 
and admit that some of the skepticism about it probably was 
justified. “It came and conquered psychiatry—and grew so 
rapidly that it may be looked upon as a child—and it still has 
much to learn." 

Even as does the wise physician today, he regretted the fact 
that the good habit of taking a careful, complete anamnesis 
had well nigh been abandoned by certain psychotherapists, 
who regarded it as out of date, just as the maintenance of a 
good relationship with the family physician no longer is in 
vogue. 

He also discussed several other situations that are still 
attracting interest. He saw much good coming from the 
hospitalization of obstetrical patients but saw also the diffi- 
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culties in separating the newborns from their mothers and 
believed that the establishment of nurseries might well 
increase the anxiety of both mothers and children and 
perhaps lay the foundation for future disturbances. So great 
was his interest in the importance of the early mother-child 
relations for promoting mental health that he became a 
founder of the “Cornelian Corner,” which achieved world- 
wide attention and acclaim. 

In 1972 Bart wrote his chapter “An Autobiography of My 
Religion" in the book Healer of the Mind: A Psychiatrist’s 
Search for Faith (6). It was a frank, open declaration of his 
religious faith and how it had carried him through life—it 
was his "Apologia Pro Vita Sua.” The writing of this essay 
was hard for him because the analyst is not used to revealing 
his personal beliefs. In the opening paragraph he declares 
himself: “This autobiography of my religion is intended to 
signify that its purpose is the worship of God. This is the 
meaning of my religion and my life." He continued, “The 
function of religion is neither the generating or relieving of 
anxiety nor the care of our temporal ills. Its function is 
worship." 

In the spring of 1949 Ernest Jones, the president of the 
International Psychoanalytic Association, wrote him from 
London to say that he would like Bart to follow him as 
president of the association. Bart was, of course, flattered. To 
be the first American and the first Catholic to head this 
international organization would indeed be an honor. But he 
had something on his own mind that he wanted to clear up 
first. 

At that time there was a nationally famous orator, a 
Catholic prelate, who was giving a series of sermons in New 
York in which he was stating that psychoanalysis was 
opposed to religion. There were others also preaching the 
same doctrine. Although they were answered in the public 
press by men of the caliber of Kubie, the opposition contin- 
ued. Bart felt that they lacked knowledge of psychoanalysis; 
in fact, he knew this to be so, but he told Ernest Jones that he 
would have to get it all cleared up in his mind before he could 
accept the honor offered to him. He therefore sought and 
received an invitation to a private audience with Pope Pius 
XI, who was at Castel Gandolfo. But we will let Bart tell 
It: 


When I met him and acquainted him with my problem I 
told him that my religion was far more important to me 
than the possible high honor to which I might be elected, 
so I had to ask him his views on psychoanalysis. Quite 
immediately he said that Freud had discovered more about 
human nature than anyone preceding him for thousands of 
years. 


Bart was amazed at the Pope’s knowledge and felt as 
though he were speaking to an analytic colleague. When he 
asked the Pope how he felt about psychoanalytic therapy, the 
Pope answered that “this depended upon the character of the 
physician.” The interview was terminated when he said, “If 
you are elected to the presidency, my son, accept it and do 
honor to the Church.” 

There is much more to report on this saga and very much 
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more to report on Bart’s work, but space does not permit us 
to go further. As one thinks of him and his accomplishments 
another great man comes to mind. Although light years apart 
in some ways, they were akin in others. They were both big 
men, great men, and modest men. Both were completely 
dedicated and both deeply spiritual. We speak of Dag 
Hammarskjold, Secretary-General of the United Nations. 
The latter’s book Markings (8), published after his tragic 
death, makes note of his spiritual depth. But he was not quite 
sure how this came about. Bart did know. Hammarskjold 
wrote, 


I don't know who or what put the question. I don't 
know when it was put, I don't even remember answering 
it. But at some time I did say yes to someone or something 
and from that hour I was certain that existence is meaning- 
ful and that, therefore, my life in self surrender had a goal. 


Bart did know where the questions came from and he 
knew the answers and was secure in his knowledge. Both 
men were sure that what you believe is more important than 
what you possess; what you do is more important than what 
you profess; and whom you inspire is more important than 
whom you impress. 

About one month before Bart died, one of us asked him 
which of his many professional activities had brought him 
the greatest pleasure. He answered, “Observing and helping 
with the careers of young psychiatrists." 

Leo Bartemeier, by his trustworthiness and his exemplary 
life, opened many doors to professionals of varying voca- 
tions. By his dedicated life he was able to show physicians 
and clergymen of all types and descriptions that although 
their vocations might be different, their essential purpose was 
the same: they were allies in the love and care of sick and 
distressed human beings. As we examine and evaluate his 
remarkable career we can readily say, "There was a man for 
all seasons." He will long be remembered. 
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THE FAMILY 


Father-Daughter Incest, by Judith Herman with Lisa Hirsch- 
man. Cambridge, Harvard University Press, 1981, 275 pp., 
$15.95, 


Before I read Father-Daughter Incest I had been told that it 
Offered a feminist perspective on incest, and as someone who 
considers herself receptive to a feminist perspective I was 
puzzled to find myself taking so long to get to read this book. 
It may be that I had a premonition that an ideological book 
about incest would be sure to anger me. After all, the subject 
of male domination has not been entirely resolved. I was 
right to think that the book would raise my gorge. More 
about that later. The book is evenhanded, logical, well 
researched, and thoroughly gripping. It may have taken a 
while to get to, but it was truly hard to put down. 

It is Dr. Herman's thesis that incest is the furthermost 
extension of male domination in a patriarchal society whose 
men do not share equally in child raising. She says incest is 
the most egregious abuse of the “Rule of the Father." (A 
review of the five largest studies of parent-child incest 
indicates that the father was the offender in 97% of the 
cases.) She quotes Claude Lévi-Strauss: “The prohibition of 
incest is less a rule prohibiting marriage with the mother, 
sister, or daughter, than a rule obliging the mother, sister, or 
daughter to be given to others. It is the supreme rule of the 
gift, and it is clearly this aspect, too often unrecognized, 
which allows its nature to be understood." In patriarchal 
societies, the rights of ownership and exchange of women 
within the family are vested primarily in the father, Dr. 
Herman reasons, and the father's power over his daughter is 
uncontested. For this reason, incest between father and 
daughter is the most easily overlooked. To buttress her 
argument she cites Leviticus 18:6—18, where the biblical 
injunction against incest names almost every conceivable 
breach of the incest taboo except relations between father 
and daughter. Dr. Herman comments, “The biblical law is 
addressed to men. It is assumed without question that men 
initiate and women submit to sexual relations. The wording 
of the law makes it clear that incest violations are not 
offenses against the women taken for sexual use but against 
the men in whom the rights of ownership, use, and exchange 
are vested." 

The bulk of Dr. Herman’s book, apart from her consider- 
able historical analysis, is an anecdotal and statistical study 
of 40 incest victims and their families. She compares these 
families with 40 families in which the father had been merely 
seductive. Electing to study only white families in the Boston 
area because “‘white people have indulged for too long in 
discussions about the sexual capacities, behaviors, and mis- 
behaviors of black people," she draws a chilling picture of 
the fathers, daughters, and mothers. 

She describes the fathers as patriarchs whose authority is 
absolute. More than three-quarters were the sole support of 
their families. Policemen, military officers, college professors, 
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and physicians were among them. Half of the fathers were 
reported to be habitually violent. The mothers were often 
unable to fulfill their traditional role. The daughters remem- 
bered their mothers as weak and powerless: the majority had 
disabling illnesses such as depression, alcoholism, or psycho- 
sis, which resulted in frequent hospitalizatiors or in the 
mother's living as an invalid at home. Thirty-eight percent of 
the daughters had been separated from their mothers during 
childhood. Despite their fathers’ abuse, the daughters tended 
to sympathize with their fathers' feelings of deprivation. 
Their relations with their mothers were characterized by 
hostility and alienation. 

I was sickened to learn that there is actually a pro-incest 
lobby whose proponents present their arguments in Hustler. 
I was more surprised to learn that the Sex Infomation and 
Education Council of the U.S. (SIECUS), a respected sex- 
education organization, has published articles in which 
incest is represented as a positive and consensua! experience. 
My irritation reached a crescendo when I read a citation 
from the 1975 edition of the Comprehensive Iextbook of 
Psychiatry (1) implying that daughters were willing partici- 
pants in incestuous liaisons. This strikes me as an insidious 
point of view, particularly when one learns tha: the aver- 
age age of the daughter when molestation begins is 9 years 
old. 

Reading this book I recalled two incidents from my 
residency training when senior male psychiatrists treated a 
woman’s molestation as a seduction. Dr. Herman has no 
truck with this kind of muddle-headed thinking. She knows a 
victim when she sees one and does not try to spread the guilt 
around. She has no trouble defining incest (‘any sexual 
relationship between a child and an adult in a position of 
paternal authority”) and presents evidence of its negative 
consequences. Her clear guidelines for therapy include re- 
moval of the father from the home until the daughter can be 
made safe, intensive support for the mother during the crises 
of disclosure, notification of the abuse to the legally designat- 
ed authority, and restitution of the mother-daughter bond. 
She enthustastically endorses group therapy for the victims. 

Dr. Herman believes that any long-term solution for 
changing the psychology of dominant men and submissive 
women rests on the shared responsibility for the care of 
children. “In boys, adult sexual identity is achieved only by 
repudiating the primary identification with the mother. In 
this process, all the qualities associated with mothering— 
tenderness, emotional responsiveness, and nurturance—are 
ruthlessly suppressed. The result is the formation of a male 
psychology in which sexual identity 1s forever open to 
question, dominance and sexuality are confused, and the 
capacity for caretaking is atrophied. Such a psvchology 
makes it inevitable that some men will abuse children." 

In summary, this is an excellent book that weaves together 
theory with very practical therapeutic guidelines. Most fasci- 
nating is the way Dr. Herman brings to life the family 
dynamics of an incestuous family. In the end, :he family 
members take on a mythic quality, like characters in a 
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Grimms’ fairy tale. Father-Daughter Incest should be re- 
quired reading for anyone treating a victim of incest. 
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Parent-Child Interaction: The Socialization Process Ob- 
served in Twin and Singleton Families, by Hugh Lytton. New 
York, Plenum, 1980, 357 pp., $35.00. 


This is an important document of an important and 
laborious research project. The distinctive goals of this 
ethological investigation were, according to the author, 1) to 
examine the reciprocal nature of parent-child influences 
from direct observations, 2) to analyze social behavior as 
both a process and a trait, 3) to include fathers in the 
investigation, 4) to search for a genetic explanation, and 5) 
to analyze the differences in parent-child relations between 
twins and singletons and the effect these have on the 
socialization process, 

These are amibitious goals, and they are pursued with 
painstaking care and diligence. The interviewer-observers, 
who were trained for 50 to 60 hours, recorded their data in 
specially devised parent-child interaction codes and two-part 
“parent” (mother) interview tables. Ninety mothers of 2- to 
3-year-old boys were selected; there were 44 singletons and 
46 twin sets, making 136 boys in all. The singletons had 
siblings (sex not stated) within a 3-year span. Five twin 
families had only the mother at home; all others had both 
parents living at home, although there were far fewer 
observations on the fathers than on the mothers, who were 
interviewed extensively. 

The method and justification of the statistical treatment 
are presented in a detailed, rather tedious chapter which will 
no doubt be valuable to future investigators. Another lengthy 
chapter addresses the influence of the education of the 
mother as an approximate index of social class on various 
behaviors, and a third chapter covers the impact of twinship 
on parent-child interactions, which seem primarily quantita- 
tive in difference. However, the author presents a case for 
reciprocity in child-parent interactions as the main factor in 
determining twin differences rather than inborn determi- 
nants or parents’ "assigning a different role" to each twin. 

The next four chapters contain the meat of the observa- 
tions, addressing “Attachment,” “Compliance and the Rudi- 
ments of Conscience," *Child-Parent Communications" and 
“Other Domains of Interaction." Then follows the analysis 
of genetic influences, showing only that the rates of speech 
and instrumental independence are significantly different in 
monozygotic and dizygotic twins. The last chapter contains 
conclusions and implications, followed by 12 appendices 
devoted to technical and methodological details and discus- 
sions. 

There is a tendency throughout the book to view this 
research as more comprehensive than it actually is. This is 
understandable in view of the tremendous labor involved, 
but the book does not offer a comprehensive view of the 
family, as the author suggests at times; nor does it adequately 
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address parent-child interactions because of the preponder- 
ance of observations of only mother-child interactions with- 
out any systematic data about parental interaction and how 
that might influence the total interactions described. For 
instance, it was observed that when parents were together 
the mother still addressed the child with a command or 
inhibition every 23⁄2 minutes whereas fathers did so only 
every 4 minutes, but there are no data on triangular interac- 
tions and none involving the siblings of singletons. 

Whether it is attachment or communication or compliance 
or rudiments of conscience, the mothers' activity and influ- 
ence outdistanced the fathers’, with the exception of play and 
physical activities, in which fathers dominated. Fathers 
achieved compliance more often than did mothers, but, as 
the author points out, this was true for the relatively brief 
period the father was present compared with the day-long 
mother-child interaction. Each twin's interaction with either 
parent was less than that of singletons—necessarily so—and 
this might account for twins! lower scoring on intelligence 
tests and social adjustment scales. Twins were also found to 
be, on the whole, less compliant than singletons. The higher 
compliance in father-child interaction was found to be 
significantly related to reasoning, in contrast to the mothers' 
effectiveness in this respect, but the general observation that 
parental warmth and consistency promote “‘internalization” 
and that punishment relates negatively to internalized com- 
pliance was confirmed. Although the lag in development of 
twins usually disappears by the age of 5 or 6, it was 
significant at the age under study. 

Of equal interest are comparative observations between 
monozygotic and dizygotic twins: the former were inferior in 
vocabulary to the latter. According to the author, twinship 
can be regarded as the extreme of close birth spacing, 
showing its worst adverse effect. 

In general, one of the most noteworthy research findings 
the author stresses is that Parsons' analyses of familial roles, 
i.e., an instrumental one for the father and a nurturant one 
for the mother, were confirmed by the data. Both parents, 
however, were supportive toward the child and each other 
for the most part. Mothers supported fathers in their interac- 
tion with their sons more than the reverse. Fathers' interac- 
tion was predominantly “physical,” playing and tumbling 
with the child. This did not seem to be the case much with 
the mother insofar as the observations (late afternoon/ 
evening) went. 

Noteworthy is the absence of any observations concerning 
reading, i.e., whether the children looked at books, whether 
they were being read to or how much, let alone what the 
parents might have read. Reading is an important sector of 
family behavior, with important implications for later school 
adjustment and general interests and curiosity range. Equally 
striking (although I found it gratifying) was the absence of 
any mention of television. 

Another noteworthy omission is the absence of references 
to Renée Spitz, Margaret Mahler, or E. James Anthony in an 
otherwise extensive reference list. Although attachment as a 
phenomenon is cogently discussed, attachment behavior is 
not viewed in the context of separation/individuation issues 
relevant to this age. The author in his discussions correctly 
goes beyond the strict realm of “socialization process” by 
considering the psychological and genetic implications of the 
observations, yet he generally disregards cognitive and emo- 
tional developmental issues and relevant ethological family 
studies. The findings confirm not only Parsons’ formulation 
but also Spitz’s concept of a “developmental dialogue” 
between mother and child, a dialogue that continues into the 
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toddler stage as documented in this volume. Moreover, this 
"dialogue" is often a trialogue, and more so in families of 
four or five. It is unfortunate that the observations were 
audiotaped and not videotaped, thereby not allowing accu- 
rate analysis of nonverbal interactions and communications. 

Otherwise, this is an admirably executed research project 
concerning an age group about which there are few systemat- 
ic studies, especially on this side of the ocean. It is a study no 
investigator or student of child development can afford to 
ignore. 


STEPHEN FLECK, M.D. 
New Haven, Conn. 


Generations Apart: Adult Hostility to Youth, by Leon She- 
leff. New York, McGraw-Hill, 1981, 352 pp., $18.95. 


“Generational conflict is a structural fact," says Leon 
Sheleff, who brings to his study an impressive command of 
psychological and sociological research. His alliance is to the 
tradition of the sociology of knowledge, which attempts to 
elucidate hidden influences that have colored other ap- 
proaches to an issue. He contends that there is an antago- 
nism to youth intrinsic to every parental generation, and that 
this crucial dimension of the conflict between the generations 
has been consistently neglected or denied in the vast majority 
of theoretical analyses. Might this selective inattention, 
Sheleff wonders, be due to a collective wish to pretend away 
an important dimension of our adult selves, a dimension we 
would rather not confront? 

As an organizing metaphor in his argument, he elaborates 
the Persian myth of Sohrab and Rustum, popularized in the 
West by Matthew Arnold's poem. In this myth, Rustum, an 
aging but great warrior, confronts the son he has never seen, 
Sohrab, in a battle meant to decide the fates of their warring 
armies. Sohrab asks that the two combatants identify them- 
selves and he asks that they discuss a peaceful settlement. At 
a moment of advantage in battle he repeats these requests. 
Rustum refuses, the tide turns, and he deals his son a mortal 
blow. Before Sohrab dies he identifies himself. He and his 
father are struck by the horror of what Rustum has done, 
and Sohrab dies. Sheleff holds this myth up for inspection 
and uses it to challenge the very heart of Freud's intergenera- 
tional metaphor—the myth of Oedipus. 

Sheleff's far-ranging critique of the Oedipus conflict is an 
important one and warrants our careful study. His criticism 
revolves around Freud's insistent focus on the unconscious 
incestuous and patricidal impulses of the son. In casting the 
interplay between Laius and Oedipus in these terms, Sheleff 
accuses Freud of mirroring and perpetuating a distorted 
picture of the conflict between the generations. Here the 
myth of Sohrab and Rustum is invoked with some power. 
Sheleff insists that there are psychological issues intrinsic to 
adulthood, involving unconscious filicidal wishes, which 
shape the evolving oedipal struggles of the young. He 
postulates many possible determinants of adult hostility, and 
high on this list are concerns about power and displacement 
as the young mature and their parents age. But he rejects as 
solipsistic the approach that would in one gesture define all 
adult hostility as “unresolved oedipal issues of the parental 
generation.” 

Around this latter point Sheleff’s argument is weakest. 
Many analysts have described oedipal dynamics as a rich 
tapestry, acknowledging the contributions of Laius and 
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Jocasta as well as the presence of the so-called negative 
Oedipus. Sheleff acknowledges this work briefly but spends 
the greater part of his energy lambasting the oedipal theory 
as most rigidly defined. 

His concluding chapters turn from this critique of Freud 
and the Oedipus complex to the historical, sociological, and 
philosophical dimensions of intergenerational conflict. Con- 
sistently the advocate of the young, Sheleff reminds us of 
their needs and challenges many traditional expressions of 
child advocacy. He argues convincingly that there is a 
pattern of oppressive distortion in our ways of perceiving the 
young—that apparently altruistic programs end policies 
often contain hidden agendas to control and disenfranchise. 

Some conflict between the ascendant and parental genera- 
tions is ubiquitous, inevitable. Sheleff ends by sharing his 
hope that an honest acceptance of all that is involved in such 
conflict can maximize the constructive possib:lities and 
minimize the tragedies. 

Although compromised to some extent by the narrow 
definition of Oedipus that Sheleff attacks and by his own 
clearly stated biases, this book warrants careful attention by 
those interested either in psychoanalytic theory per se or in 
the struggles between old and young. 


ERIC D. LISTER, M.D. 
Boston, Mass. 


SCIENTIFIC METHOD 


The Mismeasure of Man, by Stephen Jay Gould. New York, 
W.W. Norton € Co., 1981, 344 pp., $14.95. 


This is a valuable book. It is easy to read and its arguments 
are clearly presented, even its discussions of comolex statisti- 
cal questions. The author—a professor at Harvard Universi- 
ty whose areas of interest are defined on the book Jacket as 
geology, biology, and the history of science—makes clear in 
his introduction what he intended in writing this book. He 
wants to "criticize the myth that science . . . is an objective 
enterprise, done properly only when scientists can shuck the 
constraints of their culture and view the world as it really is.” 
Instead, he believes that “science must be understood as a 
social phenomenon, a gutsy, human enterprise, not the work 
of robots programmed to collect pure information." He sets 
out to show that scientists have biases that can and do affect 
their work and that racial, cultural, and sexual biases have 
profoundly affected scientific work concerning the measure- 
ment of intelligence and biological determinism. He defines 
the latter as holding that “shared behavioral norms, and the 
social and economic differences between humzn groups— 
primarily races, classes, and sexes—arise frora inherited, 
inborn distinctions and that society, in this sense, is an 
accurate reflection of biology." He is particularly concerned 
to discuss “a principal theme within biological determinism: 
the claim that worth can be assigned to individuals and 
groups by measuring intelligence as a single quantity." 

He proceeds to demolish very effectively the credibility of 
much of the data from craniometry (which was viewed as the 
IQ test of the nineteenth century) and from the measurement 
of IQ as they bear on racial, ethnic, or sexual differences. His 
attacks deal with the biases of scientists, the unrepresenta- 
tiveness of the data they obtained and analyzed es a result of 
such biases, and the fallacious reasoning they applied to 
these flawed data. The text is laced with frequent quotations 
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that leave little doubt that many prominent scientists were 
unable to rise above their racial, ethnic, and sexual preju- 
dices. In addition, Gould shows convincingly that their data 
often do not withstand careful scrutiny. 

The author’s most important thesis deals with the fallacy 
of concluding that because heredity may play a role in 
intragroup variation, it must account for intergroup varia- 
tion as well. He reveals the inappropriateness of such a 
conclusion by discussing a hypothetical example involving 
two groups of men. 


The first, with an average height of 5 feet 10 inches, 
live in a prosperous American town. The second, with 
an average height of 5 feet 6 inches, are starving in a 
third-world village. Heritability is 95 percent or so in 
each place—meaning only that relatively tall fathers 
tend to have tall sons and relatively short fathers short 
sons. This high within-group heritability argues neither 
for nor against the possibility that better nutrition in the 
next generation might raise the average height of third- 
world villagers above that of prosperous Americans. 
Likewise, IQ could be highly heritable within groups, 
and the average difference between whites and blacks in 
America might still only record the environmental dis- 
advantages of blacks. 


A second important thesis deals with the fallacy of equat- 
ing “heritable” with “inevitable.” He reminds his readers 
that, 


to a biologist, heritability refers to the passage of traits 
or tendencies along family lines as a result of genetic 
transmission. It says little about the range of environ- 
mental modification to which these traits are subject. 
... Genes... code for a range of forms under an array 
of environmental conditions. ... The claim that IQ is 
so-many percent “heritable” does not conflict with the 
belief that enriched education can increase what we call, 
... in the vernacular, “intelligence.” A partially inherit- 
ed low IQ might be subject to extensive improvement 
through proper education. And it might not. The mere 
fact of its heritability permits no conclusion. 


Although Gould repeatedly attacks the notion of intelli- 
gence as a unitary trait that can be reflected in a single 
number, he obviously would be no happier with data 
purporting to show that a variety of racial or ethnic differ- 
ences in intelligence, measured in many different ways, are 
the result of heredity. Whether intelligence is unitary or not, 
intergroup differences cannot be easily attributed primarily 
to genetic mechanisms. 

The author does not reject the usefulness of intelligence 
tests, only their “misuse.” He cites Binet’s original ideas and 
concludes that if ""Binet's principles had been followed, and 
his tests consistently used as he intended, we would have 
been spared a major misuse of science in our century." He 
summarizes Binet’s "three cardinal principles" as follows: 


1. The scores are a practical device; they do not 
buttress any theory of intellect. They do not define 
anything innate or permanent. We may not designate 
what they measure as "intelligence" or any other reified 
entity. 2. The scale is a rough, empirical guide for 
identifying mildly retarded and learning-disabled chil- 
dren who need special help. It is not a device for ranking 
normal children. 3. Whatever the cause of difficulty in 
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children identified for help, emphasis shall be placed 
upon improvement through special training. Low scores 


shall not be used to mark children as innately incapa- 
ble. 


Gould adds that “speaking personally, I feel that tests of 
the IQ type were helpful in the proper diagnosis of my own 
learning-disabled son. His average score, the IQ itself, meant 
nothing, for it was only an amalgam of some very high and 
very low scores, but the pattern of low values indicated his 
area of deficit." He even does not object to "the simple claim 
that IQ is to some degree ‘heritable.’ I have no doubt that it 
is, though the degree has clearly been exaggerated." 

The book makes vividly clear how easy it has been for 
some white, male, “Anglo-Saxon” scientists to attribute 
biological inferiority to blacks, Orientals, Southern and 
Eastern Europeans, Jews, and women on the basis of biased 
data, often distorted by confounding variables that were not 
recognized, and on the basis of concepts now widely discred- 
ited. On the other hand, Gould does not deal seriously with 
evidence that IQ scores, whatever their basis, predict school 
performance over a wide range of circumstances, albeit 
imperfectly. He appears somewhat ambivalent about this. At 
other times, he seems on the verge of altogether denying the 
role of heredity in intelligence but pulls back short of such a 
conclusion. 

On balance, the book offers an excellent perspective of the 
vexing social and policy questions associated with measuring 
intelligence. An unwary reader might conclude that there is 
no such thing as intelligence—no matter how measured— 
because of the author's vigorous challenge to the reification 
of the concept. As some reviewers have suggested, there is a 
hint of throwing the baby out with the bath water in some of 
the author's arguments. Despite these concerns, however, he 
succeeds in achieving his goals. At a time when the issues he 
addresses are still of concern to many, he provides a much- 
needed antidote to the poison of racial, ethnic, or sexual bias 
clothed in scientific respectablity. 


SAMUEL B. GUZE, M.D. 
St. Louis, Mo. 


CHILD PSYCHIATRY 


Child Development in Normality and Psychopathology, edit- 
ed by Jules R. Bemporad, M.D. New York, Brunner/Mazel, 
1980, 531 pp., $25.00. 


Reading this book can be likened to riding the coattails of 
experienced clinician-teachers as each works in office, clinic, 
or on hospital rounds. In the preface, Dr. Bemporad states 
that the motivation to produce this book occurred in these 
circumstances. He states, “The idea for this book evolved as 
a result of teaching professionals at various stages of training 
and different backgrounds who were involved in supplying 
care for children.” He found that he was frequently asked for 
references that would serve as a guide for normal develop- 
ment as well as describing how growth processes could be 
altered by certain conditions. As is true for many teachers, he 
hoped the student would look up the references, and he was 
stimulated to assure access to the information by providing a 
book. 

The intent of the book is reflected in the various areas of 
professional expertise of the authors. In spite of the excel- 
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lence of many of the individual contributions, the breadth of 
intended readership poses a problem in specifying a reader- 
ship that might be interested in the entire book. This is a 
problem for many multiauthored books. Nevertheless, some 
chapters should have broad appeal. For example, the chapter 
by Dr. Bemporad on theories of child development is a 
remarkably clear, concise presentation of the three major 
approaches to child development: psychoanalytic, organis- 
mic, and social-behavioral. This chapter could well be read 
by medical students who have a special interest in children, 
nursing students, social work students, and others, including 
pediatric and child psychiatry residents. Other chapters may 
be especially helpful to a specific group of trainees or 
clinicians. For example, the chapter on minimal brain dys- 


function is a highly focused, careful analysis of terminology, 


and the evaluation of children suspected of having this 
diagnosis. The author, Dr. Gardner, states that his aim was 
to counteract the overdiagnosis of minimal brain dysfunc- 
tion. He deplores the use of subjective findings and imprecise 
descriptions. He urges the use of normative data on the 
various neural developmental processes that have become 
available over the past 20 years. He meticulously describes 
how to execute each type of evaluation. This author and 
several others carefully review extensive research literature 
and comment on others’ work in the context of personal 
research. 

The diversity of the authors' professional orientations 
results in some interesting comparisons of orientations to the 
same subject. For example, Dr. Jansky, educational director 
of a reading clinic, approaches many of the same issues 
discussed by Dr. Gardner. A resident or physician reader 
might find Dr. Gardner's chapter of greater interest, and an 
early child development educator might be more interested in 
Dr. Jansky's work. 

The reader may or may not find the repetition of discus- 
sion of specific topics useful. The advantage is that the reader 
gains an increased appreciation of the complexities of the 
topic and profits from the experiences of sophisticated 
persons who have worked for many years in an area. 
Understanding other professionals’ approaches to a problem 
can also improve collaborative work. The disadvantage is 
that these approaches may seem conflicting, too repetitious, 
and thus confusing for the novitiate in the field of child 
development. 

The book is divided into four sections: 1) Introduction, 
with a chapter on the theories of development, 2) Stages of 
Development, with chapters on infancy, early childhood, 
maturation and development through the phallic-oedipal 
years, normal and pathological psychological development 
during the latency age period, and adolescence, 3) Condi- 
tions Affecting the Course of Development, with chapters on 
mental retardation, autism and childhood schizophrenia, 
minimal brain dysfunction, specific learning disabilities, 
chronic illness in children, and social-cultural deprivation, 
and 4) Assessment of Normality and Pathology, including 
chapters on a conceptual method for the assessment of 
developmental normality, the assessment of emotional matu- 
rity in the young child, psychological testing in childhood, 
and approaches to the dying child. The subjects of the 
chapters indicate the contrast in orientation between the 
authors who write about the stages of development and 
those who write about conditions affecting the course of 
development. The former group's orientation is predomi- 
nantly psychoanalytical; the latter group is predominately 
organismic and to some degree social-cultural. An exception 
to this orientation is Dr. Bennett's chapter on infancy, which 
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reports on the neurophysiological data that have character- 
ized infant research for the past 20 years. He presents the 
reciprocal interaction between the developing CNS and the 
social environment in a highly personal style that invites the 
reader to visualize the infant and interact with the baby. 

Sours, Sarnoff, Kestenbaum, and Sharp have a sophisticat- 
ed understanding of psychoanalytic theory and its practical 
applications to child development and psychopathology. 
Sours and Sarnoff's chapters are unusual in that they trace 
the anlage for the developmental stage discussed in their 
chapter and describe the evolution of these psychological 
processes into the next stage of development. The current 
antipsychoanalytic attitude of many students may interfere 
with their appreciating and using the practical suggestions 
for evaluating and working with a child and family within 
this conceptual framework. 

Dr. Bemporad's intent is to bring together the writings of a 
group of sophisticated clinicians who have diversified inter- 
ests and approaches to children. As a postscript, I suggest 
that the chapters in this book, with their extensive bibliogra- 
phies, might well serve as a reference for a teacher-clinician 
who wishes her or his students to have another perspective 
on a topic. 


NANCY C.A. ROESKE, M.D. 
Indianapolis, Ind. 


Child Nurturance, Vol. 1: Philosophy, Children, and the 
Family, edited by Albert C. Cafagna, Richard T. Peterson, 
and Craig A. Staudenbaur. New York, Plenum, 1982, 377 
pp., $35.00. 


The International Year of the Child, 1979, gave birth to 
many projects, some of lasting value, some evanescent. It is 
to the credit of Michigan State University that its contribu- 
tion, a year-long series of symposia on aspects of the needs 
and welfare of children, was clearly in the former category. It 
was, indeed, the concern of those who organized the pro- 
gram that their contribution be a continuing one which led to 
the publication of this volume, the first in a series on the 
general theme of child nurturance. 

It is of particular interest that the present book, the 
product of the Department of Philosophy, is concerned with 
such issues as the nature of family relations, women's role in 
the family, children's rights, moral education, and the ethical 
conflicts surrounding medical interventions with children. It 
is clear from this brief summary that a substantial shift in the 
concerns of academic philosophers is currently under way. 
Respectability is no longer restricted to considerations of 
logic and language; moral philosophy is resurgent, and the 
breadth and depth of the discussions presented here give 
testimony to its flourishing state. 

Space does not permit a full critical assessment of all 18 
major papers and the several discussions that introduce and 
follow them. There are, however, several particularly ger- 
mane to the concerns of physicians in general and psychia- 
trists in particular that deserve special mention here. John 
Hoaglund, for instance, raises important moral and practical 
questions about the “voluntary one-parent family"—in par- 
ticular, the ethics of artificial insemination of unmarried 
women who wish, for their own purposes, to have the 
experiences of pregnancy, childbearing, and motherhood. He 
is particularly forceful regarding the lack of accountability, 
record-keeping, and systematic follow-up in such cases, often 
under the ostensible shelter of confidentiality. Quoting Epic- 
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tetus, he says, “If what you are doing is morally acceptable, 
then do it openly; if not, then instead of doing it secretly 
don’t do it at all” (p. 50). In her discussion, Barbara Ames 
argues for a broader acceptance of “new, viable family forms 
without interjecting conventional wisdom and stereotypic 
attitudes" (p. 55). 

There is lively debate on the question of the unique role of 
women in providing parental care—'nurturance"—as the 
book's title suggests. Paradoxically, it is Hugh Wilder, the 
only male author in this section, who is most critical of such 
notions, particularly when based on Rossi's biological mod- 
el, but Sara Ruddick and Marilyn Frye seem less negative. 
Indeed, they appear even reluctant, in a feminist context, to 
give up the special maternal role to men. 

The discussion of children's rights is penetrating and, 
again, diverse. Howard Cohen espouses a doctrinaire “liber- 
tarian” position that would "eliminate the double standard,” 
but William Ruddick offers a more balanced and, in my 
opinion, more realistic view within the framework of the 
actualities of child development and the family and social 
contexts in which it occurs. In a remarkably thoughtful 
essay, Ferdinand Schoeman cuts through the abstract and at 
times legalistic discussions of “rights” by focusing on the 
central role of intimacy in human relationships. “The dan- 
ger," he says, “‘of talk about rights of children is that it may 
encourage people to think that the proper relationship 
between themselves and their children is the abstract one that 
the language of rights is forged to suit" (p. 201). 

In the section on moral education of children the work of 
Kohlberg is a central preoccupation. Marie-Louise Frique- 
gnon and Hiram Fitzgerald deliver, in their separate papers, 
a devastating critique, pointing out both Kohlberg's overem- 
phasis on cognitive as opposed to affective elements in the 
development of moral judgment and his ethnocentric b:ases. 
Diane Levand, however, tempers such negative judgments 
with a recognition of Kohlberg's role in bringing questions 
concerning moral development to the level of scientific scru- 
tiny. 

Of greatest interest to physicians, perhaps, is the final 
group of papers. On the basis of a searching and impassioned 
inquiry into the status of the “infant as person," William 
Bartholome, a pediatrician, formulates a restrictive set of 
criteria for parental consent for and physician participation 
in procedures that might infringe on the infant's current 
welfare or his future range of life choices. The discussion by 
the other participants of this deeply felt and closely reasoned 
paper is remarkably informed and sensitive to the nuances 
that make this a particularly controversial area of ethical 
investigation. 

Overall, this book demonstrates the wide range of interests 
of contemporary moral philosophers, their willingness to 
draw on data from social, historical, and scientific studies, 
and their—at times—impressive grasp of difficult technical 
matters seemingly distant from their own primary area of 
scholarship. At first glance, this book may seem remote from 
the concerns of the practicing psychiatrist. On closer inspec- 
tion, however, it touches on and explores many issues that 
impinge on his or her work and, for a child psychiatrist, may 
even be central to it. The book is dense, and like many 
publications that are produced by photoreproductive meth- 
ods, suffers from more than its share of typographical errors. 
Nonetheless, it repays the close attention that it de- 
mands. 


AARON H. ESMAN, M.D. 
New York, N.Y. 
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Delinquency: Its Roots, Careers, and Prospects, by D.J. 
West. Cambridge, Harvard University Press, 1982, 186 pp., 
$15.00. 


This report on what is known as the Cambridge Study of 
Deliquency is a prospective 20-year report on 411 boys in a 
London area. The study included all boys on the registers of 
six state primary schools who in 1961 were of an age to be in 
fourth-year classes. The six schools were all within a one- 
mile radius of the research office, which was located in a 
crowded urban area in London. 

All of the boys were first seen at school at age 8 or 9 years. 
Nearly all were seen a second time at 10 or 11 years of age 
and again in their various secondary schools at ages 14 or 15. 
The whole sample was interviewed twice more, at ages 16 or 
17 and ages 18 or 19. The latter interviews were an average 
of 2 hours in length and were tape-recorded in the research 
office. Finally, at ages 23 or 24 some particular groups were 
interviewed again. Data also included teachers! reports of 
which boys were “troublesome” in primary school and 
official records from the courts. 

Much of the material is presented in simple, easily under- 
stood statistical form. For example, of 101 delinquents, 
45.5% rated themselves high on aggression, while of 288 
nondelinquents only 11.5% rated themselves high on this 
variable. 

The author lists five predictors of the likelihood of a boy's 
becoming a juvenile delinquent: 1) coming from a low- 
income family, 2) coming from a large family (five or more 
children), 3) having parents considered by social workers to 
have performed their child-rearing duties unsatisfactorily, 4) 
having below-average intelligence on testing (IQ 90 or below 
on Ravens Matrices Test), and 5) having a parent with a 
criminal record acquired before the boy's 10th birthday. This 
last item was the most predictive: 37.8% of 103 boys with a 
criminal parent became delinquent, compared with 14.696 of 
the rest. 

The author describes the delinquent boy as likely to be 
tattooed, high on self-reported aggression, having an unsta- 
ble job record, “hanging around,” involved with antisocial 
groups, admitting drinking and driving, admitting heavy 
gambling, sexually experienced, a heavy smoker, a drug user, 
and having antiestablishment attitudes. All of these charac- 
teristics were substantially more frequent in the delinquents 
than in the nondelinquents. 

The book reports David Farmington's study of the effect of 
the first conviction, which found that self-reported delin- 
quency increased following the first official finding of guilt. 
Follow-up provided “‘slight evidence for the theory that 
initial leniency by the courts promotes further delinquency” 
(p. 108). 

Although West considers early deprivation a key issue in 
delinquency, he is eclectic in his approach. There are many 
paths and causes involved and there is no simple solution. 
Many youngsters, with increasing maturity, give up delin- 
quent behavior. Others persist, particularly those who have 
experienced a combination of unfavorable factors. Some 
who have not been juvenile delinquents become offenders in 
adult life. 

There are 47 pages on what should be done, a cautious 
review. West rejects both the resurgent punitive ideology and 
the strict noninterventionist stand and urges that we inter- 
vene with caution and compassion where public protection 
requires it and where we can influence or offset unfavorable 
factors influencing disadvantaged youth. He sees no incon- 
sistency between making property more difficult to steal, 
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working to ameliorate family poverty, and preventive treat- 
ment with such vulnerable groups as school truants. 

This is a major study and a thoughtful consideration of a 
very troublesome problem. 


RICHARD L. JENKINS, M.D. 
Iowa City, Iowa 


SUICIDE 


The Final Months: A Study of the Lives of 134 Persons Who 
Committed Suicide, by Eli Robins, M.D. New York, Oxford 
University Press, 1981, 432 pp., $32.95. 


Why, you will ask, are the findings from a study of suicide 
completed nearly 25 years ago being published today, and 
why do the individual case histories of a series of persons 
who killed themselves appear in a volume intended for 
professional readers? There are several answers to this 
question. To begin with, the study that is the subject of this 
book is a classic. Involving all 134 persons who committed 
suicide during one year (1956—1957) in St. Louis, it repre- 
sents the first systematic investigation of a large number of 
unselected suicides. As such it employed structured inter- 
views and explicit criteria for diagnoses long before these 
had become fashionable research tools. Carried out by the 
Department of Psychiatry, Washington University School of 
Medicine, under the direction of Dr. Eli Robins, it remains a 
model of comprehensive and painstaking research. Psychia- 
trists interviewed the most immediate relatives and gathered 
from them detailed information regarding the medical and 
psychiatric history, positive and negative symptoms, and 
events or circumstances leading up to each person's suicide. 
Supplemental information was also gathered from varied 
sources, including friends, neighbors, coworkers, physicians, 
medical and police records, etc., and psychiatric diagnoses 
were assigned according to specified criteria. 

Another reason for the present volume is the fact that the 
major findings of this study demand continuing emphasis. 
The great majority of persons who killed themselves were 
found to have been mentally ill. Indeed, 94% met previously 
established criteria for major mental disorders at the time of 
their suicide and 72% suffered from either depression or 
alcoholism. The role of affectional loss (e.g., separation, 
divorce, bereavement) in alcoholic suicides was clearly 
shown. Such losses occurred in the year before 4896 of 
alcoholic suicides compared with 1596 of those resulting 
from affective disorder. Case narratives published in The 
Final Montbs are thoroughly convincing and serve to remove 
any doubt about the association between self-destruction 
and mental illness and certain illness-related factors. The 
study amply demonstrates the power of the medical ap- 
proach to understanding suicide and clearly establishes the 
role of physicians (especially psychiatrists) in preventing this 
form of behavior. If any skeptics remain, they should make 
themselves familiar with this book. 

Earlier reports dealt with diagnostic and communicative 
aspects of this series of suicides and, although the present 
volume reviews this material, it is mostly taken up by 
individual case narratives, together with checksheets show- 
ing how diagnostic criteria were met (1, 2). From such 
detailed case reports readers may judge for themselves 
whether diagnostic criteria were fulfilled and what anteced- 
ent circumstances may have contributed to suicide. These 
narratives also make further analyses of the data possible. 
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Let us, for example, examine the author's statement that 
anxiety neurosis is not associated with suicide. À recent 
report showing increased mortality due to suicide among 
patients formerly hospitalized for panic disorder casts doubt 
on this conclusion (3). According to the case summaries, 8% 
of the group with affective disorder had experienced long- 
standing traits of “nervousness,” usually not further de- 
scribed. As a symptom, “nervousness” was identified in 59% 
and anxiety attacks in 1496 of the total sample. In addition 
to this, 15 persons who committed suicide were noted to 
have experienced anxiety symptoms that were associated 
with impairment or were the object of medical attention. 
They occurred at varying intervals before or during the 
person's final illness. Consider the example of a housewife 
who killed herself during an episode of depression at age 42. 
At 37 she 


developed abdominal pain about which she became 
panicky and overconcerned. No medical or surgical 
disease was found to explain this symptom. At that time 
she began to suffer episodes during which she was 
generally fearful and afraid to leave her home. She 
would not go out alone and wanted her husband with 
her. During these times she was depressed and had 
severe insomnia. 


In this instance an agoraphobic syndrome was described. 
Depressive symptoms were also noted and the question in 
this and a number of instances is, Which illness was primary? 
In some of the 15 cases the diagnoses recorded (6 affective 
disorder, 6 alcoholism, and 3 other) may have been second- 
ary. Review of case histories, therefore, suggests that suicide 
may have occurred in a number of individuals with anxiety 
disorders complicated by depression or alcohol dependence. 
The point is not that the author may have been incorrect but 
that, given the detailed presentation of information, it is 
possible to reexamine it and arrive at separate conclusions. 

This study by Dr. Robins and colleagues warrants ongoing 
review. Their method provides a model for studies still 
needed to extend our clinical knowledge and appreciation of 
the biological substrate of suicide. Their findings make it 
clear that any comprehensive understanding of suicidal 
behavior must include the medical framework, which many 
early sociologic and psychologic formulations neglected. 
And physicians in training must be made aware not only of 
the most potent predictors of suicide but also of their role in 
prevention. The reader cannot help but be struck by the 
number of opportunities for intervention that physicians 
missed, Over half of the suicides in this series received 
medical care for their psychiatric disorders in the year before 
their deaths. Clearly, appropriate diagnosis and treatment of 
conditions associated with self-destruction prevent many 
persons from killing themselves, and alertness to the risk of 
suicide and to factors that increase that risk in certain 
illnesses protects many more from untimely and tragic 
deaths. There can be little doubt that many persons alive 
today are unknowingly indebted to Dr. Robins and col- 
leagues for their contribution to suicide prevention. And, as 
time passes, there will certainly be many more. 
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Alprazolam for Panic Disorder and Depression 


Sir: There is increasing evidence that the new benzodi- 
azepine, alprazolam, is effective in the treatment of both 
panic disorder and depression (1, 2). I wish to report two 
cases of major depression (DSM-III criteria), one of which 
was characterized by panic attacks, in which alprazolam not 
only improved the clinical picture but appeared to reverse a 
previously abnormal dexamethasone suppression test (DST) 
as well. 


Mr. A, an 18-year-old man, came for treatment with 
generalized anxiety, depression, and insomnia of 2 years’ 
duration. He had also experienced several episodes of hyper- 
ventilation, tightness in the chest, profuse sweating, palpita- 
tions, and an intense fear of dying. He complained of poor 
appetite, inability to concentrate, and initial insomnia. There 
was no weight loss, and the patient’s mood was worse in the 
evening. 

A DST was performed with 1 mg of dexamethasone; a 
single blood sampling was done at 4:00 p.m. Serum cortisol, 
as measured by radioimmunoassay, was 15.8 wg/dl, indicat- 
ing a markedly abnormal response (3). After an unsuccessful 
3-day trial of imipramine, the patient was given .5 mg of 
alprazolam orally twice a day, This was later increased to .5 
mg orally three times a day. Within 2 weeks, the patient was 
reporting substantial reduction in both the depression and 
the panic attacks. Approximately 3 weeks after beginning 
alprazolam, the DST was repeated. The 4:00 p.m. serum 
cortisol was 1.4 g/dl. 


Ms. B, a 20-year-old woman who had recently separated 
from her husband, had a 1-year history of depression 
following a traumatic sexual incident. She complained of 
crying spells, initial insomnia, frequent awakening during the 
night, poor appetite, and a 2—3 kg weight loss over the past 2 
months. She also reported poor concentration, occasional 
feelings of confusion or unreality, and worsening of mood in 
the evening. There were no symptoms of panic disorder, 
although generalized anxiety was present. A DST showed 
4:00 p.m. plasma cortisol of 16.7 ug/dl. Treatment with 1-2 
mg of alprazolam at bedtime produced significant improve- 
ment in sleep and mood. The patient reported increased 
social and domestic activity. Approximately 312 weeks after 
treatment, a DST (4:00 p.m. sample) showed a serum 
cortisol of 4.8 wg/dl. 


Despite some debate over the interpretation of the DST (4, 
5), the substantial decreases in serum cortisol from markedly 
elevated initial values suggest a genuine and meaningful 
neuroendocrine alteration in the cases reported here. Further 
controled studies are needed to confirm the efficacy of 
alprazolam in depression and panic disorder, but the cases 
cited are highly suggestive. 
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Alprazolam for Endogenous Depression 


SIR: Benzodiazepines have generally been considered inef- 
fective in the treatment of depression (1). However, it has 
been suggested that alprazolam, a triazolobenzodiazepine, 
may be effective in the treatment of depressive neurosis (2, 
3). We would like to report the successful use of alprazolam 
in the treatment of endogenous depression. 


Ms. A, a 53-year-old woman, was admitted to the psychia- 
try service of a university medical center for the management 
of depression and back pain. Her illness started 14 months 
before the admission. She had gradually become depressed, 
with crying spells, decreased sleep—including early morning 
awakening—loss of interest in all activities, loss of libido, 
anergia, withdrawal from social activities, loss of appetite, 
and an 18-kg weight loss. She quit her job after the onset of 
her depression. No precipitating factor could be identified. 
At the same time she developed low back pain. She was 
evaluated by orthopedic and neurosurgeons, and many ra- 
diographic studies were done. No organic pathology could 
be found. A trial with tricyclics had to be stopped due to her 
sensitivity to the drugs (she became delirious with amitrip- 
tyline and doxepin and developed akathisia with amoxapine 
and nortriptyline). The patient refused electroconvulsive 
therapy (ECT) and was unwilling to adhere to a monoamine 
oxidase inhibitor (MAOJ) diet. At this time she was referred 
to the university center. 

At the time of admission, she was profoundly depressed, 
with anergia, anhedonia, and vegetative signs of depression. 
A dexamethasone suppression test (DST) on admission was 
positive; her serum cortisol levels were 5.7 and 2.9 ug/dl at 
4:00 p.m. and 10:00 p.m., respectively. 

The patient was given alprazolam. Weekly Hamilton rat- 
ings were done. Over the course of the first week, the dose of 
alprazolam was increased to 5 mg per day. Her anxiety 
decreased, but there was little change in her depression or 
pain. The dose was then gradually increased to 14 mg per 
day over a 2-week period. The patient became cheerful and 
friendly, her sleep returned to normal, her pain disappeared, 
and her appetite increased. She gained 2.3 kg in 2 weeks, and 
she began to participate in ward and social activities. Her 
Hamilton depression score changed from 27 to 9. Over the 
next 2 weeks her recovery was sustained; DST at this time 
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showed serum cortisol values of 1.0 and 1.1 g/dl at 4:00 
p.m. and 10:00 p.m., respectively. 

At this point medication was tapered and stopped. The 
patient became profoundly depressed. The DST was repeat- 
ed. Serum cortisol values were 17.0 and 4.3 yg/dl at 4:00 
p.m. and 10:00 p.m., respectively. The patient was again 
given alprazolam and her symptoms completely resolved. 


Unlike other benzodiazepines, alprazolam blocks reser- 
pine-induced increase in B-adrenergic receptors in the brain, 
and its antidepressant action may be related to this effect (4). 
Further study of alprazolam in the treatment of endogenous 
depression may be fruitful. 
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K. RANGA RAMA KRISHNAN, M.D. 
Durham, N.C. 


Galactorrhea Associated With Maprotiline HCl 


Sir: To our knowledge, galactorrhea, a known side effect 
of neuroleptics (1—3), has not been reported to occur with 
maprotiline HCl. We recently encountered a patient who 
developed galactorrhea after 12 days of treatment with 
maprotiline HCI. 


Ms. A, a 23-year-old woman, came to our clinic because 
she had experienced insomnia with early morning awaken- 
ing, loss of interest and energy, anorexia, loss of weight, 
difficulty concentrating, and frequent crying spells for 2 
weeks. No evidence of a precipitant event was found. The 
mental status examination showed a depressed affect but was 
otherwise unremarkable. Results of physical examination 
and laboratory tests, which included a complete blood count 
with differential, SMA-20, uric acid, T5, T4, and thyrotropin- 
stimulating hormone (TSH), were all within normal limits. A 
diagnosis of recurrence of a major depressive episode was 
made, and treatment with 50 mg of maprotiline HCl by 
mouth at bedtime was instituted. On the 10th day the 
medication was increased to 75 mg. On the 13th day Ms. A 
developed galactorrhea. Maprotiline was discontinued and 
the galactorrhea promptly subsided. 
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IN SAD CAGES: A Mnemonic for Depression 


Sir: In the course of writing instructional material and 
teaching house staff and students about psychiatric disor- 
ders, we have often been asked about a mnemonic aid for 
remembering DSM-III criteria for a major depressive epi- 
sode. We have created a mnemonic aid with the acronyms IN 
SAD CAGES. The letters stand for interest (IN), sleep 
disorder (S), appetite (A), dysphoric mood (D), concentra- 
tion (C) affect (A), guilt (G), energy (E) and suicidal 
ideation (S). 

When we presented the mnemonic for the first time, one of 
our senior faculty quipped that the mnemonic itself was very 
depressing. We hope the device presented will help trigger the 
mind appropriately when clinical depression is suspected. 


DOUGLAS A. RUND, M.D. 
JEFFERY HUTZLER, M.D. 
Columbus, Obio 


Adrenocorticotrophic Hormone in Schizophrenia 


Sir: I have been treating a schizophrenic girl for 7 years, 
but she has not been responding to phenothiazines (chlorpro- 
mazine, perphenazine, thioridazine, pericyazine, methotri- 
meprazine, fluphenazine decanoate injection, trifluopera- 
zine), fluopenthixol decanoate injection, haloperidol, thio- 
xanthene, electroconvulsive therapy (ECT), supportive 
psychotherapy, token economy, and social rehabilitation. 

She was a bright pupil at school before her illness and had 
no abnormal medical history. She is now 20 years old and 
shows all of the symptoms of schizophrenia according to 
DSM-III and World Health Organization (WHO) (1) crite- 
ra. An EEG 5 years ago showed abnormality, with an 
irritative focus at the right frontotemporal region; I therefore 
tried to add an anticonvulsant (primidone) to her regular 
medicines. She responded fairly well for a few weeks but was 
not responsive afterwards. I found the same result with other 
anticonvulsants such as diphenylhydantoin, phenobarbital, 
and carbamazepine. She developed acute hypersensitivity 
reactions to carbamazepine. Consequently all drugs were cut 
off and she was given prednisolone by an internist. She 
gradually became better physically and, surprisingly, mental- 
ly. 

I gave her 1 mg of adrenocorticotrophic hormone (ACTH) 
by injection because she was not responding to any drugs but 
responded well to prednisolone. (I was well aware of its 
contraindication in psychoses and also its complications.) 
She responded well to ACTH after a couple of hours and 
maintained the improvement for 2 days but went back to her 
previous mental state afterwards. I have repeated the ACTH 
injection 6 times, and every time I saw the same good result 
(she became symptom free) for 2 days. Finally I stopped 
giving ACTH, mainly because of its short-lasting effect as 
well as my worrying about its complications (2). 

To my knowledge this is the first report of the use of 
ACTH in schizophrenia. I think drug researchers and also 
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pharmaceutical agencies might be interested in making a 
similar drug with fewer complications and a longer lasting 
effect. 

It may be concluded that at least in some schizophrenic 


patients there is an inflammatory process that responds to 
ACTH. 
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Psychiatry in a Rural General Hospital 


Sir: In October 1956 Mearin and Blake (1) reported a 
summary of emergency admissions to a suburban general 
hospital in Montclair, N.J. It now seems worthwhile to 
report a summary of emergency admissions to a rural general 
hospital and compare the incidence in a different setting and 
after a period of 26 years. 

The hospital in this study, Paul Oliver Memorial Hospital 
in Frankfort, Mich., where one of us (R.]J.M.) moved from 
Montclair, is a 40-bed general hospital. It serves a rural 
catchment area with a population of 11,500. All admitted 
patients requiring the services of a psychiatrist were tabulat- 
ed for a 2-year period (1980 and 1981). Each patient was 
classified as to diagnosis and disposition. 

The results of the 1980 survey showed a total of 26 
admissions of patients with psychosis (7 with manic-depres- 
sion, 5 with schizophrenia, 9 with involutional psychosis, 
and 5 with alcoholic psychosis). There were 68 admissions of 
patients with psychoneuroses: 3 with hysterical reactions, 53 
with depressive reactions, and 12 with acute anxiety. Four- 
teen patients were admitted with acute alcoholism, and 5 
patients who had attempted suicide were treated. This made 
a total of 113 emergency psychiatric admissions in 1980. 
Disposition was as follows: 109 patients were discharged, 2. 
were transferred to a mental hospital, 1 died, and 1 was 
referred to police custody. 

In 1981 there were 15 admissions of patients with psycho- 
ses: 2 with manic-depression, 12 with involutional psychosis, 
and 1 with alcoholic psychosis. The admissions of nonpsy- 
chotic patients included 14 with psychoneurosis: 9 with 
depressive reaction and 5 with acute anxiety reaction. There 
were 3 admissions of patients with acute alcoholism and 3 
cases of attempted suicide. This made a total of 35 emergen- 
cy psychiatric admissions for 1981: 34 were discharged 
home and 1 was transferred to a mental hospital. 

It is obvious that psychiatric attention is as necessary in the 
rural hospital as it is in the urban hospital. Equally apparent 
is the benefit to patients realized by the availability of a 
psychiatrist with an office at the hospital. Before one of us 
(R.]J.M.) moved to this rural area 9 years ago, the nearest 
psychiatric consultant was more than 40 miles away and was 
often not available. 

Most inpatients are treated in the medical-surgical area of 
the hospital. The others are transferred to a psychiatric 
facility in a city 40 miles away and later receive office follow- 
up back at Paul Oliver Memorial. 

The marked reduction in the total number of emergency 
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psychiatric admissions from 113 in 1980 to 35 in 1981 is 
attributed to 1) a lower seasonal population in this resort 
area due to the economic recession, 2) earlier referral of 
patients for office therapy, 3) better county outpatient serv- 
ices, and 4) more active mental health organization activities. 
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Seizure Possibly Caused by Trazodone HCl 


SIR: T have not seen it mentioned in the literature previous- 
ly, but I have had a patient who had a seizure most likely due 
to trazodone HCI. 

The patient, a 28-year-old registered nurse, had never had 
a seizure disorder and was taking no medications, licit or 
illicit, except for 75 mg of trazodone HCI at bedtime, which 
she had been taking for 5 days. There had been no orthostat- 
ic dizziness, although her blood pressure had not been taken 
before the event mentioned here. 

The patient's depression had improved and she was driv- 
ing to school. The last thing she remembered was leaving her 
driveway. The next thing she remembered was waking up in 
a police station. In the interim the patient had driven several 
miles, had hit one car, pushing it into a third car, and then 
plowed into a tree. Fortunatelyynobody was hurt except that 
the patient sustained a left frontal bruise. Skull X-rays and 
EEG and CT scan of the head were normal 2. days later, as 
was a neurological examination. 

After the accident the patient did not remember that she 
came out of the car angry and swinging at the police, who 
tried to restrain her. It is not clear whether she started 
swinging after they tried to restrain her or before. She was 
extremely combative and belligerent. When she woke up in 
the cell she found that she had been incontinent of urine 
although not of feces. She had not bit her tongue, nor had a 
seizure been witnessed. 

The same night, after her parents had taken her home from 
jail, her mother, also a registered nurse, witnessed the patient 
having what she described as a grand mal seizure in bed. 

After that the patient was admitted to the hospital and 
evaluated neurologically and psychiatrically after the trazo- 
done was discontinued, and no abnormalities were found. 

The current Physician’s Desk Reference (PDR) lists muscle 
twitches as one possible side effect of trazodone. It is 
conceivable that lowering the seizure threshold, as occurs in 
other antidepressants, may be an additional side effect of the 
drug. 


NEWTON D. BOWDAN, M.D. 
Holyoke, Mass. 


MAOIs and New Drugs: Call for Experiential Reports 
Sig: It would be helpful to hear of the experiences of 
colleagues with the combination of monoamine oxidase 


inhibitors (MAOIs) and newer drugs such as trazodone HCl 
and mianserin. Is the combination appreciably more effective 
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than either drug given alone? Is the potential of noxious side 
effects increased by combining them? 


MORTIMER OSTOW, M.D. 
Riverdale, N.Y. 


An Open Letter to Physicians With Physical Impairment 


SIR: For the past 2 years, my associates and I have been 
involved in compiling a resource directory for physicians 
with physical impairment. The work is funded by a grant 
from the St. Paul-Ramsey Medical Education and Research 
Foundation. The purpose is to list physicians with various 
physical disabilities who are willing to provide information 
and referral services to physicians who have the same 
disability and need specific information. Existing rehabilita- 
tion programs are simply not equipped to deal with the 
situation, and “impaired physician” services within the 
medical profession are directed exclusively to physicians 
with various drug dependencies, 

The biggest problem we have encountered is poor partici- 
pation. It is estimated that 4% of all physicians are not in 
active practice because of a physically disabling condition, 
and that 25% of these physicians have the potential to be 
rehabilitated into the active practice of medicine. In real 
numbers this constitutes 4,500 physicians in the United 
States. Our goal is to identify these physicians and encourage 
their participation. To date we have placed advertisements in 
more than 100 major medical journals and have had re- 
sponses from fewer than 200 physicians. In retrospect, it 
appears this was due to the use of inappropriate terminology 
in the advertisements. Physical impairment does not imply 
inability. Our use of the term “handicapped physician” was 
inappropriate because the majority of physically disabled 
physicians are not handicapped in their practice of medicine. 
We apologize for the inappropriate terminology and again 
ask that all physicians, active or inactive, with any type of 
physical disability contact me at the address given below. 
The directory will be completed in 2—3 months and at that 
time it will be sent only to those physicians who are listed in 
it. Information forms will be mailed on receipt of the initial 
response. All correspondence is confidential. 

All physicians with physical disability, no matter how 
small, are encouraged to respond. Information from a doctor 
with even a minor disability may be of value to another 
doctor with multiple disabilities. The cornerstone of this 
project is your cooperation. 


FRANK C. ZONDLO, M.D. 

St. Paul-Ramsey Hospital Medical and Educational 
Research Foundation 

640 Jackson St. 

St. Paul, MN 55101 


Freud, Breuer, and Pseudocyesis 


Sin: In “A Current Perspective of Pseudocyesis" (Septem- 
ber 1982 issue) Lewis M. Cohen, M.D., gave an excellent 
review of this condition and diagnostic entity. However, he 
neglected to include Sigmund Freud's first case report in 
collaboration with Breuer, which was a dramatic example of 
premature separation from "psychotherapy" as the precipi- 
tating event for pseudocyesis (1—3). The patient had been 
cured of all her symptoms and Dr. Breuer had decided to 
terminate the treatment. He told the patient he was terminat- 
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ing and said good-bye to her. That evening he was called 
back to her house to find her in the throes of hysterical 
childbirth. When the physician entered the room and asked 
what was wrong, the patient said, "Dr. B's baby is coming." 
Dr. Breuer was overwhelmed by the situation and had no 
way of understanding what was happening. He became 
profoundly shocked and took flight, abandoning the patient 
to a colleague. 

Obviously there have been great advances subsequently in 
the psychological understanding of the transference and 
countertransference in such an example of pseudocyesis, but 
the historical report remains important. 
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MICHAEL BLUMENFIELD, M.D. 
Valhalla, N.Y. 


Call for Information on Hostages 


Sir: I am preparing a study of the behavior of hostages, 
and I would appreciate hearing from individuals who have 
treated hostages. I am specifically interested in the hostage- 
captor and hostage-negotiator relationships both during the 
taking of hostages and afterwards. Former hostages will be 
asked to complete a brief questionnaire regarding their 
experience, Their anonymity will be assured. 


ROBERT G. HILLMAN, M.A., M.D. 
465 St. Michaels Dr. 
Santa Fe, N. Mex. 


Errors on *'*Moonies" 


SiR: I have only recently come across two articles on 
members of the Unification Church (*Moonies") in this 
journal by Marc Galanter, M.D., and associates: “ ‘Moon- 
ies’: A Psychological Study of Conversion and Membership 
in a Contemporary Religious Sect" (February 1979 issue) 
and “Psychological Induction Into the Large-Group: Find- 
ings from a Modern Religious Sect” (December 1980 issue). I 
hope that at this late date some comments will be acceptable, 
in order to correct what I perceive as possible difficulties in 
the procedures and conclusions of this research. Galanter 
and associates’ findings have already been cited in other 
publications, perpetuating what may be erroneous conclu- 
sions. 

The source of the problem lies in the 216-item question- 
naire in the February 1979 study, which consisted of three 
scales: the Neurotic Distress Scale, which sought some 
responses on retrospective items, the Religiosity Scale, which 
measured religious commitment, and a General Well-Being 
Schedule. 

My doubts about the first article, which apply to many 
aspects of the second as well, are that the authors did not 
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seem to take into account the effects of the group on 
respondents. I need not iterate the numerous proofs of group 
effects on individual subjects. Beginning with the works of 
Asch (1) half a century ago, they have accumulated in 
number and detail. The authors seem to ignore all of this. In 
particular, we are asked to believe that individual respon- 
dents gave valid answers regarding their personal lives before 
joining the Unification Church when filling out a question- 
naire while they were members of a group known for its 
effective normative control over their lives and thoughts. It 
seems to me that this is naive. 

One does not even have to accept the claim that the 
Unification Church exerts thought control to substantiate 
the notion that what one gets under these circumstances is 
what Herbert Blumer (2) very nicely termed “a sense of 
group position.” It seems very likely that the researchers lost 
control of possible corrections to this tendency, although one 
wonders how even those possible corrections might be 
effective when they surrendered administration of the re- 
search instrument to the group. 

I can think of no way to make corrections now. I can 
conclude only that the two studies must be doubted in their 
entirety. 

The authors reveal numerous examples of having been 
strongly influenced by the Unification Church's carefully 
crafted self-serving propagandistic vocabulary. On page 166 
of the article in February 1979 we are told that people 
“volunteered” to remain for “workshops.” All of the many 
accounts I have heard point out the extreme pressure used to 
obtain this "volunteering." Surely this is a bizarre distortion 
of meaning. On the same page, we are asked to believe that 
people who did stay would tell the truth when asked if they 
experienced any coercion. 

The authors! attempt to discuss "reliability" (do they 
mean validity?) of the research on pages 168—169 of the 
same article falls far short of an adequate explanation. 1 am 
not convinced by the rationale given on these pages; the 
numerous examples of the authors’ use of the propagandistic 
terms by which the Unification Church describes its process- 
es leads me to conclude that the authors were duped, like so 
many who have been victims of this group in the past. What 
ever happened to the tendency of psychiatrists to look for 
hidden motives? 
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JACK C. ROSS, PH.D. 
St. Jobn's, Newfoundland, Canada 


Dr. Galanter and Associates Reply 


Sir: Dr. Ross expresses concern over two studies on the 
Unification Church. The first (February 1979 issue) was a 
cross-cultural examination of 237 representative members. 
He raises questions regarding the testing situation and states 
that we “surrendered administration of the research instru- 
ment to the group." As a matter of fact, after lengthy 
preparations, we were all present at the time of administra- 
tion, explained the purpose of the questionnaire to respon- 
dents, and answered their questions. 
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Regarding retrospective responses, there were two types, 
primarily. The first involved demographic items, providing 
straightforward background information. There is no reason 
why respondents would systematically distort their educa- 
tion, employment, and the like. The second related to 
members’ emotional state. It was found that subjects had 
experienced considerable emotional distress before joining 
the Unification Church. These findings were subsequently 
corroborated in a prospective study of 104 potential recruits 
in the second study cited by Dr. Ross (December 1980 issue). 
The level of psychological well-being found was lower than 
that of the general population, and the control group was 
clearly described. 

Another point was whether persons in the Unification 
Church were subjected to coercion. Both studies were admin- 
istered anonymously. In the first, members did not indicate 
that they had experienced overt coercion while joining. The 
second study examined an in situ recruitment situation, 
typical of many run by the group. There was again no 
evidence of overt coercion, and registrants were free to leave 
at a number of points; indeed, 91% of the workshop 
members did choose to do so. Coercion may possibly exist in 
other settings, but we did not study these. 

Ross states that the “numerous examples of the authors’ 
use of propagandistic terms" leads him to believe that we 
were “duped” by the Unification Church. What these “nu- 
merous" terms are, however, is not clear. 

It should be noted that we did report a number of negative 
aspects of the group-—that the psychological well-being of 
long-term members was significantly lower than that of a 
matched comparison group, that considerable conflict and 
disruption were characteristic of the conversion experience 
for many members, that certam (specified) similarities exist- 
ed between group conversion and “brainwashing,” and that 
persons most likely to join were distressed and isolated. 
Ironically, the very same article was cited by Bromley and 
Shupe (1), who criticized us for using our "professional 
credentials to discredit the UM [unification movement]." 
Bromley and Shupe said the article was “circulated within 
the ACM [anti-cult movement]." 

The purpose of our two studies was neither to justify nor 
to indict the Unification Church but, rather, to examine 
underlying aspects of the large-group process that serve to 
promote marked changes in members’ values and behavior. 
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RICHARD RABKIN, M.D. 
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The Problem of Type II Error in the “Gluten Hypothesis” 


Sır: In "Wheat Gluten Challenge in Schizophrenic Pa- 
tients" (September 1981 issue), Steven G. Potkin, M.D., and 
associates rejected Dohan’s hypothesis that wheat gluten 
may be pathogenic in schizophrenia on the basis of an 8- 
patient paired-observation study. Their conclusion that “glu- 
ten sensitivity is not characteristic of young chronic schizo- 
phrenic patients” totally disregards the caveat of Freiman 
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and associates (1): “The failure to attain a level of statistical 
significance does not necessarily mean that the two treat- 
ments being compared are identical . . . especially if a small 
sample size confers insufficient power for the statistical test 
employed" (pp. 693—694). 

We have calculated the type H error probability of this 
experiment by determining its power value for properly 
rejecting the null hypothesis “gluten has no effect on schizo- 
phrenic patients." Using Cohen's methods (2), we found that 
with an N of 8 and a two-tailed alpha set at p<.05, the 
power value for this study is only .07 for detecting a small- 
size effect and .15 for detecting a medium-size effect of the 
experimental treatment. This means that the experimenters 
had only a 7% to 15% chance of detecting a true small- to 
medium-size effect of gluten or, conversely, an 85% to 93% 
likelihood of erroneously accepting the null hypothesis. 

Cohen (2) observed that small effects are likely “in new 
areas of inquiry .. . because the phenomena under study are 
typically not under good experimental or measurement 
control or both" (p. 23). In the study reported by Potkin and 
associates, the chances were particularly high that any gluten 
effects would tend to be small and subtle, because the 
population involved was heterogeneous and highly chronic 
and the patients were well stabilized on medications known 
to have powerful therapeutic effects on schizophrenia. At the 
same time, the measuring instrument used (the Brief Psychi- 
atric Rating Scale—BPRS) may not have been sensitive 
enough to pick up those effects. Clark and associates (3) 
found the BPRS to be rather insensitive even for detecting the 
well-established antipsychotic effects of neuroleptics. As 
such, the odds were very small indeed for affirming the 
gluten hypothesis, and the negative results obtained cannot 
logically or statistically be equated with disconfirmation. 

Cohen’s formulations permit estimation of sample size 
needed for a conclusive scientific test of a hypothesis (i.e., 
accept or reject), in which the type II error risk (B) is equal to 
the conventional type I error risk (a), Where both are set at 
p<.05, the power value of an experiment must be .95 (i.e., 
1—8). To achieve this power in a within-subject design 
experiment, such as the one conducted by Potkin and 
associates, we would require a sample size of 105 for an 
expected medium-size effect and of 651 for an expected 
small-size effect of the experimental intervention. 

A study of this size involving careful dietary controls and 
sophisticated measurements would obviously be extremely 
expensive and demanding. Limited available resources per- 
mit most researchers to conduct only small-scale studies. 
However, it has to be clearly recognized that such a study 
can provide data of value only for a very conservative 
confirmatory test of a hypothesis but not for a disconfirma- 
tory test because the risk of type II error is enormous (4). It 
would be a disservice to knowledge for any researcher to use 
the tentative and inconclusive answers that are likely to come 
from an investigation of this kind to reject an important 
etiological hypothesis such as Dohan's “gluten hypothesis” 
of schizophrenia. With so little known about tragic illnesses 
like schizophrenia, psychiatric research can ill afford such a 
trend. 
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Prostaglandins, Depression, and Not Smoking 


SIR: In their letter "Smoking and Depression” April 1982 
issue), Jaine Flanagan, M.H.S., and Iradj Maany, M.D., 
reported the emergence of depression on cessation of smok- 
ing. 

Prostaglandins are 20-carbon fatty acids; prostaglandin E, 
is probably the most important biologically act.ve product 
formed from linoleic acid; it has multiple actions on rhe 
cardiovascular system, metabolism, inflammation and im- 
munity, malignant cells, the neuromuscular system, cyclic 
AMP formation, and calcium regulation in the cells. It has 
been proposed that prostaglandin E, plays a major role in the 
affective disorders, in addition to its role in schizophrenia, 
and that the concentration of prostaglandin E, is a key 
determinant in the feeling of well-being (1). Low levels of 
prostaglandin E, are found in depression. 

Dihomo-y-linolenic acid gives rise to prostaglandins of the 
1 series, notably prostaglandin E}. Arachidonic acid pro- 
duces prostaglandins of the 2 series, including prostaglandin 
E, prostaglandin F;,, prostacyclin, and the related throm- 
boxane A). By regulating cyclic AMP formation, orostaglan- 
din E, keeps production of 2 series prostaglandins in check 
by inhibiting the enzyme that mobilizes archidonic acid from 
its stores in cell membranes (2). 

Nicotine greatly reduces the stimulated release of prosta- 
cyclin and prostaglandin E,, possibly due to inhibition of the 
cyclo-oxygenase enzyme (3), thus raising prostaglandin E, 
levels and raising the feeling of well-being. Once the artificial 
rise in prostaglandin E, induced by smoking ceases, these 
levels will drop precipitously, raising prostaglandin E. in the 
process and producing depressive episodes. 
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DR. JOSHUA BACKON 
Jerusalem, Israel 


Phenothiazines and Sexual Dysfunction 


SIR: It was interesting and informative to go through the 
review of “Antipsychotic Drug Therapy and Sexual Dysfunc- 
tion in Men" by James E. Mitchell, M.D., and Michael K. 
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Popkin, M.D. (May 1982 issue). In the Department of 
Psychiatry of the National Institute of Mental Health and 
Neuro Sciences, Bangalore, India, we systematically studied 
sexual dysfunction during 1981-1982 in 40 male schizo- 
phrenic patients who had been receiving long-term treatment 
with phenothiazines (excluding thioridazine). 

The criteria for selecting patients were that they were 
male, married, diagnosed as schizophrenic according to 
ICD-9, aged between 20 and 40, experienced the onset of 
psychosis after marriage, had no overt psychotic features for 
at least 1 month before interview, had no evidence of 
extrapyramidal symptoms, were distressed because of the 
sexual dysfunction, and had no medical condition causing 
sexual dysfunction. The prevalence of erectile dysfunction 
we found was comparable to that reported by Mitchell and 
Popkin. To our surprise, 12.5% of the patients in our series 
had premature ejaculation. 

It is difficult to interpret this finding as purely drug 
induced. Psychogenic factors may have played an important 
role in the genesis of sexual disorder in our otherwise 
stabilized schizophrenic population, and it is possible that 
the drug was contributory. This possibility can be borne in 
mind in future investigations. Other variables of interest 
would be the dose of antipsychotic and absence or presence 
of antiparkinsonian drugs. At present a comprehensive inves- 
tigation is in progress in Bangalore. In view of the current 
interest in this field we felt it appropriate to make this 
communication. 


DR. R. MURALI 
DR. C.J. JOHN 

DR. P.S, GOPINATH 
Bangalore, India 


DSM-III and the Genetics of Schizophrenia 


SIR: Whether genetic influences contribute to the develop- 
ment of schizophrenia continues to be a controversial ques- 
tion. Data from numerous family and twin studies and the 
results of several adoption studies provide support for a 
genetic component in schizophrenia. Many of these studies 
can be criticized for one or another methodological short- 
coming. The consistency of the pattern of results, however, 
has seemed to provide increasingly compelling support for a 
genetic contribution to schizophrenia, although the fact that 
identical twin pairs are often discordant for schizophrenia 
clearly indicates that environmental influences play an im- 
portant role as well. 

Against such a backdrop of research, the report by Harri- 
son G. Pope, Jr., M.D., and associates of a complete absence 
of schizophrenia in 199 first-degree relatives of 39 schizo- 
phrenic patients (“Failure to Find Evidence of Schizophrenia 
in First-Degree Relatives of Schizophrenic Probands," June 
1982 issue) is surprising. Because DSM-III was used to select 
the proband group of schizophrenic patients and to diagnose 
their relatives, these data raise the possibility that schizo- 
phrenia diagnosed by DSM-III criteria may not have a 
genetic component. 

Of course, one possibility is that there are different types of 
schizophrenia and that the extent of genetic influence differs 
among them. The distinction between positive and negative 
symptoms would seem to be very important in this regard 
(1). Positive symptoms such as delusions and hallucinations 
figure prominently in DSM-III criteria for schizophrenia, 
whereas negative symptoms such as blunting of affect and 
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apathy do not. Therefore, there may be little or no genetic 
component when there is a predominance of positive symp- 
toms, but the presence of negative symptoms (largely absent 
from the DSM-III criteria for schizophrenia but included in 
DSM-II) may characterize a type of schizophrenia that is 
more subject to genetic influences. 

This suggestion is supported by the results of the two 
Danish adoption studies (2, 3). These studies distinguished 
three types of schizophrenia: chronic or process, acute or 
reactive, and borderline. The diagnostic criteria emphasized 
positive symptoms for the acute group and negative symp- 
toms for the chronic and borderline groups. In one study (2), 
definite schizophrenia spectrum disorders were found only in 
the biological relatives of chronic and borderline adoptees 
and not in the biological relatives of acute adoptees. The 
second study (3) found schizophrenia spectrum disorders 
only in the adopted-away offspring of chronic and borderline 
parents and not in the adopted-away offspring of acute 
parents. Consistent with these results is a recent study (4) 
which found that schizophrenic patients with predominantly 
negative symptoms have greater ventricular enlargement, 
poorer premorbid adjustment, and greater cognitive dysfunc- 
tion than schizophrenic patients with predominantly positive 
symptoms. 

We are currently reanalyzing the data from family and 
twin studies of schizophrenia to further examine whether 
there is a greater degree of genetic influence in schizophrenia 
that is characterized by a predominance of negative as 
opposed to positive symptoms. It is important to point out 
that such a pattern is unlikely simply to be a function of 
chronicity. DSM-III criteria specify a minimum 6-month 
duration, but, as has been suggested (2), these criteria may 
well describe a type of schizophrenia with little or no genetic 
component. 
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ROBERT H. DWORKIN, PH.D. 
MARK F. LENZENWEGER 
New York, N.Y. 


Psychomotor Epilepsy and Violence 


Sig: I read with interest “Psychomotor Epilepsy and 
Violence in a Group of Incarcerated Adolescent Boys” by 
Dorothy Otnow Lewis, M.D., and associates (July 1982 
issue). The authors stated in the beginning of their paper that 
there has been much continuing debate in the literature as to 
whether there is an association between psychomotor epilep- 
sy and violence. They claimed to have demonstrated psycho- 


Am J Psychiatry 140:5, May 1983 


motor epilepsy in 18 of 97 incarcerated delinquent boys and 
that the number of psychomotor symptoms was correlated 
with degree of violence. They judged that there had been 
epilepsy if one of the following three criteria were met: 
“observed episodes of periodic loss of fully conscious contact 
with reality, loss of memory for particular acts . . . followed 
by confusion, headache, sleep, or fatigue." Thus they viewed 
the criteria very loosely. 

Livingston and associates (1), however, stated that ''a 
diagnosis of psychomotor epilepsy is not made in young 
patients who exhibit such behavioral aberrations as temper 
tantrums, rages, screaming spells, somnambulism, fugues 
and attacks of amnesia unless the EEG reveals specific 
abnormalities at the time of the occurrence of the episode 
under investigation." There is also evidence that aggressive 
behavior in epileptics is a multifactorially determined interic- 
tal, not ictal, phenomenon (2). The behavioral profile also 
differs clearly among patients with temporal lobe epilepsy 
and those with aggressive character disorders (3). There have 
been no reports of definite results obtained in controlled 
investigations in the use of epilepsy drugs for aggression (4). 

I agree that the symptoms and the criteria that Lewis and 
associates emphasized can be typical of offenders with 
habitually violent tendencies. However, recent studies have 
found that habitually violent adult offenders who have either 
antisocial personality or intermittent explosive disorder 
have, in middle age and many times much earlier, a tendency 
to reactive hypoglycemia, possibly caused by enhanced insu- 
lin secretion (5). At the same time, there have been clear 
correlations between these findings and loss of memory 
about violence, spontaneous episodes of loss of rage without 
provocation, and day-night rhythm disturbances. It is also 
clear according to the studies and investigations of alcohol 
and carbohydrate metabolism that alcohol can make these 
findings still more severe. Because these findings are so very 
much the same as those described as symptoms of psychomo- 
tor epilepsy by Lewis and associates, their findings can be 
understood as reflecting neuroglycopenic symptoms. 
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MATTI VIRKKUNEN, M.D. 
Helsinki, Finland 


Str: The article by Lewis and associates raises several 
important points concerning the accurate diagnosis of epilep- 
sy. In the majority of cases, the epileptic patient is given a 
lifelong label on the basis of the history alone, possibly 
supported by the interictal EEG. In less clear-cut cases 
involving the relationship of behavioral disturbances to 
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possible seizures, the diagnosis should be supported by more 
definitive EEG data, such as videotaping and long-term EEG 
monitoring to: record ictal events. Indeed, there are several 
epileptologists who believe that a diagnosis of epilepsy is 
never firm unless an actual clinical seizure has been 
recorded. 

There are other plausible explanations for the findings of 
Lewis and associates that do not depend on the occurrence of 
epileptogenic abnormalities anywhere within the brain. We 
take issue with their suggestion that an ictal or interictal 
condition is a satisfactory explanation for violent outbursts 
in these patients, even in the presence of epilepsy. In the past 
several years, good reviews on the question of violent 
behavior in epileptic patients have appeared in the neurologi- 
cal literature (1). Recently, intensive efforts have again failed 
to demonstrate a high correlation between aggressive behav- 
ior and temporal lobe seizures (2). 

We argue that there are other explanations for the findings 
of Lewis and associates for the following reasons: 

1. The presence of epileptiform potentials in an EEG does 
not necessarily imply epileptigenesis or seizure tendency, 
especially in young patients or those with migraine; certainly 
“EEG abnormalities in the temporal regions,” if not clearly 
of the epileptiform type, are also of little value. 

2. None of the other “psychomotor symptoms” men- 
tioned in the study are specific for epilepsy—not even 
transient loss of memory, which can occur in migraine and is 
often noted in cases of episodic dyscontrol where epilepsy is 
not found (3). 

3. There are other causes of episodic confusion, headache, 
dizziness, and blackouts (even with brief tonic or clonic 
movements) that are difficult to distinguish from epileptic 
seizures. These include basilar migraine (4) and convulsive 
syncope (5). 

Finally, even if true seizures are more prevalent in the 
violence-prone individual, this would not be a surprising 
finding in a group of adolescents with brain damage, and one 
cannot infer from this that the remainder of the group also 
must have had occult epilepsy. Although Lewis and asso- 
ciates do not make this statement, it should nevertheless be 
emphasized that some patients may appear to improve with 
anticonvulsants for reasons other than their anti-epileptic 
properties (e.g., phenytoin, which is sometimes effective in 
migraine, and carbamazepine, felt by many to have impor- 
tant psychotropic properties). We therefore suggest that it is 
not possible to draw the conclusions that Lewis and asso- 
ciates have drawn on the basis of the evidence they present- 
ed. 
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Drs. Lewis and Pincus Reply 


Sir: Dr. Virkkunen raises some interesting hypotheses 
regarding the phenomenon we have described. The constella- 
tion of signs and symptoms we reported, coupled with the 
histories of severe head injury and the abnormal EEGs, 
suggested to us the diagnosis of psychomotor seizures. 
Clearly, alternative explanations are worthy of exploration 
and we are grateful to Dr. Virkkunen for his comments. 

Drs. Ehrenberg, Hardy, and Zifkin also raise important 
issues, the most crucial of which is how sure one can be that 
a patient is having complex partial (psychomotor-temporal 
lobe) seizures. Unfortunately, it is rarely possible in clinical 
practice, let alone in a reform school, to record EEGs during 
possibly ictal events, and the diagnosis must rest on a 
combination of historical factors, observation of the patient 
during episodes, and the interictal EEG. But what historical 
factors and how many and what EEG features are adequate 
to raise clinical suspicion to a high level of probability? 

If an epileptiform EEG cannot establish the diagnosis of 
epilepsy, neither does the finding of a normal interictal EEG 
rule out the possibility of epilepsy. In a study by Ajmone- 
Marsan and Zivin (1), epileptiform activity was present on 
the first EEG in only 56% of 308 epileptic patients, and 18% 
had at least 3 consecutively negative recordings. Only 30% 
had epileptiform activity in all recordings. The type of 
epilepsy influenced the rate of positive recordings. In com- 
plex partial epilepsy, 98% had an epileptiform EEG at some 
time, and this form of epilepsy correlated better with the 
EEG than any other type of clinical seizure. This excellent 
correlation flies in the face of common clinical experience, 
which suggests the opposite. Indeed, a patient can have 
symptomatic complex partial epilepsy with a normal surface 
EEG during the attack (2). The criteria for the diagnosis of 
complex partial epilepsy in Ajmone-Marsan and Zivin’s 
report and in others (3, 4) were not often presented and 
probably to some degree depended on the EEG. The high 
correlation of epileptiform patterns in complex partial epi- 
lepsy may thus have reflected the great difficulty clinicians 
face in establishing that diagnosis. 

In our report the criteria used for the diagnosis of complex 
partial epilepsy were spelled out in detail and were perhaps 
more strict than would ordinarily be used in clinical practice. 
Subjects had to have observed, well-documented episodes of 
lapses of fully conscious contact with their surroundings in 
an institution; these episodes had to be followed by confu- 
sion, fatigue, or sleep; and memory for the events had to be 
impaired. Of the 18 subjects who fulfilled these criteria, 14 
had abnormal EEGs. Twelve of these were epileptiform 
(temporal spikes, paroxysmal temporal slow waves, diffuse 
paroxysmal bursts of sharp and slow waves). One subject 
with a normal EEG had a well-documented history of 
generalized seizures. 

Although continual EEG monitoring of violent patients 
would provide important information, it is usually difficult 
or impossible to arrange. We cannot agree that the presump- 
tive diagnosis of complex partial epilepsy or of any seizure 
disorder cannot be made without such evidence. The rarity 
of ictal violence among nonviolent epileptic patients studied 
in special units (5) tells us little about the prevalence of ictal 
violence among violent individuals with brain damage in a 
reform school, who are seldom admitted to such units. Five 
of our 78 violent boys committed violent acts during ictus 
(defined above). Clearly, most violence in this group was not 
caused by epilepsy, but neither was the association exceed- 
ingly rare. 
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DOROTHY OTNOW LEWIS, M.D. 
New York, N.Y. 

JONATHAN H. PINCUS, M.D. 
New Haven, Conn. 


On Writing the Consultation 


Sır: We were pleased to see a lead article on “How to 
Write a Psychiatric Consultation" (by Thomas R. Garrick, 
M.D., and Nada L. Stotland, M.D., in the July 1982 issue). 

A particularly important issue in this regard is that of 
communicating with our medical colleagues in such a fash- 
ion that the interaction is facilitated rather than impeded. 
More and more often we are faced with situations in which 
either psychiatric patients have medical illnesses requiring 
the attention of internists or medical patients develop psychi- 
atric symptoms secondary to their physical illness or treat- 
ment. Because of the increasingeevidence that psychiatric and 
physical illnesses are often intricately interrelated, the careful 
cooperation of health care professionals is required to pro- 
vide optimal management for many patients. 

There are some areas in which our approach and those of 
other consultation/liaison psychiatrists would differ from 
that presented by Garrick and Stotland. It is important to 
address these differences, because they seem to be factors in 
determining clinical results. First of all, in the identifying 
statement, we would be reluctant to connect a psychiatric 
problem or social event directly with the medical illness as 
they did in their example, “this 32-year-old man with a 
bleeding ulcer whose mother recently died." In our experi- 
ence, the nonpsychiatric physician would see this as jumping 
to an unwarranted conclusion, perhaps even suggesting a 
causal relationship between these two occurrences. On a 
more technical level, this type of statement mixes historical 
data with the presenting complaint. 

In general, our initial statement includes not only a 
demographic profile of the patient but also a restatement of 
the presenting medical complaint as found in the patient's 
medical evaluation. Following this, a concise, nonjargonistic 
statement is included regarding the consultative question. 
Often, the overtly stated reasons for the consultation request 
are incongruent with the covert reasons. The consultative 
question is then arrived at following 1) dialogue and clarifi- 
cation with the consultee about the specific question and 2) 
clarification of the consultant's proposed role. Given these 
steps, the initial statement in the consultation should not be a 
surprise to the consultee. 

We agree that the presence of a clear and careful mental 
status examination is perhaps the primary feature distin- 
guishing the psychiatric consultation from those provided by 
our neurology colleagues. The thoroughness of this examina- 
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tion in describing behavior, assessing cognition, and deter- 
mining affect clearly is a function of psychiatric expertise. 
When the psychiatrist records this examination in a concise, 
thorough, and objective fashion, the consultee is provided 
with concrete evidence affirming the assessment as well as a 
standard by which to compare future mental status examina- 
tions. The importance of documenting our assessment thor- 
oughly cannot be stressed enough. The object of the consul- 
tation is to arrive at an assessment of the situation and 
provide recommendations regarding the management of the 
various problems. 

In arriving at the assessment, we would disagree strongly 
with the authors’ decision to use the term “formulation.” 
Even if the final diagnosis cannot be made, the use of clear 
diagnostic terminology, followed by a brief explanation of 
the reasoning involved, is more readily received and more 
easily digested by our nonpsychiatric colleagues than the 
discussion of psychodynamics described in the article. Our 
. experience suggests that even extensive discussions either are 
not read or, if they are read, seem to provide further 
substantiation that the patient is another “‘crock” or “psy- 
cho." Our assessment should demonstrate the diagnostic 
precision prevailing in other medical specialties. 

All too often, the only parts of the document read by the 
medical or surgical team are the recommendations and 
treatment plan. Therefore, their importance cannot be over- 
stressed; however, the literature in this regard indicates that 
this is an area where we need to become much more adept. 
For example, a statement should be made as to whether or 
not psychotropic medication is indicated. Additionally, drug 
recommendations should be made precisely, with the exact 
amount of medication, route of administration, and frequen- 
cy of use defined. Behavioral/environmental manipulations 
should be succinctly stated. The plan should also assure 
frequent follow-ups and provide a means for contacting the 
consultant, should clarification be required. 

The importance of the consultation document cannot be 
overstated, particularly in training future psychiatrists, who 
will more and more often find themselves dealing with 
medical, surgical, and other nonpsychiatric colleagues. In 
such collaborative efforts, it is imperative that the contribu- 
tion of the psychiatric specialist be optimized. 


LINDA G. PETERSON, M.D. 
GREGORY J. O'SHANICK, M.D. 
Houston, Tex. 

RICHARD C.W. HALL, M.D. 
THOMAS BERESFORD, M.D. 
Memphis, Tenn. 


Sir: In regard to the request for a consultation, Drs. 
Garrick and Stotland noted, “The wording of this request as 
received by the consultant is not uncommonly as vague as ‘R/ 
O [rule out] schizophrenia.’ This reflects the psychologically 
unsophisticated and/or resistant state of the primary physi- 
cian’s thinking about the psychophysiological functioning of 
the patient and often engenders annoyance and sarcasm on 
the part of the consultant.” 

This problem has much to do with a lack of humility of the 
psychiatrist who is unable to put himself in the shoes of the 
consultee. How does the internist feel who gets a consulta- 
tion request from a psychiatrist as vague as “R/O kidney 
disease"? 


ROBERT I. SLAYTON, M.D. 
Pittsburgh, Pa. 
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Drs. Garrick and Stotland Reply 


Sır: Drs. Peterson and associates point out several impor- 
tant considerations involved in the practice of liaison psychi- 
atry. We are pleased to address the three concerns they note 
regarding our paper which focused on the written aspects of 
consultation/liaison psychiatry. Their first concern ironically 
illustrates a point not elaborated in the paper: too short a 
document leaves different readers to fill in the gaps with their 
own inferences. Our own brevity in writing this paper 
allowed for unintended connotations to be read into the 
“initial statement” section. Our inclusion of both the pre- 
senting medical illness and the psychosocial facts in the 
opening sentence in the vignette was not to suggest causal 
links. We placed these together to emphasize that both 
factors are important for total patient care: each needs to be 
kept in mind while one attends to the other. Our intention in 
presenting these together was also to temper the usual 
pigeonholing of the patient as a disease entity. Further, 
rather than simply duplicating the medical admission open- 
ing sentence, as recommended by Drs. Peterson and asso- 
clates, we prefer to direct this statement to the person who 
requested our services—the primary physician—and to place 
the factors central to the consultation at the very beginning. 
As noted in the paper, we are presenting in the initial 
statement those facts relevant to the consultee physician's 
concerns. We agree with Dr. Peterson and associates that 
liaison and further discussions with the medical service are 
important to functioning as an effective consultant. 

We have addressed their concerns regarding the assign- 
ment of DSM-III labels in the paper. Their objection to 
"formulation," however, represents a misreading of the 
paper. We did not recommend presenting a "discussion of 
the psychodynamics." We recommended only a discussion of 
those "dynamics of the patient as an individual in the 
medical care situation." We heartily agree, as noted in the 
paper, that psychodynamic discussions of a patient's often 
sensitive communications with us are generally inappropri- 
ate, confusing, and unhelpful additions to the written consul- 
tation. We do, however, emphasize clear and explicit expla- 
nations of our assessment of the problem and of the plan. 
The recipients of our written document are not generally 
sophisticated psychiatrically. A clear and organized set of 
recommendations most often has a greater impact than does 
a meticulous presentation of historical data. 


THOMAS R. GARRICK, M.D. 
Los Angeles, Calif. 

NADA L. STOTLAND, M.D. 
Chicago, Ill. 


Reanalyzing Lithium’s Prophylactic Effect 


Sır: In "Lithium Prophylaxis of Depression in Unipolar, 
Bipolar II, and Cyclothymic Patients" (June 1982 issue), Eric 
D. Peselow, M.D., and associates, using the actuarial meth- 
od, concluded that “‘the prophylactic effect of lithium was 
not that striking." We were surprised at this conclusion, 
because in clinical practice we often see patients whose 
illness has a natural history suggesting an increased frequen- 
cy of relapse as they grow older or as the duration of their 
illness gets longer and in whom lithium either stabilizes the 
frequency of illness or lessens the severity of subsequent 
episodes, sometimes after two or three cycles. 

Although we recognize the difficulty in reinterpreting 
published data, we compared the probability of remaining 
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well on lithium on entering the study with the probability of 
remaining well after the first lithium failure at 6-, 12-, and 
24-month intervals. Our findings suggest that the probability 
of remaining well improves after the first failure. This 
improved prophylactic effect of lithium is most evident in the 
first 6 months, particularly for unipolar and cyclothymic 
patients, but gradually declines, so that after 24 months the 
effect of lithium is similar between episodes 1 and 2. This 
improved prophylactic effect of lithium as measured by life- 
table analysis does not take into account many other aspects 
of this illness that are improved as the patient's illness is 
stabilized by lithium. 

We commend Peselow and associates for their study of the 
prophylactic effect of lithium in an obviously complex 
clinical setting. However, further longitudinal studies are 
needed to more accurately delineate the long-term effects of 
lithium on the relapse rates, episode severity, and length and 
quality of interepisode social, occupational, and psychologi- 
cal functioning before concluding that these effects are “not 
that striking." 


JANET W. BENNETT, M.D. 
SUHAYL J. NASR, M.D. 
Chicago, Ill. 


Dr. Peselow Replies 


SIR: We commend Drs. Bennett and Nasr for their interest 
and diligence in reanalyzing our data. The purpose of our 
paper was to present naturalistic life-table data concerning 
the probability of relapse in unipolar, bipolar II, and cyclo- 
thymic patients. One would have to admit that if only 37% 
of bipolar II patients, 33% of unipolar patients, and 29% of 
cyclothymic patients remained entirely free of a depressive 
episode over a 1—36-month period, lithium’s prophylactic 
effect is not striking. This should not be taken to mean that 
lithium is ineffective in the prophylaxis of these disorders; 
Akiskal and associates (1) noted that lithium does have 
specific effects on specific target symptoms and Dunner and 
associates (2) noted that lithium was superior to placebo in 
the prophylaxis of recurrent depressive episodes in bipolar II 
patients. 

Drs. Bennett and Nasr's finding that the probability of 
remaining well improved after the first failure is consistent 
with the work of Dunner and associates (3). These authors 
commented that “lithium carbonate maintenance therapy 
may take several years to show a clear, statistically signifi- 
cant effect for either depression or hypomania " (2). Indeed, 
a recent evaluation by Dunner and associates over 33 months 
in bipolar II patients (2) refuted their earlier finding over 15 
months regarding lithium’s prophylactic effect in bipolar H 
patients (4). 

Clearly, as Drs. Bennett and Nasr state, longitudinal 
studies are needed to more accurately delineate the long-term 
effects of lithium on relapse rates, episode severity, and 
interepisode functioning for patients diagnosed bipolar II, 
unipolar, or cyclothymic. 
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ERIC D. PESELOW, M.D. 
Brooklyn, N.Y. 


A Skeptical View of Psychotherapy 


Sir: Two articles—''Evaluating Psychotherapy" by Perry 
London, Ph.D., and Gerald L. Klerman, M.D., and “Psycho- 
therapy Research Evidence and Reimbursement Decisions: 
Bambi Meets Godzilla" by Morris H. Parloff, Ph.D.—and an 
editorial—‘‘Proving the Efficacy of Psychotherapy to Gov- 
ernment: A Bureaucratic Solution?" by Toksoz B. Karasu, 
M.D.—discussed the evaluation of psychotherapy results 
(June 1982 issue). 

I am reasonably sure that we will never have a scientifical- 
ly satisfactory answer to the question of whether "psycho- 
therapy," in the broadest sense of the term, is ever effective 
for treating “psychiatric illness" in the broadest sense of that 
term. I even doubt very much that we will ever have a 
positive answer to the question of whether a particular type 
of psychotherapy (cognitive therapy, for example) is as 
effective as less expensive methods for a particular type of 
psychiatric disorder (depression, for example). 

After all, psychotherapy in the formal sense of the word 
has been around for almost a full century, and systematic 
research into its efficacy has been underway for at least 25 
years. If we were ever going to get a clear-cut answer in this 
matter, I expect that we would have it by now. There are just 
too many variables acting on each other in too many 
mysterious ways to allow us to be convinced by studies 
showing that psychotherapy is more effective than, or even as 
effective as, other forms of treatment. If I am skeptical, eager 
as I am to get paid for something I spend most of my time 
doing, then it will not be long before similar skepticism 
completely sweeps the insurance industry, which is not all 
that eager to see that I get paid. 

It is already too late to do anything about this. Our failure 
to demonstrate the effectiveness of psychotherapy is a matter 
of record. It is really just a question of time before third- 
party payers stop compensating us for this activity. Perhaps 
they are smarter than we are. Maybe the Emperor has no 
clothes; maybe there is no baby in all that bath water. 
Perhaps psychotherapy really doesn't work any better than 
does talking with the next-door neighbor, and just maybe we 
would be doing our patients a favor by directing our research 
and our therapeutic endeavors elsewhere. 


RICHARD W. HUDGENS, M.D. 
St. Louis, Mo. 


Dr. Klerman Replies 


Sir: Dr. Hudgen's letter is an appropriate response to the 
recent papers in the Journal about psychotherapy efficacy as 
they relate it to public policy. I do not agree with Dr. 
Hudgens, however, that the “failure to demonstrate the 
effectiveness of psychotherapy is a matter of record" and that 
“it is too late to do anything about this." The need for 
further controlled studies is all the more evident in view of 
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the press from decision makers and third-party payers. 
However, the recent results on short-term therapy for pho- 
bias and for depression indicate that we are obtaining 
positive answers to whether a particular form of therapy is 
effective. We also have some negative answers—specifically, 
that individual psychotherapy is relatively ineffective in the 
treatment of acutely psychotic schizophrenic patients. As 
further research is done, more practical methods will emerge. 
I feel that Dr. Hudgens is being too pessimistic and nihilistic. 


GERALD L. KLERMAN, M.D. 
Boston, Mass. 


Brief Versus Long Hospitalization: Other Views 


Sir: In “Effect of Length of Inpatient Treatment for 
Chronic Schizophrenia” (July 1982 issue), Carol L.M. Ca- 
ton, M.D., is to be congratulated for carrying out such a 
logistically difficult study. Although it is possible to draw 
only tentative conclusions from an uncontrolled, naturalistic 
study, the results do corroborate results from controlled 
studies. 

A study by my associates and me (1) indicated that 
whenever there were outcome differences between brief and 
standard hospitalization, patients with brief hospitalization 
had better outcomes. Throughout the 2-year study period, 
more of these patients than standard patients had adequate 
vocational functioning. At 1 year, patients with brief hospi- 
talization had significantly fewer symptoms than standard 
patients on some of the subscales of the Problem Appraisal 
Scale. During the first 2 weeks, standard patients spent about 
twice as much time in the int@nsive care unit (2). 

Similarly, Glick and associates (3) found that patients with 
brief hospitalization were better symptomatically than long- 
term hospital patients at 30 days, when the short-term 
patients were being discharged. It may be that expectations 
communicated to patients that they were likely to return 
home in a short period of time lessened the likelihood of 
regressive behavior. Multiple regression analysis of our data 
(4) showed that as the number of previous admissions 
increased, the number of days in the community over the 2- 
year period of the study decreased, with the greatest effect for 
the standard group. For each previous admission, the stan- 
dard group spent 26 fewer days in the community compared 
with 2 fewer days for the brief hospitalization group. (Our 
study population included 63% schizophrenic patients. It is 
likely that they made up the bulk of the chronic patients with 
multiple previous admissions.) Finally, the patients in our 
study with the best outcome had brief hospitalization, fol- 
lowed by day hospitalization when indicated and then 
outpatient treatment. If one uses a brief hospitalization 
approach, transitional day hospitalization should be avail- 
able. 

To return to the Caton article, the author stated, “It is 
notable that there was no therapeutic community to be 
found among the study facilities.” In my opinion, the 
therapeutic community approach is not suitable for short- 
term hospitalization, and the article by Hans Steiner, M.D., 
and associates, ““The Acute Admission Ward as a Therapeu- 
tic Community,” in the same issue of the Journal, claimed 
that it is not possible to achieve a functioning therapeutic 
community on short-term units. Regarding aftercare compli- 
ance, it is interesting that there was no relationship between 
length of stay and aftercare compliance. An argument used 
by some psychiatrists is that patients who are hospitalized 


Am ] Psychiatry 140:5, May 1983 


LETTERS TO THE EDITOR 


for a longer period of time are more likely to enter outpatient 
treatment. It is distressing to note that only 17% of the 
patients in Caton’s study complied with aftercare. Concern- 
ing the length of brief hospitalization, Dr. Caton stated thar 
it averaged 21 days in her study. This statement is somewhat 
misleading. There were three hospitals involved, with lengths 
of stay of 15, 17, and 33 days, respectively. Thus, for two 
short-stay hospitals, the length of stay was about half that of 
the third hospital. It might be interesting to compare the 
results for the former two hospitals with those of the long- 
stay hospital to determine whether the reported differences in 
outcome hold up. 
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MARVIN I. HERZ, M.D. 
Buffalo, N.Y. 


SIR: It appears to me that there are several serious errors in 
Dr. Caton’s article. These, I believe, invalidate the conclu- 
sions that "treatment and environmental influences in the 
community setting are more critical factors in determining 
outcome for the chronic schizophrenic patient than is length 
of inpatient stay,” and “the data reported here suggest that a 
length of stay of 70 days has no advantages over a briefer 
inpatient stay." 

I work in a general hospital psychiatric unit, and our 
length of stay averages 12 days, yet I see many patients who I 
feel could benefit from a much longer stay in our unit or in a 
state hospital. I have also seen patients discharged too early 
both from my facility and, frequently, from the state hospi- 
tal. 

The following points seem important: 

How far from the patient’s home were the facilities in Dr. 
Caton’s study? Our local state hospital is 20 to 30 miles from 
our catchment area and not very accessible by public trans- 
portation. 

What are the staff-patient ratios at the inpatient facilities? 
What are the skill levels of the staff and their language 
facility relative to the patients? Our general hospital has 
infinitely better trained staff, and about a one-to-one staff- 
patient ratio. We have Spanish-speaking personnel available. 
Everyone on our staff has English as his or her native tongue. 

What are the levels of disturbance at admission? We all 
know that the diagnosis of schizophrenia lumps together 
different illnesses which we cannot clearly separate. At our 
general hospital we lack a closed unit, although we restrain 
patients at times. We also have a limited bed capacity, so that 
the state hospital is the resource of last resort—used if we 
have no beds or the patient is too disturbed. In addition, it 
has been reported that in some patients full neuroleptic effect 
may not occur for as long as 4 months. 

None of these areas were dealt with in Dr. Caton's paper. 
No mention was made of the continuity of service. Support- 
ive therapy for schizophrenia primarily involves strong, 
positive, dependent rapport. This is more easily established if 
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the same personnel treat the patient in the hospital as well as 
out (as I do in private practice), or there is a close communi- 
cation and a good working relationship between inpatient 
and outpatient services. Again, Dr. Caton did not address 
this issue. 

Common clinical experience—at least my experience— 
demonstrates that some patients need resocialization training 
and even education for independent living, which can best be 
done in an institutional setting. Further, there are some very 
brittle patients, particularly those without family supports, 
who need to be slowly and carefully moved from a highly 
protective environment to more independent and communi- 
ty-based living. Three weeks would hardly be sufficient for 
these patients. In short, I believe the article is grossly 
misleading. Length of stay in a state hospital cannot be 
compared with that in community-based facilities. In gener- 
al, state hospitals do, and properly should, serve a different 
function. 


GEORGE A. ROGERS, M.D. 
Cinnaminson, N.J. 


Tourette's Syndrome and Ethology 


Sir: In “A Case of Familial Exhibitionism in Tourette's 
Syndrome Successfully Treated with Haloperidol” (July 1982 
issue), David E. Comings, M.D., and Brenda Gursey Com- 
ings, M.S.W., L.C.S.W., stated that “some patients with 
exhibitionism . . . may be predisposed to this driven behavior 
through a genetically determined neurotransmitter defect." 
This has theoretical implications worthy of pursuit. Exhibi- 
tionism may be understood in ethological terms as a se- 
quence of appetitive and consummatory behaviors. In the 
appetitive phase, drive builds while the performer seeks out 
the appropriate releasing stimulus situation, in this case the 
presence of an observer. Drive is reduced during the consum- 
matory act, which concludes with the terminating stimulus 
of having been viewed. In his restatement of the principles of 
" Austro-German" ethology, Eibl-Eibesfeldt (1) maintained 
that there exist genetically based universal building blocks 
for human behavior in the form of innate motor patterns, 
innate releasing mechanisms, and central motor generators. I 
have cited the stereotyped perceptions and behavior of the 
mentally ill as evidence supporting this contention (2). 
Although few would dispute the innate neurological pro- 
gramming of a simple reflexive behavior such as a cough, the 
innate neurological programming of a complex motivated 
behavior such as exhibitionism might not be so readily 
accepted. Yet its appearance in Tourette's syndrome, consid- 
ered a genetic neurological disturbance, points in this direc- 
tion. 

MacLean (3) has studied the neuroautonomical basis of 
genital display in the squirrel monkey, concluding that the 
globus pallidus plays a basic role in its organized expression. 
This brain structure is part of what MacLean designated the 
R-complex, a phylogenetically old brain inherited from 
reptiles, proposed to be the site of many species-typical 
innate motor patterns and releasing mechanisms. The R- 
complex is highly supplied with dopamine, which MacLean 
called “the neural sap ... necessary for setting into motion 
the total energies of the organism" (4). Genital display is an 
important element of squirrel monkey social behavior, used 
in greeting, courtship, and aggression. In his concept of 
dissolution of the nervous system, Hughlings Jackson sug- 
gested that in healthy states the higher brain centers function 
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to inhibit the expression of phylogenetically more primitive 
behaviors of lower brain centers. The Comingses have 
suggested that hypersensitivity of dopamine receptors was 
involved in the exhibitionistic behavior shown by their 
patient. Dopamine hypersensitivity in the synapses of the 
phylogenetically older R-complex could conceivably disturb 
this inhibitory balance in favor of the release of innate motor 
patterns such as genital display, despite a wish expressed by 
higher centers to suppress them. This may be the dilemma of 
patients with Tourette's syndrome. 

The Comingses’ case illustrates an increasing need to 
conceptually bridge the gap between brain abnormalities and 
the complex disturbances of human social behavior found in 
mental disorders. We may expect the sciences of ethology 
and neuroethology to become increasingly relevant tools in 
the building of these bridges. Without such tools, some of the 
most challenging questions to face psychiatry (e.g., how a 
neurotransmitter disturbance can lead to a sexual perver- 
sion) will remain mysteries. 


REFERENCES 


1. Eibl-Eibesfeldt I: Human ethology: concepts and implications 
for the sciences of man. Behavioral and Brain Sciences 2:1—26, 
1979 

2. Pitman RK: Austro-German ethology and schizophrenia. Be- 
havioral and Brain Sciences 2:627—628, 1980 

3. MacLean PD: Effects of lesions of globus pallidus on species- 
typical display behavior of squirrel monkeys. Brain Res 
149:175—196, 1978 

4. MacLean PD: A mind of three minds: educating the triune 
brain. Yearbook of the National Society for the Study of 
Education 77:308—342, 1978 


ROGER K. PITMAN, M.D. 
Manchester, N.H. 


Ethical Problems of Psychiatric Practice in CMHCs 


SiR: When I first read the article by Cornelia Morrison 
Donovan, M.D., on “Problems of Psychiatric Practice in 
Community Mental Health Centers" (April 1982 issue) I 
wondered how such a heavy and impossible caseload could 
be laid on the shoulders of one psychiatrist and was con- 
cerned about some of the ethical problems that were raised. 
The letter by Nancy Atwood, A.C.S.W., and Jennifer Stough- 
ton, R.N., M.S. (*Nonphysician Professionals’ View of 
Psychiatrists, August 1982 issue) underlined these ethical 
issues even more and prompted me to comment. 

No physician should be asked to advise on a patient he or 
she has not seen except in an emergency situation where he 
or she may have to advise on life-saving procedures. This 
does not necessarily mean, as Dr. Donovan suggested, that 
patients in need will be deprived. The nub of medical practice 
is still diagnosis, with an evaluation of the patient's needs. By 
the very nature of psychiatry these are not static. À severe 
depression can mask symptoms during interview or, through 
diurnal variation, present a very different picture in the 
evening to that of first thing in the morning. 

Those who have no medical and psychiatric training are 
likely to make two major errors: 1) they will often underesti- 
mate the severity of a problem, and 2) they will often 
overestimate the severity of a problem. À 10-min presenta- 
tion is not the way to settle these issues. There is no 
substitute for confrontation with a patient, and it need not be 
a lengthy interview. With an adequate and reliable social 
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background one can check on the essentials and decide 
whether the formulation is valid. 

Furthermore, one is in a position to decide how much 
supervision will be necessary. To leave this entirely to the 
collateral staff is asking too much, because it presumes that 
they are always capable of deciding when patients should be 
referred. The two errors ] have mentioned, and these are not 
theoretical, indicate that they are not. 

Mses. Atwood and Stoughton go even further in their 
views on drug prescribing: “We regard this knowledge [of 
psychiatric medications] as appropriate for in-service train- 
ing and like to learn about drugs in the course of sharing 
responsibility for patients. The more we learn about medi- 
cine, the more effective we feel as practitioners." The pre- 
scribing of drugs in psychiatric practice can be justified only 
after accurate diagnosis, and it requires formal training in the 
basic sciences, in clinical medicine, and in psychiatric prac- 
tice. That these nonpsychiatric professionals should presume 
that they can practice medicine after a few informal chats on 
psychopharmacology confirms my concern. 

Dr. Donovan, in her reply to another letter (September 
1982 issue), wrote of her personal ethic, which “dictates I 
make some contribution to the care of these people even if it 
is less than what I would like to do." I suggest that she would 
do even more for those who are really in need if she adhered 
to her medical ethic of accepting full responsibility for her 
patients. À few months of this practice will not only ensure a 
higher standard of medical practice but a greater degree of 
expertise in her collateral staff, who will then be able to 
direct their energies into appropriate patient care for those 
who have been judged to be in need of it. I would also 
suggest that this measure would reduce the workload for all, 
because many of the problems that are not psychiatric and 
not in need of psychiatric treatment could be weeded out at 
the very beginning. 


M. SIM, M.D., D.P.M. 
Vancouver, B.C., Canada 


Dr. Donovan Replies 


SiR: I am pleased that my article stimulated Dr. Sim's 
consideration of ethical conflicts in psychiatric practice in 
community mental health centers. However, I disagree with 
his suggested solution. J have not found that emphasis on 
proper medical diagnosis, in itself, solves the complex prob- 
lems of community mental health centers (CMHCs). Accu- 
rate medical diagnosis provides a solid foundation for clini- 
cal work. The large clinical experience and unique medical 
training of psychiatrists make them highly reliable, but not 
infallible, diagnosticians, enabling them to detect physical 
illness masquerading as psychiatric illness and to prescribe 
medication. Financial constraints on CMHCs make it impos- 
sible for physicians to make personal diagnostic evaluation 
of every patient. Rather than cursory 30-min consultations 
with every single patient, I trust my fellow clinicians and 
husband my time for thorough evaluations of emergency 
patients with suicidal or homicidal risk or need of hospital- 
ization. | also elect to spend more time evaluating patients 
for medication and establishing rapport to further accep- 
tance and follow-through with treatment. 

I am concerned that all therapists have time to talk to 
patients. Diagnosis is not treatment, and treatment is not 
limited to drug therapy. Karasu (1) reviewed the evidence 
that psychotherapy and pharmacotherapy are both benefi- 
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cial, and I agree with his suggestions for an integrated 
approach. 

When Dr. Sim dictates that “no doctor should be asked to 
advise on a patient he or she has not seen except in an 
emergency," he wants to stop where CMHCs are forced by 
financial constraints to begin. CMHC administrators have 
had to find ways to deliver good psychiatric care using 
nonpsychiatrists to deliver portions of that care. (From 
personal experience, I know that these innovations are not 
unique to psychiatry. In recent years, both pediatricians and 
internists in Boston have started to use nonphysicians to 
provide services previously given only by doctors.) 

I believe that Dr. Sim is misreading Mses. Atwood and 
Stoughton’s remarks. I saw no evidence that they were 
prescribing medication, which is, I imagine, what Dr. Sim 
means by “practicing medicine.” It seems to me they were 
advocating that nonphysician clinicians familiarize them- 
selves with the types, indications, and side effects of psycho- 
tropic medications so that they can provide sophisticated 
follow-up for patients receiving medication. Of course, I 
deeply appreciated Mses. Atwood and Stoughton’s laudatory 
comments on my work. 

I am concerned about the notion of weeding out patients 
whose “problems are not psychiatric.” If a man has lost his 
job, is depressed and drinking, and his wife is anxious and 
the children are acting out, does this represent a social 
problem or psychiatric illness? I don't know, but J think this 
family would not be refused care in the private sector if they 
had money. The point is that appropriate psychopharma- 
cologic and psychotherapeutic interventions will reduce their 
distress and lower subsequent psychiatric morbidity. 

] share Fink and Weinstein's concern that elimination of 
psychiatrists from CMHCs would result in an inferior system 
of care for the poor (2). Psychiatrists must stay in the 
CMHCs and hold on to high medical standards as they 
develop new ways to work. 
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CORNELIA MORRISON DONOVAN, M.D. 
Chestnut Hill, Mass. 


A Medical Student’s View of Psychiatry 


Sig: As a medical student, I read with interest the attitudes 
of medical students toward psychiatry as assessed by Joel 
Yager, M.D., and associates in “Medical Students’ Evalua- 
tion of Psychiatry: A Cross-Country Comparison” (August 
1982 issue). From returned questionnaires the authors devel- 
oped an impression that, I believe, was not represented by 
the facts, so that their recommendations, too, missed the 
point. The authors reckoned that students regarded the field 
of psychiatry as “one of low prestige and low precision” 
when in fact the students probably regarded the specialty as 
one of low prestige because of its low precision. Recommen- 
dations that were made to “improve psychiatry’s image and 
attractiveness” addressed the low prestige more than they 
did the low precision, as if tacitly assuming that better 
teaching methods, prestigious educators, etc., can yield 
greater precision. Premedical and medical students read 
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textbooks of psychiatry, psychology, or ethology and need 
not have a good education system per se to know that there is 
too much nebulous jargon that cannot be explained away. 
Psychiatry, after more than a century as a specialty, is 
overdue for a “shakeup” for the sake of precision to attain 
popular parity with other specialties. 


LESLIE EICHENSTEIN 
Yonkers, N.Y. 


Dr. Yager and Associates Reply 


Sig: We thank Mr. Eichenstein for providing us with yet 
another medical student’s evaluation of psychiatry. Although 
our study did not address the exact causal link Mr. Eichen- 
stein writes about, i.e., that “students probably regard the 
specialty as one of low prestige because of its low precision," 
no doubt many, of our hundreds of respondents would agree 
with him. No doubt other factors contributing to psychia- 
try’s low prestige are also identifiable from the responses we 
reported in our paper. 

The important task of improving precision in the field, a 
goal we all share and applaud, falls to many more than just 
educators. Although that work is being accomplished, we 
suggest that those who currently teach psychiatry do the best 
job with what we currently know and present the knowledge 
and theory we currently possess in the most discriminating 
(and therefore epistemologically precise) manner. For many 
students, the fact that psychiatry is willing to honestly 
acknowledge and tackle its important problems offers stu- 
dents unparalleled opportunities to participate as meaningful 
collaborators in making truly meaningful contributions. The 
clinical and research problems that remain to be solved are 
incredibly important ones with respect to human suffering. 
They won’t go away or get better until all of us, including 
today’s medical students who will become tomorrow's psy- 
chiatrists, do something more precise about them. 


JOEL YAGER, M.D. 
KATHERINE LAMOTTE, ED.D, 
ARTHUR NIELSEN III, M.D, 
JAMES S. EATON, JR., M.D. 
Los Angeles, Calif. 


The Role of Medical Student Societies in Psychiatric 
Recruitment 


Str: An editorial—‘‘Medical Education and Recruitment 
in Psychiatry" by Herbert Pardes, M.D.—and two articles— 
“Tracking: An Answer to Psychiatry’s Recruitment Prob- 
lem?" by Walter Weintraub, M.D., and associates and “Med- 
ical School Factors and Career Choice of Psychiatry” by 
Frederick Sierles, M.D.—in the August 1982 issue raised 
concerns about issues of training and recruitment in psychia- 
try. As past chairmen of the Yale Student Psychiatric Society, 
we would like to describe the important role such organiza- 
tions can play in the early education of future psychiatrists. 

A student psychiatric society has existed at Yale for many 
years. The group is usually led by a second-year medical 
student with an expressed interest in psychiatry. He or she 
coordinates planning and scheduling, and other students are 
encouraged to organize talks or activities relating to topics of 
individual interest. Weekly lunchtime meetings are usually 
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organized around a talk by a guest speaker. Monthly evening 
meetings are held at the homes of faculty members. Some 
evening meetings are organized around popular films, and a 
member of the faculty is invited to provide comments and 
facilitate discussion. 

The activities of the society are not limited to people 
planning to enter the field of psychiatry. By addressing many 
topics of general interest, the group attempts to increase the 
exposure of all medical students to the range of issues in 
psychiatry. It also provides exposure to faculty members not 
normally encountered, giving students the opportunity to 
identify with potential role models. For students whose 
interest in psychiatry has already been formulated, the group 
provides a support system. The society also aids in career 
planning by sponsoring yearly discussions on employment 
opportunities in psychiatry, future directions in psychiatry, 
and applying for residency programs. 

In recent years, more than 10% of Yale Medical School 
graduates have pursued training in psychiatry. On the basis 
of our experience, we conclude that the presence of an active 
student psychiatric society has played an important role in 
maintaining this high level of recruitment. We encourage 
departments of psychiatry and organizations interested in the 
recruitment of future psychiatrists to provide the encourage- 
ment and resources necessary to support the development 
and expansion of student psychiatric societies. 


DAVID FASSLER, M.D. 
Burlington, Vt. 

JOHN KRYSTAL, M.D. 
New Haven, Conn. 


Payment for Liaison Activities 


Sır: I hope that “A Modest Proposal for Consultation/ 
Liaison Psychiatry in the 1980s" by Robert E. Hales, M.D., 
M.B.A., and Paul J. Fink, M.D. (August 1982 issue) will 
stimulate many to develop good liaison psychiatry in their 
general hospital. This letter is to correct some misinforma- 
tion in the article that may unnecessarily deter or misdirect 
some from pursuing such a desirable and achievable goal. 

Having been Director of Psychiatry of the Pennsylvania 
Hospital, just a few blocks away from their hospital, and 
subject to the same restrictions of government and voluntary 
agencies, I have experienced many of the fiscal, standard- 
setting, intra- and interprofessional problems Drs. Hales and 
Fink have. The statement “In the general hospital consulta- 
tion/liaison services are reimbursed solely through Part B of 
the third-party reimbursement formulas, that is, for direct 
patient care by physicians" is very misleading. Consultative 
services (using their definition) quite properly should be 
billed on a fee-for-service basis and appropriately paid by 
Part B coverage. However, salary costs for personnel in- 
volved in liaison work (residents or staff) are chargeable 
against Part A as part of administrative/teaching costs for 
hospital patient care; we have been doing this for some years. 
To be so funded means convincing whatever powers that be 
within administration and the medical staff that the service is 
not just of value but of greater value than some other services 
competing for money and manpower. There is payment for 
liaison service. 

The recommendation that political pressure be used to 
require a specific Joint Commission on Accreditation of 
Hospitals (JCAH) requirement of one psychiatrist and a 
secretary for every hospital of 350 beds runs counter to the 
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whole trend of recent years away from specifics. Years ago 
APA abandoned that approach because minimums rapidly 
became maximums. (We have more than one psychiatrist.) It 
can also be counterproductive because it may excuse a 
smaller hospital from having any provision for liaison work. 

Let’s keep the pressure on by day-to-day demonstration of 
the value of promptly available, competent inpatient, outpa- 
tient, consultative, and liaison services to meet all patients' 
needs in every hospital. Let's not go the route of establishing 
more and more rules and regulations. We ultimately only tie 
our own hands. 


J. MARTIN MYERS, M.D. 
Philadelphia, Pa. 


Dr. Fink Replies 


Sır: Dr. Myers has made excellent points in his letter 
responding to the article Dr. Hales and I wrote on adequate 
reimbursement for liaison psychiatrists. He is correct in his 
assertion that there is payment for liaison. However, the 
term "consultation/liaison" has been an unfortunate desig- 
nation because most hospital administrators concentrate on 
the consultation portion and, therefore, refuse any funding. 
Although Dr. Myers has been fortunate at Pennsylvania 
Hospital in having his hospital pay a portion of the psychia- 
trist's salary for the liaison efforts, which is also true of the 
hospital in which I work (at Thomas Jefferson University), 
this has not been a regular practice of medium- and large-size 
hospitals throughout the United States. 

A recent survey done by Dr. James Strain, one of the 
leading consultation/liaison psychiatrists in the country, indi- 
cated that departments of psychiatry have invented many 
ways of dealing with the problem of funding, many of which 
are unsatisfactory, and have not been led to secure payment 
of salaries for liaison psychiatrists. In essence, Dr. Myers is 
right, but in practice, it has not come about as we would 
hope. 

J further agree that we should not press for the establish- 
ment of more rules and regulations. However, some change 
in the attitude of hospital administrators is necessary in order 
to have consultation/liaison psychiatrists hired on a more 
routine basis and without so much difficulty throughout the 
major hospitals in the United States. This led to our sugges- 
tion that hospitals of any significant size should be required 
to have a consultation/liaison psychiatrist paid by the hospi- 
tal. Although I agree in principle that rules and regulations 
generally backfire and work against us, Iam more concerned 
that as money gets tighter, not only will consultation/liaison 
be rejected for support, but the few gains that have been 
made could easily be eliminated. The support of a prestigious 
and important accrediting body such as the JCAH would 
certainly be helpful to establish this as an essential part of 
total hospital functioning along with emergency rooms, 
operating rooms, and social service departments. 


PAUL J. FINK, M.D. 
Philadelphia, Pa. 


Is There “Reverse Tolerance" to Marijuana? 
Sig: In “Persistence of Urinary Marijuana Levels After 


Supervised Abstinence” (September 1982 issue), Charles A. 
Dackis, M.D., and colleagues contributed very valuable 
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information regarding the persistence of urinary cannabi- 
noids in hospitalized drug users. However, there are two 
inaccuracies in the report that deserve comment. The first 
concerns the development of “reverse tolerance" to the 
subjective effects of cannabinoids. Although early reports 
suggested that experienced marijuana users might, in fact, be 
more sensitive to the subjective effects of A?tetrahydrocanna- 
binol (THC), it subsequently has been shown that this does 
not occur. Tolerance, or a decreased sensitivity to THC, has 
been documented in experimental animals, including pi- 
geons, dogs, and rats (1), as well as in human subjects (2). 
Cross-tolerance to the pharmacologic effects of alcohol has 
also been described (3). Heavy users of marijuana, however, 
have been reported to smoke marijuana cigarettes more 
efficiently, thereby increasing the bioavailability of the pre- 
dominant psychoactive ingredient of marijuana, THC (4). 
This finding may clarify the anecdotal observations of an 
increased subjective high in experienced users. 

The second point concerns the possibility of induction of 
metabolic enzymes versus relative saturation of tissue bind- 
ing sites as an explanation for the reputed reverse tolerance. 
Regardless of the truth of this particular observation, several 
comments may be made. Support for possible induction of 
metabolic enzymes from a decrease in terminal half-life in 
heavy marijuana users, as previously suggested, is misleading 
because the rate-limiting step in THC excretion is probably 
the slow release of THC from tissue stores (2). The possibili- 
ty regarding residual tissue binding and, therefore, increased 
psychoactivity for a given dose of THC also hides some 
inconsistencies. Persistent brain levels of THC would sup- 
port the existence of tolerance rather than "reverse toler- 
ance" because, otherwise, a residual high would occur at all 
times during chronic use. This has not been shown to occur 
(2). 
The slow decline of the body burden of cannabinoids is 
important in understanding further the possible time course 
and intensity of marijuana withdrawal. There is preliminary 
evidence for a subtle but definite marijuana abstinence 
syndrome, characterized in part by overactivity of central 
cholinergic systems. Withdrawal signs and symptoms have 
been reported to occur following as little as 7 days of THC 
administration and have consisted of irritability, restlessness, 
insomnia, anorexia, nausea, sweating, salivation, increased 
body temperature, altered sleep and waking EEG, tremor, 
and weight loss (5). Because most marijuana abusers use 
other substances, there is potential for additive effects of the 
tolerance between marijuana and alcohol on their respective 
withdrawal states. Pharmacokinetic work such as that per- 
formed by Dackis and colleagues may further elucidate the 
sequelae of such substance abuse. 
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LAURENCE E. DOMINO, M.D. 
STEVEN E. DOMINO, B.S. 
EDWARD F. DOMINO, M.D. 
Ann Arbor, Mich. 


Dr. Dackis and Associates Reply 


Str: Dr. Domino and associates are correct in noting that 
tolerance occurs with respect to a number of the physiologi- 
cal and psychological effects of marijuana (1, 2). Their letter 
adds to our paper and generates the kind of discussion that is 
crucial to resolving certain troublesome questions about this 
widely used drug. The issue of tolerance, however, is some- 
what tangential to our demonstration that cannabinoids 
persist in the body for weeks or months after discontinuation 
of their use. The major point of our paper is that such 
persistence might lead to serious physical toxicity or overt 
and subtle psychological changes. 

More young adults smoke marijuana than smoke ciga- 
rettes, and nearly 1096 of high school seniors smoke on at 
least a daily basis. Further research on the effects of chronic 
smoking is of critical importance. For instance, research on 
the acute effects of cigarette smoking failed to adequately 
identify the carcinogenic and cardiovascular effects of regu- 
lar smoking. It has already been extensively reported that 
chronic marijuana smokers suffer a variety of behavioral, 
pulmonary, cardiovascular, immunological, and reproduc- 
tive dysfunctions (3). Tissue damage, immunological sup- 
pression, and psychiatric complications could readily result 
from constant exposure of these retained exogenous canna- 
binoid toxins. Furthermore, cannabinoid metabolites are 
numerous, and each is likely to possess specific toxicity 
characteristics. Each should be studied for teratogenic, carci- 
nogenic, and metabolic effects because of the extensive use of 
cannabinoids. Although countless infrequently used foods 
and drugs are routinely tested for carcinogenic potential, 
such screening has not been addequately pursued with 
cannabinoids, in spite of some suggestive data (4). Neverthe- 
less, these exogenous cannabinoid chemicals are chronically 
present in millions of heavy and occasional marijuana users. 

Apart from the reported toxicity to several organ systems, 
marijuana use has also been associated with cognitive and 
psychological changes. Impairment in cognition and psycho- 
logical functioning may be particularly prominent in young 
people, involving such critical functions as motivation and 
learning (5). This leads us to another point made by Dr. 
Domino and associates. They contend that a residual high 
does not occur during chronic marijuana use. On the basis of 
our experience treating hundreds of chronic marijuana users, 
we believe that residual psychological effects are present and 
that they include memory, concentration, and motivational 
impairment. Although these effects lack the intensity of acute 
euphoric intoxication, the user recognizes their absence. We 
believe that the saturation of brain by cannabinoids could 
lead to chronically altered subjective states, impaired cogni- 
tive functioning, and a redefinition of what is “normal” 
brain functioning. Such chronic alterations could effect per- 
sonality changes that might be particularly harmful in devel- 
oping children and adolescents. 

We have routinely encountered patients who report “‘men- 
tal clearing" or “coming out of a fog" after several weeks of 
abstinence from marijuana use. Whether this phenomenon is 
related to the protracted clearing of cannabinoids from the 
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brain is an important medical and social question. We are 
concerned about the extent to which these largely unstudied 
toxic exogenous compounds persist in the body. It is time 
that further research be directed toward the delineation of 
chronic physical and psychological effects of these long- 
retained chemicals. The education of millions of heavy and 
occasional marijuana users regarding potential dangers of 
marijuana is urgently required. This is especially indicated 
with young children and adolescents, who are increasingly 
abusing this now commonplace drug. 
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CHARLES A. DACKIS, M.D. 
A.L.C. POTTASH, M.D. 
MARK 5. GOLD, M.D. 
Summit, N.J. 


Screening for Systemic Lupus Erythematosus 


SiR: The importance of considering systemic lupus erythe- 
matosus in the differential diagnosis of mental disorders in 
the female population aged 20 to 40 years in this country 
cannot be more strongly exemplified than it was in the article 
by Alan Stoudemire, M.D., and his colleagues (“Neuro- 
ophthalmic Systemic Lupus Erythematosus Misdiagnosed as 
Hysterical Blindness," September 1982 issue). The reported 
prevalence of the disease in the United States is between 
200,000 and 1,000,000 (1). The occurrence of psychiatric 
symptoms in systemic lupus erythematosus has been various- 
ly reported. Guze (2) observed that 12% of 101 patients with 
the disease had an organic brain syndrome, affective disor- 
der, or schizophreniform disorder. Stern and Robbins (3) 
found that 26 of 53 patients with the disease had psychotic 
symptoms. Similarly, there have been reports in the literature 
of neuropsychiatric symptoms and signs arising in the ab- 
sence of other clinical evidence of the disease. Haserick (4) 
observed that 11 out of 126 patients (996) had neuropsychi- 
atric symptoms before other indications were present. Psy- 
chosis has been reported within a few weeks before the onset 
of systemic disease (5). 

I recently treated a 26-year-old woman with florid symp- 
toms of disorganized schizophrenia and suicidal behavior 
followed within a few weeks by the onset of fever, joint 
pains, and a positive serum antinuclear antibody test. 

There is a simple and inexpensive laboratory test that can 
and should be used to screen out systemic lupus erythemato- 
sus as a cause of acute psychotic symptoms in any previously 
healthy woman. The erythrocyte sedimentation rate, request- 
ed at the time the initial laboratory workup is done, will 
always be elevated in active systemic lupus erythematosus. 
The diagnosis can be confirmed by serological and immuno- 
logical laboratory tests. Steroids will produce rapid remis- 
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sion of mental disorder due to lupus. On the other hand, if 
the diagnosis of lupus is not made and phenothiazines are 
given to the patient with a mistaken diagnosis of functional 
psychosis, the drugs may aggravate the lupus. According to 
the Physician’s Desk Reference, phenothiazines themselves 
can induce a disorder like lupus erythematosus. 
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THEODORE PEARLMAN, M.D. 
Houston, Tex. 


The Value of Clinical Predictions of Dangerousness 


S1R: In comparing the ward behavior of civilly committed 
patients considered dangerous or not dangerous to others on 
admission, Yesavage and associates, in "Short-Term Civil 
Commitment and the Violent Patient" (September 1982 
issue), ignored their most striking finding: 17 of 46 patients 
considered "dangerous" were ultimately secluded on the 
ward for dangerousness to others, but only 4 of 38 “nondan- 
gerous" patients had to be Secluded for this reason. For this 
distribution, chi-square is 7.75 (df=1), significant at the .01 
level. This finding raises two questions: 

1. Is this correlation a meaningful one, or might it repre- 
sent a chance occurrence of one positive correlation among 
many possible ones? I would argue that the category of 
“secluded for dangerousness to others" is the only meaning- 
ful behavioral outcome the authors measured. The others 
were verbal assaults (not a measure of dangerousness), actual 
assaults (which predictably would be kept to a low enough 
level by competent staff to prevent significant findings), and 
four-point restraints required (which applied to more non- 
dangerous patients than the number who committed assaults 
or were secluded, implying that restraints were used for 
reasons other than dangerousness to others). Seclusion for 
dangerousness, on the other hand, is a routine clinical 
decision, usually requiring consensus among a number of 
trained staff. It usually results from exactly the kinds of 
threatening, agitated, labile, or provocative behavior that 
lead a community to seek hospitalization of an individual for 
*dangerousness" and that lead physicians to apply this label. 
Rather than ignoring this finding, the authors might have 
investigated more closely the actual behaviors leading to 
seclusion and their degree of similarity to the behaviors 
leading to admission or to the judgment of dangerousness. 

2. Why did the authors ignore this positive finding? As an 
interested reader, I could not help wondering whether they 
had a preexisting bias against the wisdom of incarceration on 
the basis of judgments of dangerousness. | question the 
objectivity of suggesting “labeling” as a basis for such 
judgments when their own data show that the admitting 
psychiatrists did remarkably well at predicting who would 
behave dangerously within a short period of time. 

I agree with the authors that still more reliable predictions 
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about dangerousness might be made if certain clinical factors 
were more systematically taken into account, especially 
psychotic and paranoid symptoms. But I think that the 
present widespread notion that so current attempts at pre- 
diction are valid is itself dangerous and ignores much 
evidence (including the data in this article) to the contrary. 
Community decision making about potential dangerousness 
is an important and necessary social responsibility. Psychia- 
trists should not abdicate it nor ignore evidence that their 
contribution to it, while imperfect, is often helpful. 


DOUGLAS F. LEVINSON, M.D. 
Philadelphia, Pa. 


Dr. Yesavage Replies 


Str: Dr. Levinson’s letter raises some interesting points 
that are at the heart of considerable controversy in the study 
of civil commitment procedures. We did not highlight the 
chi-square analysis of individual components of our violence 
measure because ratings were extremely skewed in the 
number of episodes per person; we performed Mann-Whit- 
ney analyses instead. We agree that there are trends for those 
committed as dangerous to be more violent in the hospital, 
but our main point is that these trends are not very large and 
are often inconsistent. 

I believe Dr. Levinson has correctly identified our interpre- 
tation of such findings as reflecting a major controversy: 
how good must predictions be to justify civil commitment? 
This question has been addressed by Stone, Steadman, and 
others, and the issues have recently been summarized by 
Monahan (1), who stated, “It is clear that the participation 
of mental health professionals in decisions calling for a 
prediction of violent behavior is a matter of considerable 
empirical, political, professional and moral controversy on 
which people of equal intelligence will differ." If I can predict 
with 9096 accuracy that someone will commit a violent act 
within 1 year, does this predictive accuracy imply that 10 of 
100 subjects should be committed inaccurately to prevent the 
other 90 events? What if I could predict with 7096, 8096, or 
99% accuracy? The question of acceptable levels of certainty 
is a moral and social decision on which people will differ. 

My personal bias or “moral position" is that I find myself 
more often in the position of policeman than psychiatrist. 
and this is not consistent with the reasons for which I becamc 
a physician, nor with my social role. 1 would rather have 
issues such as the degree of accuracy necessary in a predic- 
tion of violence to justify civil commitment decided by a 
court than by a physician. My reason for this is that the 
physician is subject to other bias (e.g. fear of suit for 
unlawful imprisonment or subsequent violence by a released 
patient), which impair his or her ability to make dry, careful, 
empirical predictions and commitment decisions. Dr. Levin- 
son 1s, however, right that in the real world of acute 
psychiatric care we cannot afford this luxury, and we cannot 
abdicate the social responsibility to make such decisions. 

Finally, I strongly support Dr. Levinson's point that the 
“present widespread notion that mo current attempts at 
prediction are valid is itself dangerous." In other work of our 
own and in Monahan's review there are clear data to the 
contrary; in fact, we often make quite accurate clinica! 
predictions, and civil commitment saves many lives. My only 
problem is that I feel proper predictions are difficult to 
perform in the clinical situation and may not be bes: 
performed by a psychiatrist whose confidence limits for 


657 


LETTERS TO THE EDITOR 


prediction may differ widely from those of society as a 
whole. 
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JEROME A. YESAVAGE, M.D. 
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Neurotensin, Schizophrenia, and Common Sense 


Sin: The conclusion of Eric Widerlóv, M.D., Ph.D., and 
associates in “Subnormal CSF Levels of Neurotensin in a 
Subgroup of Schizophrenic Patients: Normalization After 
Neuroleptic Treatment" (September 1982 issue) that “bene- 
ficial effects of neuroleptics may be caused by increased levels 
of neurotensin,” and their implicit suggestion that neuroten- 
sin is of importance in schizophrenia, are not supported by 
their experimental results. 

First, the range of neurotensin levels in CSF was about the 
same in the normal volunteers (22.5—355 pg/ml) and the 
schizophrenic patients (18—523 pg/ml). To overcome this 
problem, the authors selected a subgroup of schizophrenic 
patients with neurotensin levels “well below the levels for the 
healthy volunteers" (although within the normal range) and 
showed that in this subgroup, neuroleptic treatment brought 
the mean neurotensin level close to the normal mean. The 
remaining schizophrenic patients also had a mean neuroten- 
sin level close to the normal mean after neuroleptic treat- 
ment. 

Second, because “‘the clinical improvement during neuro- 
leptic treatment was also similar for the two groups" (i.e., 
the patient groups with “normal” and “low” neurotensin), 
indicating that the initial neurotensin level had no meaning 
for the outcome of neuroleptic treatment, and because both 
"low" and “normal” neurotensin levels were found in 
normal and schizophrenic samples, regardless of the severity 
of schizophrenic symptoms, the study should have concluded 
that nothing of relevance was found. 


PETR SKRABANEK, PH.D. 
Dublin, Ireland 


Dr. Widerlóv and Associates Reply 


Sig: We share Dr. Skrabanek's admiration for common 
sense. However, as biomedical history demonstrates, com- 
mon sense is not sufficient in all situations, and this insuffi- 
ciency has impelled the development of the scientific method 
and the mathematical and statistical disciplines that serve it. 
Another propaeductic point should be made: Dr. Skrabanek 
quoted us out of context. The part of a quoted sentence that 
he omitted is set in italics: “that at least part of the beneficial 
effects of neuroleptics may be caused by increased levels of 
neurotensin." 

We do not agree with Dr. Skrabenek's contention that 
“nothing of relevance was found,” and this disagreement is 
the central issue. Ics resolution depends on how the data are 
evaluated. Dr. Skrabanek relied entirely on inspection. In- 
specting the data, he found that patient values were within 
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the normal range, and this prompted him to dismiss the 
study. 

Our evaluation of the data also started with inspection. 
There appeared to be a bimodal distribution of patient 
values. Such a finding would be sensible, because there are 
many reasons to think that schizophrenia is not a single 
entity but, rather, a collection of related entities (1, 2). 
Statistical analysis by a standard technique (3) then revealed 
that as regards neurotensin values, two groups of patients 
were indeed represented (p<.005). It was then possible to 
note, by inspection, that all members of the low subgroup 
had values lower than all control values if the one lowest 
control value was deleted. Whether it should be deleted is 
uncertain. However, even without such a statistical maneu- 
ver, which is commonplace, statistical comparison of the low 
subgroup with all control subjects revealed that the mean of 
the subgroup was lower (Mann-Whitney-Wilcoxon rank 
test). 

Common sense, i.e., thoughtful inspection of the data, was 
of further value. Every member of the low subgroup experi- 
enced a substantial rise in neurotensin after treatment. (This 
proved to be statistically highly significant.) Furthermore, 
the high subgroup did not experience a compensatory fall. 
(They showed a slight rise, which was statistically insignifi- 
cant. In any case, there was no mere “regression to the 
mean" phenomenon.) 

We think that a thorough, rather than a selective, use of 
common sense does not justify Dr. Skrabanek's conclusion. 
We think that common sense, amplified by statistical analy- 
sis, does justify our original statement, tentative and quali- 
fied as it was. 
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Opacities and Thioridazine 


Sig: The paper by C. Thomas Gualtieri, M.D., and 
associates, ''Corneal and Lenticular Opacities in Mentally 
Retarded Young Adults Treated with Thioridazine and 
Chlorpromazine" (September 1982 issue), requires com- 
ment. 

Although 100 patients were available for study, the au- 
thors chose to select only 18 for examination. Those 18 were 
selected on the basis of current treatment with thioridazine 
and/or chlorpromazine. In this biased sample the authors 
were able to identify 2 patients with definite corneal and 
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lenticular opacities and 2 patients with “equivocal ocular 
changes.” On the basis of this totally inadequate “clinical 
survey,” Gualtieri and associates arrived at the erroneous 
conclusion that "young mentally retarded people who re- 
ceive long-term thioridazine or chlorpromazine treatment 
are at risk for developing corneal and lenticular opacities.” 

We at Sandoz Pharmaceuticals have carefully monitored 
both published and directly received reports of ocular com- 
plications associated with thioridazine and other neurolep- 
tics for 20 years. To the best of our knowledge, there is not a 
single report of corneal or lens opacity in a patient who has 
received thioridazine as the sole neuroleptic. Corneal and 
lens opacities have been unequivocally associated only with 
chlorpromazine, although other aliphatic phenothiazines 
(e.g., triflupromazine) have been implicated. 


WILLIAM F. WESTLIN, M.D. 
East Hanover, N.J. 


Dr. Gualtieri Replies 


Sir: Corneal and lenticular opacities have, in fact, been 
reported most commonly in association with chlorproma- 
zine. However, other neuroleptics, including thioridazine, 
have been implicated, and caution with respect to this side 
effect is advised for all phenothiazines (1—4). 

In the patient group described in our paper, 4 young 
patients had incipient or well-developed opacities as a conse- 
quence of chronic neuroleptic treatment. In these patients, 
thioridazine accounted for 35%, 89%, 95%, and 100% of 
the total cumulative neuroleptic dose (5). 

The issue of sample “bias” is irrelevant, insofar as no 
claims are made concerning the generalizability of our 
findings. We only recommend caution and periodic slit-lamp 
examinations for young patients who are treated with phe- 
nothiazines for long periods of time. 
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C. THOMAS GUALTIERI, M.D. 
Chapel Hill, N.C. 


Propranolol, Benztropine, Fluphenazine Decanoate, and 
Delirium 


Sir: In the report by Fiona A. Miller M.B., B.S., and David 
Rampling, M.B., B.S., “Adverse Effects of Combined Pro- 
pranolol and Chlorpromazine Therapy" (September 1982 
issue), delirium, photosensitivity and a grand mal seizure 
were induced when 1200 mg of propranolol a day was used. 
We would like to report a similar experience. 
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Ms. A, a 34-year-old woman, has been our patient since 
1979; her diagnosis is chronic schizophrenia and mental 
retardation. She has no history of drug or alcohol abuse, and 
her medical history reveals only the removal of benign 
tumors behind her left eye in 1962 and in her paranasal sinus 
in 1972. Her only psychiatric hospitalization was last June, 
when she had auditory hallucinations and exhibited de- 
pressed mood, social withdrawal, and bizarre behavior. 
Since her discharge, she has been treated with weekly 
intramuscular shots of 37.5 mg of fluphenazine decanoate. 
Fight mg of benztropine mesylate per day was also pre- 
scribed, but she failed to take this medication. On August 20, 
she was seen in the neurology department for headaches. The 
diagnosis of migraine was made and 40 mg of propranolol 
per day was prescribed. On September 3, she decided to take 
the benztropine as well as the propranolol. On the following 
2 days she became acutely agitated, disoriented, confused, 
and ataxic; experienced visual and auditory hallucinations; 
and displayed bizarre behavior. On September 6, oral medi- 
cations were discontinued, and by the following day she had 
markedly improved. On September 8, 8 mg of benztropine 
per day was resumed and her family made sure she was 
taking it as prescribed; 25 mg of amitriptyline per day was 
substituted for propranolol. Since then, the patient has been 
well. 


A temporal association between combined propranolol 
and benztropine therapy and the onset of acute delirium was 
seen in this patient, who was receiving regular injections of 
fluphenazine decanoate. As the patient had taken benztro- 
pine before and was put back on it without experiencing 
adverse effects, we may assume that low doses of proprano- 
lol may have been a factor predisposing to her delirious state. 

There remain three possible explanatory alternatives: 1) 
the patient would have become delirious taking propranolol 
alone anyway, 2) the patient became delirious due to the 
combination of the three medications, and 3) the patient 
became delirious because of the interaction between pro- 
pranolol and fluphenazine decanoate. Even though propran- 
olol-induced delirium has been reported (1, 2), it is a fairly 
rare occurrence. It is possible, however, that patients will be 
at a higher risk of developing adverse effects if they simulta- 
neously receive propranolol and any neuroleptic, because the 
described metabolic interaction between propranolol and 
chlorpromazine (3, 4), which increases their blood levels and 
hence their toxicity, might be seen with other neuroleptics as 
well. 

Because propranolol may be more frequently used in 
increasingly higher doses in combination with various neuro- 
leptics in the treatment of schizophrenia (5), we would like to 
call attention to the possibility that the association of a 
neuroleptic other than chlorpromazine with low doses of 
propranolol may increase the likelihood of a delirious state 
and/or neuroleptic side effects in predisposed patients, so 
that their joint administration should depend on careful 
clinical evaluation. 
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BRUNO R. LIMA, M.D. 
DONNA VANNEMAN, L.C.S.W, 
Baltimore, Md. 


Protest of the Review of Fine's The Psychoanalytic Vision 


Sir: I wish to protest the careless and biased review of my 
book The Psychoanalytic Vision: A Controversial Reapprais- 
al of the Freudian Revolution by Justin Simon, M.D. (Octo- 
ber 1982 issue). 

Dr. Simon’s quotation from Veith about Sydenham’s con- 
tribution to the etiology of hysteria is incorrect. What she 
said on page 142 is correct, but two pages later Veith (1) 
wrote, “The eventual permanent abandonment of the belief 
that hysteria had a uterine origin and that it occurred only in 
females came about quite independently and with no direct 
reference to the writings of Sydenham.” Veith then showed 
that in the next century William Cullen (1712—1790), one of 
the most important physicians of his time, ignored Sydenham 
and returned to the uterine theory (1, p. 172). But even 
Sydenham was quite unclear in his thinking: he said that the 
disease was to be referred to "the faulty disposition of the 
animal spirits," and no one really knows what he meant by 
that. 

In her chapter on Freud, Veith stated that the study of 
hysteria formed the starting point of psychoanalysis and “led 
to the formulation of those final new ideas on the illness 
which have as yet not been superseded” (1, p. 258). 

Dr. Simon quoted me as stating on page 135 that the 
search for biochemical factors in mental illness is “foolish.” 
No such statement occurs on page 135, or anywhere else in 
the book. Likewise, his “quotation” from page 326 which 
alleges that I said that psychoanalytic societies are kept small 
“as a way of controlling obstreperous deviants" is not to be 
found in my book. 

I nowhere dismiss neurophysiology, information process- 
ing, history, sociology, or anthropology. Rather, I argue for 
the inclusion of a psychological point of view in these 
disciplines, certainly an argument that is far from unusual. 

Nor do I anywhere abandon the concept of psychopathol- 
ogy. I do cite the studies of Rennie and others from the 1960s 
on, which presented abundant statistical evidence of the 
widespread incidence of mental and emotional disorders in 
average persons in our culture, ordinarily considered “nor- 
mal." There are not nine cases in my clinical section but ten. 

As for the therapeutic claims for psychoanalysis, it was not 
part of my intention to become involved in elaborate statisti- 
cal discussions. In the context of a discussion of schizophre- 
nia I do present 13 pages of evidence to justify the psycho- 
analytic hypothesis that schizophrenia is very often a state of 
despair resulting from what Manfred Bleuler called the 
invariable “horrible” childhood of the patient. The notion 
that long-term care of the schizophrenic patient, including 
psychotherapy, is essential to his or her welfare is a common- 
ly expressed one (2). 

It is impossible for me to understand why a world in which 
there is love, sex, and happiness for all resembles a *'spiritual 
wasteland," as Dr. Simon averred. 

As for the question of lay analysis, which Dr. Simon 
brought up for no particular reason, I was able to show in 
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my previous work, A History of Psychoanalysis (3), that 
there are currently as many nonmedical analysts as medical 
analysts in the United States. Further, powerful forces within 
the American Psychoanalytical Association are now officially 
recommending the inclusion of nonmedical persons in ana- 
lytic training programs. | refer the interested reader to 
Newell Fischer's report on the subject (4). Dr. Fischer stated, 
"In today's panel there was a general sense of unanimity 
concerning the scientific importance of training nonmedical 
analysts.” 

Although I am pleased that Dr. Simon has some familiarity 
with my chess background, I cannot see that this is in any 
way pertinent to my more important career as a psychologist 
and psychoanalyst. 

The period is past when reviewers could cavalierly dismiss 
arguments in favor of psychoanalysis as mere froth. Dr. 
Simon’s review resembles a diatribe more than a dispassion- 
ate consideration of the voluminous evidence presented. 
These are still the times that try men’s souls, and it is urgent 
that serious arguments be read carefully and taken seriously. 
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REUBEN FINE, PH.D. 
New York, N.Y. 


Dr. Simon Replies 


Sir: I apologize to Dr. Fine and to the readers of the 
Journal for the fact that two of 22 direct quotations in my 
review were, in fact, summarizations of text rather than 
direct quotations of it, and that I miscounted the number of 
Dr. Fine’s cases. | would not, however, allow that these 
errors of form alter the substance of my review. I shall show 
this first by attending to my errors of citation. Dr. Fine did 
not use the word “foolish” to describe the search for 
biochemical factors in mental illness, but he ridiculed *'the 
basic assumption of organic psychiatry ... that there is 
something wrong with the brain of the schizophrenic" (p. 
135), and this led him to the sort of generalization that 
characterizes the book: “The science [of organic psychiatry] 
has always been wrong in its handling of schizophrenics" (p. 
135). Likewise, he did not exactly say that psychoanalytic 
societies are kept small as a way of controlling obstreperous 
deviants. He specifically charged that societies coerce indi- 
vidual applicants by exclusionary tactics which reflect a 
pattern of "protective repression" (p. 326) by the official 
psychoanalytic organization. The meaning in these examples 
is unchanged by errors of punctuation, however regrettable 
the errors. In his letter Dr. Fine applauds recent moves within 
the American Psychoanalytic Association to include non- 
medical analysts, thereby repeating in his letter the tendency 
revealed in his book to ignore his own inconsistencies. In the 
book the official psychoanalytic organization was charged 
with corruption beyond repair. 

Dr. Fine missed my point about Sydenham, Freud, and the 
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history of hysteria, as he missed my point about love, sex, 
and spiritual wastelands. I will leave it to the reader of The 
Psychoanalytic Vision to judge whether he properly appreci- 
ates the importance of neurophysiology, information proc- 
essing theory, history, sociology, anthropology, etc. He does 
not deny in his letter that he deals with the history of ideas in 
a manner which brings him to assert without qualification: 
"Religion is shockingly destructive” (p. 260); “Past philoso- 
phies no longer have anything to offer” (p. 272); and, to cite 
but one of many examples of Dr. Fine’s scholarship, that 
Heidegger’s work is “philosophical gibberish” (p. 269). Dr. 
Fine is absolutely correct in charging me with bias against 
such broadsides on the intellectual heritage of Western 
civilization. 1 am also biased against representations of 
psychoanalysis as a panacea for individual and social ills, 
and that Freud’s contributions eclipse every other intellectual 
activity, past and present. 

The last paragraph of Dr. Fine’s letter reveals that he 
misunderstood me even to the point of thinking that I am 
biased against psychoanalysis. I am a psychoanalyst, and ] 
wrote my review mindful of Villars’ remark: "Defend me 
from my friends; I can defend myself from my enemies.” 
What I most regret about Dr. Fine’s letter is his failure to 
comment on my proposed solution to my perceived riddle of 
The Psychoanalytic Vision. 


JUSTIN SIMON, M.D. 
Berkeley, Calif. 


On the Nuclear Arms Race 


Sig: The editorial on “The Threat: of Nuclear War” by 
Lester Grinspoon, M.D. (October 1982 issue) stressed the 
need to overcome the universal tendency to deny the unfath- 
omable threat of nuclear war. This defensive avoidance of 
facing the uncharted domains of human experience has been 
explored extensively (1). It was also reflected in a resolution 
of the Second Congress of International Physicians for the 
Prevention of Nuclear War, as was dehumanization, prereq- 
uisite to annihilating intention. Beyond that, psychiatric 
scrutiny of this most dangerous subject of geopolitics has 
been rather scarce. 

Suicidal aspects in the geopolitical psychopathology of 
today’s nuclear arms race have struck me as particularly 
relevant but insufficiently explored. Potentially self-destruc- 
tive dynamics are rooted in the very “instinctual’’ denial of 
the unknown. Having ever witnessed only the demise of 
others, we all fail to conceptualize our own extinction (2). 
This blissful ignorance of our individual perishability has 
been identified by Jules Masserman as one of the Ur- 
defenses. Denial of the very possibility of personal cessation 
facilitates suicidal decisions (2). From the position of deceit- 
fully comforting ignorance of any risk to our survival, we can 
devise all kinds of vindictive ploys aimed at “punishing” the 
adversary. 

Various intellectual bridges (2) attempting to span the 
known by personal experience (life) with the terrifying, 
otherwise unknown (death) constitute the unconscious bias 
of strategies betting on our own survival after the successful 
annihilation of the enemy. Deeming ourselves immortal, we 
do not hesitate to unleash all our destructive might in the 
name of questionable moral principles. 

Through splitting (3), we arbitrarily endow the other side 
with all the paraphernalia of worthless vermin that threaten 
all our goodness (4). Having disowned all the “badness” in 
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ourselves and propelled by a just wrath, we get ready to 
exterminate the dehumanized adversary, whose main sin is 
the assumed intention to destroy us. 

Our horrifying vision of the destructive potential of the 
enemy could well be derived directly from our own split-off 
and projected, primitively aggressive, cannibalistic urges (3). 
We might actually be aiming at our own “badness” whenever 
mounting a crusade against all evil. 

Paralogical reasoning behind the nuclear arms race might 
be thus summarized: “If they are as bad as we are, they 
certainly deserve annihilation.” Extrapolation of our factual 
knowledge of the consequences of a nuclear war suggests the 
inescapably self-destructive outcome of such a “final solu- 
tion" to human conflicts. “Après nous le déluge,” we seem to 
be shouting indignantly from the depths of our social 
paranoia (4), perceiving but the end to the exccedingly 
vilified adversary in our tunnel vision of spite. 

There are reasons to believe that THEY are identically 
biased, which explains the deadlock. Omnicidal collision 
appears to be the only alternative, whereas in fact it would 
suffice for one of the contestants to take the first courageous 
step back out of the deadly clinch, rather than dread forever 
the “first strike.” 
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ANDRZE] KUBACKI, M.D. 
Bathurst, New Brunswick, Canada 


SiR: The editorial by Dr. Grinspoon is timely both as a 
warning and as a call to action. In an atomic age, to 
paraphrase Edmund Burke, if good men do nothing the 
triumph of evil will be truly catastrophic. 

However, | disagree that overpopulation is a less serious 
problem. Not only is it a major factor contributing to other 
ways to destroy life (for example, soil erosion or depletion of 
the ozone layer), but it adds to the probability of nuclear 
war. 

People are far more likely to try to avoid destruction 
because they want to maintain a good quality of life than 
because of social conscience. A life of quality requires that 
we limit the earth’s population to a number which enables 
each person to have a goodly share of the earth’s finite 
resources. 

Both reduction of world population and reduction of 
world nuclear arms are goals of paramount importance. 


NORMAN SHER, M.D. 
Brooklyn, N.Y. 


Sir: As an American psychiatric social worker living in the 
heart of Europe, I feel obliged to register my disappointment 
with the editorial by Lester Grinspoon, M.D. 

Even though Dr. Grinspoon calls for increased awareness 
of and sensitivity to the issues on which the maintenance of 
peace rests, he himself presents nothing to further thoughtful 
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consideration. Instead, he urges us to have the “‘courage to be 
afraid and to make our friends, neighbors, and professional 
colleagues afraid.” The wise words of yesterday come to 
mind: “We have nothing to fear but fear itself." My concern 
is that well-meaning professionals from the United States, 
like Dr. Grinspoon, are discouraging the genuine problem 
solving that is desperately needed and are instead appealing 
to the regressive forces of mass hysteria. 

It is very "in" these days to advocate peace and to point 
out the destructive potential of atomic war. But how does 
this contribute to peace? The reality Dr. Grinspoon does not 
confront, at least in his editorial, is the reality of Soviet strike 
potential, both nuclear and conventional, which sits on our 
very borders. This past summer the Soviets even staged a 
mock attack on Europe and the United States. The Soviets 
waste no time or energy on public debate of the moral issues 
of war—they forbid it. Instead, they quietly and relentlessly 
build up their war machinery. But of course they approve 
and foster the peace movement among the Western nations— 
they are the ones to profit from our fears and defenselessness. 
For these reasons, the Western movements for peace, disar- 
mament, and/or nuclear freeze are only unilateral in scope, 
and their European counterparts are blatantly anti-Ameri- 
can. 

In short, we do not need psychiatrists to make us aware of 
the horrors of nuclear war—professionals and the public are 
well informed on these topics—but we do need concerned 
citizens and diplomats who can face up to all aspects of these 
complex and tense political realities. We need more whole 
truths and fewer half-truths and distortions from propagan- 
da. We need more creative thinking and problem solving and 
less fear. 


JANE SMITH CHRIST, A.C.S.W. 
Basel, Switzerland 


Other Analyses of Irma's Dream 


Sir: Adam Kuper, Ph.D., and Alan Stone, M.D., in “The 
Dream of Irma’s Injection: A Structural Approach” (October 
1982 issue), base their ‘‘analysis” of the dream on history. 
They state, "The full historical background of the Irma 
dream has been set out by Max Schur." Unfortunately, 
nothing could be further from the truth (1), and Kuper and 
Stone are not alone in having been misled. 

The patient of Schur's “Emma episode" (1) was Emma 
Eckstein (1865--1924), who was operated on by Fliess. She 
was not a close friend of the Freud family in 1895, and she 
never married. There are no references to her in Freud's 
letters near enough to the time of the dream of Irma's 
injection to be called “day residue." 

Ás Kuper and Stone point out, chronology is important, 
and the letters Freud wrote “‘exculpating Fliess” and blaming 
Emma are dated 9—18 months after the dream. These facts, 
to my mind, considerably weaken Schur's interpretation 
concerning "current conflict" as well. 

The patient disguised as Irma in the specimen dream was 
Anna Hammerschlag Lichtheim (1861—1938). She was not 
operated on by Fliess, and no documentation that she was 
even examined by him has been found. However, Anna 
Lichtheim was a widow in 1895, and, as a daughter of 
Freud's “‘fatherly’ friend, Samuel Hammerschlag, had 
known him for years. She was also a friend of Freud's wife 
and was the person for whom the Freuds’ youngest child, 
Ánna, was named, in honor of her role in the specimen 
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dream. (Anna Lichtheim was also related by marriage to 
Breuer, “Dr. M.," and Lichtheim, whose views Freud had 
criticized in On Aphasia [2).) 

Although it is my contention (1)-as well as Elms's (3) that 
the central issue of the manifest and latent dream was 
Martha Freud's pregnancy with her sixth child, Anna, much 
other material (conscious and unconscious) 1s compressed in 
the dream. Freud himself wrote Abraham that "sexual 
megalomania" lay behind the dream and identified Mathilde 
Breuer and Sophia Paneth, as well as Anna Lichtheim, as 
appearing in the dream and associations (4). 

In any event, Kuper and Stone's assertion that Freud 
offered “‘less relevant, even misleading associations [than to 
Emma Eckstein's operation]" is false. Freud is owed an 
apology. 

If a new "structural approach" to the specimen dream, 
based on its actual (and more complex) historical back- 
ground, still points to Freud's preoccupation with his theo- 
ries, Kuper and Stone will have added, perhaps, to the 
material compressed in the dream. However, to attempt to 
reduce the specimen dream's interpretation (or that of oth- 
ers) to such an oversimplification would hardly seem clinical- 
ly or heuristically useful. 
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FRANK R. HARTMAN, M.D. 
New York, N.Y. 


Sig: Having long studied and taught the principles of 
structuralism as they appear to be related to psychoanalysis, 
] very much appreciated the article by Adam Kuper and Alan 
Stone applying structuralist theory to the analysis of the 
dream. This is a genuinely innovative contribution, throwing 
new light on the manifest dream as a whole organized along 
the lines of a dialectical process toward the solution of 
conscious problems. 

It is a contribution, however, and not a revolution. Freud 
did not do justice to the importance of the manifest dream, 
but Drs. Kuper and Stone in their own way have also failed 
to do so: they have worked out the underlying dialectic, but 
they have not explained the presence of the specific meta- 
phors and metonymies in which the dialectic is worked out in 
this dream. Whoever has studied every day the dreams of 
living patients knows that associations are of varying value 
in revealing underlying meaning. We generally follow the 
principle that certain associations have explanatory value 
because of the perfect or nearly perfect compatibility they 
have with the image of the dream. This is a gestalt formation 
that differs markedly from any merely factitious resemblance 
of ideas. It also has an affective quality of notable intensity. 
What Freud taught us to do was to assemble these truly 
meaningful associations and recognize the intentions and 
desires that they express. These desires and intentions may 
have no direct connection at all with the manifest content or, 
by the same token, with the conscious dialectic of the dream 
structure. 
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It has long been apparent to me, as it was (some of the 
time) to Jacques Lacan, who has gone the furthest in 
applying structuralist principles to psychoanalysis, that the 
unconscious described by Lévi-Strauss is not the unconscious 
of Freud. Lévi-Strauss wrote, for example, about the formal 
structure of myth and its permutations, a structure that arises 
from the symbolic system of the community, but this is not 
the active, motivating unconscious of the person, which is 
framed by desire. 

One plea: can we have an end to the renanalysis of Freud 
and of his dreams? Psychoanalytic theory is badly in need of 
overhaul, but we have lots of living patients with us, who are 
indispensable for any advances in our theory and practice. 
Only living patients can say “no” to our speculations, and 
we need that aid to humility. I would like to see the 
contribution of Drs. Kuper and Stone applied to fresh 
dreams coming out of the lively interpersonal dialectic of real 
psychoanalysis. 


STANLEY A. LEAVY, M.D. 
New Haven, Conn. 


SIR: The publication of Kuper and Stone’s article signals a 
welcome, belated recognition of the importance of European 
structuralism for American psychiatry. At APA’s 1979 annu- 
al meeting, ] chaired a panel which happily predicted that 
structuralism as a unique style of thought would serve as a 
provocative stimulant to American psychiatry in the 1980s. I 
was concerned, however, that structuralist thought not be- 
come tailored to American expectations, a fate psychoanal- 
ysis suffered in the 1930s and 1940s. Encountering the 
European roots of structuralism, so foreign to our usual 
pragmatic and empirical points of view, tempts us to recast 
the movement in our own image. 

In my view, Kuper and Stone succumb to this pitfall by 
characterizing structuralism as a new species of dialectic. 
They offer an interesting reading of Freud’s Irma dream, 
which merits consideration on its own terms; but the connec- 
tion with French structuralism, at least as formulated by 
Claude Lévi-Strauss {1), is not well demonstrated. The 
authors state that “the dream is a kind of argument, which 
proceeds from step to step by a quasi-logical dialectic." 

By contrast, Lévi-Strauss’ approach was antidialectic and 
opposed to any totalistic treatment of phenomena. He 
posited oppositional pairs as basic to human thought, but 
never with the implication that they move toward a synthe- 
sis. The surface coherence of myth is an illusion best 
shattered by breaking the narrative up into small fragments 
and then rearranging these fragments to demonstrate hidden 
structura] relationships. Entire myths function as analagous 
fragments in a mythic tradition. À given myth may contain 
only some of the structural features of the whole. The goal is 
always to formulate hidden structural laws on the basis of a 
small sample, as a linguist reconstructs a grammar from an 
old document with many of the words effaced. 

Methodologically, Lévi-Strauss maintained certain opposi- 
tional pairs, such as langue/parole, nature/culture, and mani- 
fest content/latent content, with extreme rigor. In this he 
revealed a style of thought quite compatible with that of 
Freud, who was identified as one of his masters. In his 
important "Introduction to the Raw and the Cooked" (2), 
Lévi-Strauss wrote, “We are not therefore claiming to show 
how men think the myths, but rather how the myths think 
themselves out in men and without men's knowledge." For 
Lévi-Strauss as for Freud, the ego is no longer master in his 
own house. Indeed, a case can be made that The Interpreta- 
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tion of Dreams (3), with its emphasis on the transrormations 
of the dream work, anticipated structuralist ideas in an era 
that predated modern linguistic analysis. 
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THOMAS WOLMAN, M.D. 
Philadelphia, Pa. 


Drs. Stone and Kuper Reply 


Sir: Frank Hartman was good enough to send us his 
unpublished paper and to provide the reference to Elms's 
article (1). When we did our literature search, the latter had 
not yet made its way into the libraries or onto the computers. 
That was unfortunate, because it is clearly a compelling 
psychodynamic reinterpretation of Freud's Irma dream. Elms 
understood Irma as a screen for Martha Freud, and his main 
contribution was to develop a “sexual-marital’”’ interpreta- 
tion. Elms, in his careful review of the Irma literature, 
mentioned Anzieu's earlier speculation that Irma was not 
Emma, as Max Schur had claimed, but, rather, Anna Ham- 
merschlag. 

Frank Hartman, in his fascinating unpublisaed paper, 
came to similar conclusions. He was more definite than Elms 
in rejecting Schur's historical perspective on the Irma dream, 
in part because Hartman had access to previously unavail- 
able and privileged sources—a fact not made clear in his 
letter. This is ironic because Schur, a Freud biographer, had 
earlier rejected Erikson's interpretation on the basis of his 
own access to privileged sources. 

We do not wish to involve ourselves in the question of 
whether all scholars should have equal access to the still 
secret Freud materials. However, disputed claims seem an 
inevitable consequence of the current discretionarv practice. 
Greenberg and Pearlman's article (2), like ours, relied on 
Schur's account. They gave considerable credence to Schur's 
views by describing many associative links between the 
Emma incident and the Irma dream. They had heard nothing 
about Irma being Anna Hammerschlag in refutation. Appar- 
ently, delicate matters involving Anna Freud, who was then 
alive, were part of the complicated picture thet Hartman 
now reveals. 

Because we have no access to the privileged evidence, we 
cannot dispute the authoritativeness of Hartman’s revela- 
tions; they seem as believable as Schur’s did. However, his 
letter also implies that our history of the Emma Eckstein 
episode is mistaken. In fact, the chronology we reported is 
identical to that reported in Hartman’s own unpublished 
paper. Therefore, Hartman’s comment about our chronolo- 
gy is somewhat misleading. His claim that Emma and Fliess 
are not in the day residue is based not on any inaccuracy of 
ours but on another argument in his paper about the 
technical definition of the day residue. 

Whether Irma is Emma Eckstein, as Schur insisted, or 
Anna Hammerschlag, as Hartman now vigorously main- 
tains, is of no great consequence to psychoanalytic interpre- 
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tations. Irma, after all, was Freud's example of condensation, 
and Elms convincingly suggested that she was most impor- 
tantly a screen for Martha. Furthermore, even Hartman must 
recognize that it is difficult, if not impossible, to exclude 
Emma and Fliess on biographical grounds from the Irma 
dream. Freud’s associations make clear, and almost every 
interpreter (including Hartman) accepts, that the “pale” 
Irma stands for a group of women about whose health Freud 
was concerned. Emma had nearly died of blood loss after 
minor surgery by Fliess, an operation recommended by 
Freud. Emma's condition stabilized only a month before 
Freud left on vacation and two months before the Irma 
dream. Given Freud's conscientious associations to other 
patients harmed by him and by other doctors at much more 
distant times, we continue to believe that Freud intentionally 
omitted Fliess and the Emma episode from his associations. 
We do not believe Freud is owed an apology or that he needs 
one from us. 

Hartman's revelations may nonetheless pose problems for 
that part of our structural interpretation which relied on 
Irma’s identity as Emma. Fortunately, there was more than 
that to our effort. 

Stanley Leavy will find in these new historical disputes 
confirmation of his view that we should apply our struc- 
turalist methods to new material. Kuper has recently done 
just that, and interested readers will soon be able to exam- 
ine the structural approach applied to a night's worth 
of dreams collected from a subject during REM sleep, 
although not, as Leavy would wish, from a patient who is 
in psychoanalysis. 

Dr. Wolman raises important questions concerning the 
interpretation of Lévi-Strauss’ work and its application in a 
double foreign context—within psychiatry and in the United 
States. The difficulties are clearly illustrated by one of the 
topics he raises: Levi-Strauss’ views on “‘the dialectic.” First, 
the problem of the dialectic occurs in two distinct connec- 
tions. One relates to the Marxist view of history and is 
central to Lévi-Strauss’ famous controversy with Sartre. (See 
especially the chapter “History and Dialectic” in reference 
3.) A second issue is the relationship between dialectical and 
analytical modes of thought. This was also an issue in the 
debate with Sartre (see, for example, reference 4), but Lévi- 
Strauss’ views on this matter are more clearly set out in the 
essays on myth (5), particularly, perhaps, in the chapter 
entitled “Structure and Dialectic.” 

Second, even if these various contexts are separated out, it 
is necessary to take account of the changes that have 
occurred in Lévi-Strauss’ thought. For example, in the last 
volume of Mythologiques (6), the notion of “‘transforma- 
tion” attains a new prominence, with great importance for 
his ideas about the form of mythological thought. 

There is, then, considerable room for debate and disagree- 
ment. Nevertheless, Dr. Wolman is surely mistaken when he 
baldly asserts that Lévi-Strauss’ approach is antidialectic, 
opposed to totalistic treatment of phenomena, and does not 
presuppose the achievement of dialectical syntheses. Lévi- 
Strauss has never departed from his original premise that 
“the purpose of myth is to provide a logical model capable of 
overcoming a contradiction” (5, p. 229). This logical model 
operates by way of dialectical transformation of an initial 
contradiction, leading to a new synthesis. Moreover, 
throughout his career he has remained faithful to the totalis- 
tic approach he learned from Mauss. We could respond 
further to Wolman’s charge that our interpretation is too 
dialectic to be Lévi-Strauss’ structuralism, but given the 
length of this response, perhaps it is sufficient to report that 
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our paper has in fact been read by Lévi-Strauss himself and 
deemed acceptable by him. 

The relationship between the “structuralism” of Lévi- 
Strauss and Freud, raised by both Drs. Leavy and Wolman, 
no doubt requires more investigation. We remain convinced, 
however, that the concluding discussion in our paper correct- 
ly contrasts the two approaches. 
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ALAN A. STONE, M.D. 
ADAM KUPER, M.D. 
Cambridge, Mass. 


Affective Disorder in the Mentally Retarded 


Sir: Louise E. Eaton, M.D., and Frank J. Menolascino, 
M.D., in “Psychiatric Disorders in the Mentally Retarded: 
Types, Problems, and Challenges” (October 1982 issue), to 
my amazement, found no affective disorders. Because about 
half of nonretarded psychotic patients have bipolar illness, 
do the retarded have special resistance or lack of vulnerabili- 
ty to affective disorders? It would seem to me that the 
contrary might be true. Retardation may predispose a person 
to affective disorders, particularly depression. However, 
mania is extremely difficult to diagnose in the retarded 
patient because the primitive defenses employed by such 
patients are similar to the primitive thought processes of 
schizophrenic patients. I believe a stronger index of suspicion 
and even trials of lithium might prove that many of the 
schizophrenic diagnoses (and probably some of the others) 
are in error. This might be especially true of mildly and 
borderline retarded patients. 


NORMAN R. SCHAKNE, M.D. 
Huntington Woods, Mich. 


Drs. Eaton and Menolascino Reply 


Str: Dr. Schakne raises a thoughtful and provocative 
question: why did we not find affective disorders in the 
group of patients reported in our paper? His comment that 
primitive defenses of the retarded patient are similar to the 
primitive thought processes of the schizophrenic patient is 
valid. We have sought to clarify this diagnostic distinction in 
our previous studies on autistic disorders and other organic 
brain syndromes often noted in mentally retarded patients 
(1, 2). 

In regard to the affective disorders, particularly depres- 
sion, possibly our index of suspicion was not high enough. 
We have carefully followed the professional literature con- 
cerning unipolar and bipolar affective illness in retarded 
patients (3, 4) and have been using the dexamethasone 
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suppression test to further assess this issue. It would also 
seem possible that other variables which have not been fully 
considered are operating (e.g., nutritional state and environ- 
mental factors such as length of time in more restrictive 
settings). Such are some of the problems in studying what lies 
behind diagnostic impressions. Future studies to elucidate 
these questions remain a challenge. 
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LOUISE F. EATON, M.D. 
FRANK I. MENOLASCINO, M.D. 
Omaha, Neb. 


Female Anorgasmia and MAOIs 


Sir: In “Three Cases of Female Anorgasmia Associated 
with MAOIs” (October 1982 issue), Lynna M. Lesko, M.D., 
Ph.D., and associates, reporting on female anorgasmia asso- 
ciated with monoamine oxidase inhibitors (MAOIs), stated 


that "only one previous paper has documented female . 


anorgasmia secondary to MAOIs.” 

Included in their references, however, was a paper by 
myself and associates (1). They misrepresented this paper as 
indicating that the 15 subjects with anorgasmia were men. 
The facts are that 8 of the 15 subjects were women (2) and 
that these women reported a “similar lack of interest and an 
orgasmic incapacity" (1). 

Although it may be too demanding to expect authors to 
locate all articles relevant to their thesis, it should be 
expected that they read correctly the ones they do review. It 
is especially important because our paper implies the same 
conclusion as does that of Dr. Lesko and associates— 
namely, that this side effect may well appear simultaneously 
with any therapeutic effect and might be an important basis 
for seeking alternate forms of chemotherapy. 
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STANLEY FRIEDMAN, PH.D., M.D. 
New York, N.Y. 


Drs. Lesko and Segraves Reply 


Sir: Dr. Friedman points out that in reporting on female 
anorgasmia associated with MAOIs, we misrepresented his 
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paper. Because of this mistake, we did not include his article 
in previous documented cases. The women in his study also 
reported a lack of sexual interest and orgasmic incapacity at 
the same time their neurodermatitis improved. We apologize 
for the mistake, which resulted from a partial quotation in 
another article and an oversight during checking of galley 
proofs. 


LYNNA M. LESKO, M.D., PH.D. 
New York, N.Y. 

R. TAYLOR SEGRAVES, M.D., PH.D. 
Chicago, I. 


Another View of Horton’s Solace 


Str: The review by Simon A. Grolnick, M.D., of Dr. Paul 
C. Horton’s book, Solace: The Missing Dimension in Psychi- 
atry (October 1982 issue) curiously and sadly neglected to 
mention many of the book’s crucial ideas and their clinical 
implications. In Solace, Dr. Horton extends Winnicott’s 
"complex legacy of observations and ideas," as well as 
Horton's own original contribution to the concept that the 
need for solacing objects is lifelong and not merely the result 
of the first separation-individuation phase (1—4). Providing 
clinical examples and illustrations from literature, Dr. Hor- 
ton takes the reader through developmental stages and 
progressive transformation of the phenomena that relate 
specifically to the individual's ability to find solace and to 
meet the challenges presented by both normal and extraordi- 
nary suffering. 

Remarkably overlooked by the reviewer was Dr. Horton's 
clear explorations of the relationship between capacity for 
transitional relatedness and diagnosis and between the ca- 
pacity for transitional relatedness and morality or impulse 
control. 

It is a pleasure to read a book that extends the work of 
Winnicott, Provence and Ritvo, Modell, Coppolillo, Kahne, 
Schafer, and others and attempts to integrate new concepts 
of narcissism (and its transformations) into psychoanalytic 
theory at the same time that it affirms the value of a good- 
enough mother in a person's life—at all stages of life. Both 
the human spirit and scientific approach of Dr. Winnicott are 
represented in Dr. Horton's ideas that a psychiatrist should 
identify (even create) vehicles for solace which are critical to 
healthy functioning and require clinical understanding— 
whether in a distressed latency-age child, a middle-aged 
person who has partially responded to an antidepressant 
medication, or an elderly person facing death. Dr. Horton's 
emphasis on this dimension of emotional life is exceptional 
in psychiatric literature. 
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PAUL H. ARKEMA, M.D. 
Weston, Mass. 


665 


LETTERS TO THE EDITOR 


Dr. Grolnick Replies 


Sir: I read Dr. Arkema’s response to my review of Paul 
Horton’s Solace with interest. My review was to be short, 
and much was omitted. Dr. Arkema’s enthusiastic tone and 
his cogent statements about my omissions led me to reread 
sections of the book: perhaps I was overly critical. After 
careful consideration, however, 1 find myself still skeptical 
about Dr. Horton's formulations. 

One of Dr. Arkema's defenses of Solace seems to have 
been refuted by Dr. Horton himself. Dr. Horton's so-called 
original citing of the lifelong need for solacing objects is 
disproved by his own reference in Solace to articles by Kahne 
(1) and Coppolillo (2), which earlier described normal (as 
well as abnormal) use of transitional phenomena in adult 
life. 

Concerning Dr. Horton’s use of his concept of "transition- 
al relatedness" as a psychological state as well as a diagnostic 
aid, I find it adds little. I would prefer Arnold Modell's 
formulation of “transitional objects relatedness" (3). This is 
an early, pre-self- and object-constancy state that persists 
into adulthood in the borderline patient. Then, Winnicott's 
“potential space" is the transformed metaphorical space of 
symbolic play that corresponds roughly to the dynamic 
"inscape" of the imagination. Horton’s "transitional related- 
ness" adds a blurred concept to a literature that must take 
into account the hierarchical developmental line of transi- 
tional objects and phenomena. 

My second reading of Solace also reminded me of several 
passages I had annotated; for example, “Even dogs and 
chimpanzees have the capacity for transitional relatedness, 
whereas severely personality-disordered persons do not" (p. 
149); “Sensitive professionals blind themselves with the idea 
that psychopathy is a human process. Yet the essential nature 
of the sociopath’s psychopathology is less than human” (p. 
148). I believe a further comment on these passages is not 
necessary. 

Dr. Arkema must be commended for his loyal defense of 
Dr. Horton’s work. However, I am concerned that an active, 
moralistic, somewhat behavioristic bent (Dr. Horton tries to 
induce transitional objects in his patients) has flawed what 
could have been an important contribution, leaving a work 
that is far from the spirit of Winnicott’s sensitive, creative, 
and scientific observations. 
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SIMON A. GROLNICK, M.D. 
Great Neck, N.J. 


Lithium-ECT Interactions 


Sir: In “Clinical Significance of the Interaction Between 
Lithium and a Neuromuscular Blocker" (October 1982 
issue), Barry A. Martin, M.D., and Patricia M. Kramer, 
M.Sc., stated that “clinical and experimental findings to date 
are insufficient to warrant proscribing the combination of 
lithium and ECT on the basis of possible neurotransmitter 
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potentiation” (our italics). The statement is supported by a 
retrospective chart review of 17 patients who had received a 
combination of ECT and lithium carbonate. Their review 
showed no unusually prolonged recovery from the anesthetic 
agent or the muscle relaxant. 

The authors may be correct in pointing out the lack of 
clinical significance of this interaction. Readers of the article, 
however, may mistakenly assume the safety of using lithium 
during a course of ECT. Several case reports (1-3) and one 
retrospective study (4) indicated that this combination 
should be used judiciously and cautiously, if at all. It appears 
that patients receiving lithium during a course of ECT may 
be at significant risk for developing cerebral toxicity charac- 
terized by confusion, altered consciousness, restlessness, 
incoherent speech, memory loss, disorientation, muteness, 
and urinary or fecal incontinence. This complication is 
apparently reversible, does not occur in every patient, and 
appears to be closely related to serum levels of lithium. 

The therapeutic benefit of the lithium-ECT combination is 
debatable. There are no prospective controlled studies sug- 
gesting any advantage of the combination over either modal- 
ity alone. In fact, one retrospective controlled study (4) 
suggested that patients treated with lithium and ECT experi- 
enced more severe memory loss and atypical neurological 
findings and, possibly, less therapeutic benefit than control 
subjects. 

In view of the reported risks and questionable advantages, 
the lichium-ECT combination is probably unwarranted and 
is to be avoided. Certain patients who are receiving lithium 
may require ECT. In such cases, it is advisable to discontinue 
the lithium for the duration of the ECT course. 
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A. ARIAV ALBALA, M.D. 
PIERRE RIOUX, M.D. 
Ann Arbor, Mich. 


Dr. Martin and Ms. Kramer Reply 


Sır: Our article addressed the specific issue of the reported 
potentiation of neuromuscular blockers by lithium. We stand 
by our conclusion that the literature and our findings simply 
do not support the attribution of clinical significance to such 
an interaction. The title, précis, and discussion section of our 
report, particularly the concluding sentence, were carefully 
written so as to avoid leading readers away from the specific 
conclusion that we drew. Drs. Albala and Rioux address the 
more general issues of lithium interaction with ECT and the 
simultaneous use of the two treatments. We would like to 
take this opportunity to comment on the references they 
cited. 

The first three (1—3) are single case reports in letters to the 
editor. The delirium and seizures in the case reported by Ray 
(1) cannot be attributed to an interaction between lithium 
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and ECT on the basis of the information presented. Indeed, 
the author attributed them to lithium toxicity, which is 
probably the correct conclusion, even though serum values 
were not reported for the relevant 5-day period. The last 
ECT treatment had been given 4 days before the onset of the 
delirium and seizures. Remick’s case (3) is similar in that the 
encephalopathy developed between 3 and 5 days after ECT 
administration, and recovery followed discontinuation of 
lithium. Again, the author concluded that lithium was causal 
and added, only speculatively, “although the ECT would 
certainly have played an additive role.” 

The case reported by Hoenig and Chaulk (2) presented a 
strong temporal association between ECT and delirium in a 
patient concurrently receiving lithium. The clinical course 
described is that which may occur following ECT in patients 
receiving no other medication. In addition, the use of more 
than one stimulus to induce a convulsion may be more likely 
to cause a mild delirium. Other than the altered state of 
consciousness, there were no findings suggestive of lithium 
toxicity. The conclusion of the authors that the encephalop- 
athy was precipitated by ECT is correct. The statement that 
the “encephalopathy appears to have been produced by the 
combination of lithium and ECT” must be considered specu- 
lative. These single case reports do not provide substantive 
evidence for an untoward interaction betwen lithium and 
ECT. 

The retrospective study by Small and associates (4) also 
warrants comment. The reliability of progress notes for 
purposes of quantifying memory loss and confusion is very 
suspect unless a standard protocol was being followed. It 
was not in this case. Indeed, the conclusions drawn from the 
progress notes were in conflict with the scores on memory 
tests before and after ECT administration, which showed no 
statistically significant difference between lithium-treated 
patients and control subjects. Insufficient data are presented 
in the report with respect to the atypical neurological 
findings that developed in three lithium-treated patients. 
Certainly one cannot conclude that they were due to a 
lithium-ECT interaction. The design of this study is not 
adequate to support a conclusion of decreased therapeutic 
effectiveness of the combination because there was no match- 
ing for severity. This is clearly acknowledged by the authors. 
Therefore, the study should not be cited in relation to 
therapeutic outcome. 

Both ECT and lithium used singly may have untoward 
sequelae, including delirium/encephalopathy. The literature 
to date is inadequate to support the conclusion that an 
interaction between the two produces such neurological 
sequelae. Therefore, it is premature to conclude that the 
ECT-lithium combination is to be avoided. 
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BARRY A. MARTIN, M.D. 


PATRICIA M. KRAMER, M.SC. 
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ECT Versus Behavior Modification for Self-Injurious 
Behavior 


Sin: In “Electroconvulsive Treatment of Psychotic Self- 
Injurious Behavior in a Patient with Severe Retardation” 
{October 1982 issue), William J. Bates, M.D., and Donald J. 
Smeltzer, M.A., presented an argument for the use of electro- 
convulsive therapy (ECT) for patients with self-injurious 
behavior. Their rationale for using this approach was that 
various pharmacotherapy approaches have proven ineffec- 
tive and the problem was described as intractable. However, 
I was not convinced by the rationale of the authors on at 
least two points. First, haloperidol in particular and some 
other drugs as well have been shown to be of value in the 
treatment of self-injurious behavior in a number of cases (1, 
2). The descriptive data on the patient and drug treatments 
are sketchy, but one must wonder about how controlled the 
conditions of treatment were relative to pharmacotherapy 
and if the medication levels were systematically titrated 
within a therapeutic range. Assuming that these procedures 
were followed I still wonder why behavior modification was 
not attempted. Literally hundreds of studies on the efficacy 
of this method in the treatment of self-injury in the mentally 
retarded are available, and this approach is generally consid- 
ered the treatment of choice (3). No mention is made of the 
use of this method, and | therefore assume that none of the 
many approaches subsumed under this heading were at- 
tempted. ECT may certainly be a viable treatment approach 
for the mentally retarded. However, Bates and Smeltzer's 
study leaves me with the distinct impression that all available 
effective options considered by the courts as less intrusive 
were untested. 
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JOHNNY L. MATSON, PH.D. 
DeKalb, Ul. 


Dr. Bates and Mr. Smeltzer Reply 


Sir: The stringent restriction on the length of Clinical and 
Case Reports required us to write with extreme brevity and 
prevented us from including many relevant details in our 
article. 

We agree that behavior modification procedures deserve 
priority consideration in the treatment of self-injurious be- 
havior by mentally retarded patients, but we do not believe 
that any one modality is "generally considered the treatment 
of choice." The case we described illustrates why all treat- 
ment modalities should be available. 

For 12 years before the period described, the patient had 
lived in a public institution that operates almost exclusively 
on a behavioral-educational paradigm. Most of the care is 
designed and implemented by psychologists and other non- 
physicians, and consultation with a psychiatrist tends to be 
very infrequent and selective. Moreover, he had been placed 
in a special unit designed for maximally intensive, around- 
the-clock behavioral interventions by a well-trained staff of 
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adequate size. Despite these opportunities, behavioral inter- 
ventions had been conspicuously unsuccessful in reducing his 
episodic self-abuse. We attempted to summarize this infor- 
mation in our article by noting that “he responded poorly to 
intensive programs of behavior modification.” 

Regarding the pharmacotherapy provided, it would take 
many pages to completely document these efforts, but we 
believe most psychiatrists would consider "doses up to 100 
mg/day” of haloperidol that “caused prolonged sleep but no 
other benefit” an adequate but unsuccessful trial of this drug. 

The tssue of whether all available options had been 
adequately tried was thoroughly debated in the court case 
and was central to the judge’s decision that prohibition of 
ECT was unconstitutional. 

Finally, we would like to emphasize the word “psychotic” 
in the title of our report. There were plausible reasons (e.g., 
severe neurovegetative changes and positive family history) 
to believe that the patient was experiencing an endogenous 
psychotic episode, and this was an important part of the 
recommendation that ECT be tried as a last resort. We did 
not mean to imply that ECT should be used as a treatment of 
self-injurious behavior per se. 


WILLIAM J. BATES, M.D. 
DONALD J. SMELTZER, M.A. 
Columbus, Ohio 


Alternative Theories and Treatment for Anorexia Nervosa 


SIR: I read “Anorexia Nervosa: Therapy and Theory” by 
Hilde Bruch, M.D. (December 1982 issue) with interest, and 
I write this letter with mixed feelings. I have admired Dr. 
Bruch's pioneering efforts in the explication and treatment of 
anorexia nervosa (1, 2). Her clinical writings have been wise 
and compassionate. She has opposed psychotherapy in 
which such patients are helped to understand themselves 
within the Procrustean bed of therapists’ theoretical views of 
behavior. She has advocated a psychotherapy based on a 
sensitive therapeutic tuning-in to and affirmation of the 
patient's inchoate wants, sensations, and feelings. She de- 
scribed her approach as a "purely fact-finding one unbur- 
dened by theoretical preoccupations.” 

The general nature of her article’s title connoted, at least 
for me, that it would be an overview of contemporary 
understanding and treatment of anorexia nervosa. It was 
not. It was, to be sure, a discourse on her model of the 
psychological development and makeup of individuals with 
this disorder, about which she has already written ably. I 
find, however, that her frame of reference was limited and 
that the title of her article was deceptive because she never 
mentioned a word about certain other conceptual models of 
anorexia nervosa and its treatment that are widely practiced 
today (3, 4). Not only are these models widely practiced, but 
they can be extremely effective. I am referring, of course, to 
the strategic and structural psychotherapies, including family 
therapies. Long-term follow-ups of the use of these therapies 
with anorectic patients have generally compared favorably to 
and have even greatly exceeded in efficacy published reports 
of the use of Dr. Bruch’s model of individual psychotherapy. 
(Although Dr. Bruch reported some use of “work with the 
family" in her article, it seems clear that her major focus was 
on individual psychopathology within a family context rath- 
er than a use of contemporary knowledge about family 
systems.) These results pertain not only to symptom relief 
but also to overall adjustment as well. That all outcome 
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studies on this topic can be criticized for some flaws in 
methodology is no reason for clinicians to ignore the results 
of these studies. 

Although Dr. Bruch would like to see herself as being 
"unburdened by theoretical preoccupations," she neverthe- 
less appears very much wedded to theoretical models of 
human behavior that emphasize individual rather than sys- 
temic functioning and psychopathology and that emphasize 
principles of linear causality in explanations of human 
behavior rather than principles of interacting systemic proc- 
esses. I have no objection to Dr. Bruch’s espousal of her own 
particular belief system. All clinicians operate from one. I do 
object, however, to a lack of acknowledgment of her bias 
and to an omission of any reference to important competing 
belief systems, including those which may be more effective 
in changing patients. 
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STEPHEN GOLDSMITH, M.D. 
Springfield, Mass. 


Sir: Any literature pertaining to anorexia nervosa is of 
great interest to me, especially Dr. Bruch's article. Two close 
members of my family suffered from the disease, one with 
fatal consequences. Over the years I have also come in 
contact with several young women suffering from the dis- 
ease. Therefore, reading Dr. Bruch's article leads me to the 
following reflections. 

Dr. Bruch does not mention any French author in her list 
of references. In 1789, Dr. Naudeau called his description of 
anorexia “Observations Over a Mental Disease Accompa- 
nied by an Extraordinary Disgust for Food." He insisted at 
that early date that the disease was mental. This was 
followed in April 1873 by a splendid, almost modern 
description of eight patients by Dr. Charles Lasegue in the 
Memoire Archives Générales de Médicine. He termed the 
disease “‘anorexie hysterique" and said that he was not 
satisfied with that term but was using it for lack of better 
words. From then on there is a very rich French bibliography 
of at least 20 papers presented from 1939 until 1963 and 
many more from 1963 until today. 

Another fact that attracted my attention in Dr. Bruch's 
article was her statement that in primary anorexia nervosa, 
"the characteristic psychological disorder is related to under- 
lying deficits in the sense of self, identity, and autonomy." 
Dr. Bruch goes on to add, “These girls feel helpless and 
ineffective in conducting their own lives, and the severe 
discipline over their bodies represents a desperate effort to 
ward off panic about being powerless." 

If such is the psychodynamic of anorexia nervosa, it would 
not be sufficient to explain the preponderance of the disease 
in young girls; the disease would appear equally among boys 
and girls who feel powerless. 

I suggest another possibility from my own experience with 
anorexia nervosa: that in the girl with primary anorexia 


Am ] Psychiatry 140:5, May 1983 


nervosa there is a deep-seated fear or revulsion about 
becoming a woman, a revulsion against all the secondary 
sexual characteristics of an adult woman, i.e., menstruation, 
breast development, and enlargement of the abdomen 
through pregnancy. It is a fear and disgust that starts with 
the first menstruation and the appearance of enlargement of 
the breasts. It becomes an obsession. In fact, the anorectic 
girl, after decreasing her food intake over a long period of 
time, achieves her intended goal: she stops menstruating and 
becomes flat-chested. She stays a little girl, a creature who is 
without sex—an angel. This explains the predominance of 
anorexia reported recently among ballerinas. In fact, it has 
been reported that the few boys who develop anorexia are 
usually of a small, fragile build. They fear manhood and 
desire to stop their growth at the stage of boyhood. 

The distorted progressive psychological ideation and mis- 
interpretation take place before puberty from accumulated 
misinformation about the adult woman’s role; e.g., a wom- 
an's fate in life is “to suffer,” “to bleed,” "she is like a cow,” 
“she breeds children in pain,” etc. 

A little girl or a boy is free of such earthly problems. Often, 
girls with primary anorexia, as Dr. Bruch stated, come from 
upper-middle-class families, but in my experience such fam- 
ilies often have rigid principles and observe fundamental 
religious principles according to which womanhood and 
sexuality are subtly put down if not repressed. These girls 
have often attended prim private girls’ schools or schools 
where nuns are the teachers. 

In fact, the anorectic girl becomes slowly obsessed with 
avoiding any deposition of fat on her body. She feels in a 
straightjacket when she gains a few pounds. The obsession is 
like the unreasonable obsession of the transsexual who 
thinks his female soul is imprisoned in the body of a man. 

Also, in my experience, anorectic girls who also suffer 
from attacks of bulimia show a better prognosis than those 
with primary anorexia nervosa without bulimia. 

The idea that anorexia is a way of rejecting womanhood 
explains the predominance of primary anorexia in families 
where “ladylike” behavior is stressed, a “lady” is thought to 
be sexless, a “lady” does not not nurse her children—a wet 
nurse is hired to breastfeed the children. 

In my opinion the treatment of choice for these young girls 
could begin in serious sex education clinics, where the person 
suffering from primary anorexia would come in touch with 
her body and learn to love it and love the bodies of others. 
Unfortunately, patients who need such clinics do not usually 
seek such treatment or are not directed to seek such treat- 
ment. 


AIDA MCKELLAR, M.D. 
Houston, Tex. 


Another Report of Anniversary Reactions 


Sig; Roger B. Granet, M.D., and Thomas P. Kalman, 
M.D., in their article, “Anniversary Reactions in Therapists" 
(December 1982 issue), stated that "virtually all of the 
descriptions of anniversary reactions have been of clinical 
symptoms in patients. To the best of our knowledge, compa- 
rable experiences in therapists have not been described.” 

In 1975 (1) I described 47 instances of anniversary reac- 
tions in myself that occurred over a period of 16 years in 
relation to 21 patients. I suggested the following hypothesis 
to account for my “symbiotic” anniversary reactions: 1) 
during the therapeutic processes with these patients, I regis- 
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tered and retained memories of both the content and the 
dates of their anniversary reactions; 2) these memories were 
drawn into associative connection with dynamically related, 
repressed conflicts in me, forming countertransference struc- 
tures (more specifically, I identified introjectively with the 
patients’ anniversary mechanisms and timetables and projec- 
tively with their anniversary conflicts); and 3) consequently, 
as the anniversary dates approached, anniversary reactions 
were reactivated in both the patients and me. 

I theorized metapsychologically that the anniversary coun- 
tertransference structures served an economic function of 
both reinforcing and relieving repression—by projection of a 
conflict onto the image of a patient in whom such a conflict 
was reactivated only once a year. The intermittent, infre- 
quent reactivation of anniversary complexes allows a slow, 
fractionated activation and discharge of a repressed conflict, 
suggesting a dynamic relationship of these phenomena to the 
process of mourning. 
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PHILIP RUBOVITS-SEITZ, M.D. 
Washington, D.C. 


Drs. Granet and Kalman Reply 


Sir: We read with interest Dr. Rubovits-Seitz’ letter in 
response to our article about therapists’ anniversary reac- 
tions. Although he clearly has described a related phenome- 
non, we feel that there is a difference between a true 
anniversary reaction on the part of a therapist and a counter- 
transference reaction (the ESP-like experience) of a therapist 
to a patient's anniversary experience. Admittedly, this dis- 
tinction is not always clear, as in the case of a projected 
anniversary countertransference described in Dr. Rubovits- 
Seitz’ publication. 


ROGER B. GRANET, M.D. 
THOMAS P. KALMAN, M.D. 
Morristown, N.J. 


Ethics of Modality Choice 


Sin: The article “Family or Individual Therapy: The Ethics 
of Modality Choice" by Roger C. Sider, M.D., and Colleen 
Clements, Ph.D. (November 1982 issue) addressed issues 
important for therapists who work with children and adoles- 
cents together with their families. Although I fully agree with 
the authors’ statement that “every marital or family problem 
is an individual problem" and *'dysfunction at the individual 
level will require adaptive accommodation at the marital or 
family level," I believe they have confused the issue by 
portraying choice of modality as an “ethical dilemma." It is 
actually the determination of proper therapeutic outcome, 
not modality, that leads us to dilemmas which may become 
ethical. 

We must clearly differentiate between modality and out- 
come. A therapist and couple may decide that enhanced 
marital function is a worthy and feasible therapeutic out- 
come, yet half of the sessions may be spent doing individual 
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work with one partner or the other. Conversely, a therapist 
may agree that an adolescent’s mood swings and peer 
isolation are the proper focus of therapy yet conduct much of 
the treatment with the family. In these cases choice of 
modality is determined by clinical considerations as the 
therapist asks himself or herself, “At what level will I achieve 
the most therapeutic leverage in terms of the defined out- 
come?" This is a clinical question. When the problem is seen 
this way, defining outcome becomes the central problem. 
This is by no means an easy task, because it must include, as 
the authors suggest, considerations of feasibility, relative 
worth, and cost to both the individual and his or her social 
unit. Failing the achievement of a mutually defined outcome 
with a patient or family, the therapist may be justified in 
holding back his or her commitment to treatment. Ethical 
conflicts can surely surface here, but not about the modality 
to be used. 

There are other examples in our field demonstrating that 
competition, where it exists, occurs between outcomes and 
not modalities. Practitioners of individual therapy might be 
thought to use the same modality, yet behavior and psycho- 
dynamic therapists continually argue about what are proper 
outcome criteria for successful treatment. Further, as the 
authors stated, some marital therapists may have a bias 
toward preservation of the conjugal unit, while others em- 
phasize the enhancement of personal freedom. One need not, 
however, subscribe to either position but, rather, fashion for 
each case a mutually acceptable outcome based on the mix of 
competing values about what is most desirable and worth- 
while. 

The struggle between individual desire and group loyalty is 
the very stuff of family life and cannot be sidestepped. In 
healthy families its resolution is a continuing challenge. 
When this process becomes stuck and symptoms develop, the 
therapist is called in not as someone expected to present 
ethical values transcending the system but, rather, as an 
expert who may be able to restore balance and set the family 
back in motion. 


RICHARD C. EVANS, M.D. 
Dobbs Ferry, N.Y. 


Drs. Sider and Clements Reply 


Sig: Dr. Evans clearly identifies and engages a major 
theme of our paper but comes to the very conclusions we 
hold to be untenable. In our view, it really is not possible to 
separate means (modalities) and ends (outcomes, goals) in 
ethics (1). A major point of our paper is that means such as 
therapeutic modalities contain implicit value assumptions 
(norms) which both share the value judgment of the outcome 
and substantially shape that outcome. Means determine ends 
because of values implicit in them, and ends can justify 
means by sharing the larger value with them. Specifically for 
psychiatry, this means that modality choice determines out- 
come because of values implicit in modalities, and outcome 
justifies modality choice as an instrument toward the broad- 
er goal-—a value statement that cannot be converted to a 
technical problem and underlines the interrelatedness of 
means and ends. 

Modality choice is also an ethical choice. Particularly 
when the modalities involve primary attention to individual 
norms or primary attention to family system norms, the 
modality chosen already contains value judgments about 
potentially conflicting ends, or “goods.” The means, precise- 
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ly for their intrinsic value, will lead to certain outcomes 
rather than others. Modalities cannot be ethically neutral, 
any more than they can be neutral in regard to outcome. A 
concentration on systemic relations or intrapsychic relations 
will determine outcomes in terms of family system function 
or individual function. When a modality whose implicit 
values are the ends or goods at the social level is used as a 
means toward individual well-functioning, there is a real risk 
of sabotaging the outcome or creating an intractable conflict, 
and the reverse is equally true. A clinician who attempts this 
is overlooking the probability that the norms built into 
modalities will substantially determine the outcome, and that 
the norms of family therapy and individual therapy are at 
different levels of organization and result in different kinds of 
goods. 
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ROGER C. SIDER, M.D. 
COLLEEN D. CLEMENTS, PH.D. 
Rochester, N.Y. 


Olfactory Reference Syndrome and Depression 


Sir: In reference to the interesting paper by Michael 
Davidson, M.D., and Sukdeb Mukherjee, M.D., “Progres- 
sion of Olfactory Reference Syndrome to Mania: A Case 
Report” (December 1982 issue), 1 would like to mention a 
related case. Perhaps the syndrome is more common than 
realized. 


The patient, Ms. A, was referred for treatment in 1969 at 
age 61 because of depression and anxiety following the loss 
through a fire of the apartment she was sharing with her 
sister. The patient, a young-looking, tall, neatly dressed 
woman, was unemployed, childless, and had been widowed 
for many years. She made a strong attachment to me, after an 
initial period of testing, when she revealed symptoms very 
similar to those presented in Davidson and Mukherjee's 
paper. Her unfounded belief that her breath was malodorous 
was unshakable, persisted for more than 10 years (after 
1969), and caused her increasing isolation. She, too, misin- 
terpreted environmental cues and, on a delusional basis, felt 
“scorned” and the object of recriminations. She refused, 
however, to take any medication prescribed by the various 
psychiatrists asked to see her over the years because she 
believed they were also offended by her odor and therefore 
also scorned her. Ms. A was often depressed. She was a very 
religious woman (Pentecostal) and apparently through this 
faith was able to mobilize herself and give the impression of 
being more functional than she was. Because she would 
never take the prescribed antidepressants or any other psy- 
chotropic medication, it cannot be determined whether she 
too had an underlying bipolar disorder, as did the woman in 
Davidson and Mukherjee’s report. Nor did her situation ever 
progress to a frank schizophrenia. She was never hospitalized 
for this condition. 

At age 71, having lost several close relatives and having 
alienated or removed herself from most other people because 
of her persistent delusion, Ms. A was found dead; suicide 
was suspected. 
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I believe this case to be similar to the one described by 
Davidson and Mukherjee in that the affective component, 
although having a different progression, was clearly present. 
This woman was older at the onset of overt distress, and we 
do not know for how many years before 1969 she had had 
the symptoms. She reportedly functioned well enough in 
terms of work and social life until referral to our facility. 
There was no known family history of mental illness. 
Organicity was not considered a factor. She was a truly 
lonely woman in a seemingly intractable situation. 


RUTH MASNIK, M.S.W. 
New York, N.Y. 


Alcoholism and Essential Tremor in VA Patients 


Sir: In “High Alcoholism Rate in Patients with Essential 
Tremor" (November 1982. issue), Dwight Schroeder, M.D., 
and Henry A. Nasrallah, M.D., stated that they found a high 
rate of alcoholism among their cohort of 36 Veterans Admin- 
istration (VÀ) Medical Center patients and speculated, rea- 
sonably, that these patients might be self-medicating their 
tremor with alcohol as well as with minor tranquilizers. 

Their article is interesting and well presented. However, 
patients at VA hospitals have a notoriously high rate of 
alcoholism, and it is possible that their patients who hap- 
pened to have essential tremor were more likely to exhibit 
alcoholism because of the nonrandom sampling. Thus their 
article might be more accurately entitled “High Alcoholism 
Rate in VA Hospital Patients with Essential Tremor.” 

Their point that patients with essential tremor are at risk 
for alcoholism is well taken,but may not apply to patients at 
facilities where the rate of alcoholism is lower. One way to 
evaluate the factor of nonrandom sampling is to evaluate the 
rsk of alcoholism in patients with essential tremor in 
another cohort, perhaps using neurology patients (either in- 
patlents or outpatients) and comparing the findings with 
those in general medical-surgical patients who have essential 
tremor. The incidence of alcoholism in these patients and in 
their first-degree relatives would be interesting. 

The article also suggested further inquiry into the inci- 
dence of minor tranquilizer use and abuse among patients 
with essential tremor, because these patients might medicate 
themselves with a variety of drugs in addition to alcohol. 

My thanks to the authors and to the editor for an 
unusually interesting article. 


IONATHAN G. SOLOMON, M.D. 
Hampton, Va. 
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Drs. Nasrallah and Schroeder Reply 


Sır: Dr. Solomon is correct in his statement that the VÀ 
population may have a higher rate of alcoholism than a 
general hospital population. That is precisely why we select- 
ed a fully matched VA control group of veterans who 
underwent a herniorrhaphy during the same period of time 
that the patients with essential! tremor were admitted for 
their tremor. The high rate of alcohol abuse or dependence in 
the control group (2596) is certainly much higher than the 
generally accepted figure of about 1096 in the general 
population. However, even compared with such a high 
alcoholism rate, the patients with essential tremor in our 
sample had a significantly higher alcoholism rate (67%). 
Perhaps among nonveterans with essential tremor, the abso- 
lute rate of alcoholism will be lower than in our study, but it 
should be significantly higher (two- to threefold) than the 
rate of alcoholism in a nonveteran control group, if our 
findings are replicated. 

Dr. Solomon alludes to “‘self-medicating” with alcohol as 
a possible cause of alcoholism in patients with essential 
tremor. Although this is certainly a strong possibility, we 
also intended to suggest that there may be a biological link 
between essential tremor and alcoholism and taat the act of 
self-medicating with alcohol may be not only for the immedi- 
ate relief of the tremor but also a response to the urge to 
drink that is characteristic of alcoholism. The significantly 
higher family history of alcoholism among patients with 
essential tremor would seem to support such a hypothetical 
link. 

The implication of these ideas is that investigating the 
etiology of essential tremor may produce a clue to the 
etiology of alcoholism and vice versa. The rcle of ethanol 
and of anxiolytic drugs such as the benzodiazepines (1) and 
the &-adrenergic receptor blockers such as propranolol (2) in 
the relief of essential tremor may provide a pharmacological 
window for research into the etiology of primary and 
secondary alcoholism. 
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Guidelines for Legislation on the 
Psychiatric Hospitalization of Adults 


This document represents the culmination of a series of efforts by 
APA over a number of years to develop an affirmative proposal 
concerning the standards, procedures, and consequences of civil 
commitment. An APA committee and several task forces began such 
work in the mid-1970s. In 1980, the Council on Governmental 
Policy and Law,! chaired by Dr. Alan Stone, renewed this effort, 
with the assistance of Mr. Clifford Stromberg, who served as legal 
consultant to APA in the development of the guidelines and was the 
chief draftsman of the document. Drafts of the guidelines were 
reviewed and discussed extensively among the district branches and 
area councils during 1981-1982. The guidelines were further re- 
viewed by the Assembly and by a specially appointed Assembly task 
force.? As a result of this consensus-building process, the guidelines 
received final approval from the Assembly on Oct. 31, 1982, and 
from the Board of Trustees on Dec. 4, 1982. 

(Am J Psychiatry 140:672—679, 1983) 


hese guidelines have been prepared and approved by the 

American Psychiatric Association to assist psychiatrists, legis- 
lators, and the public in considering possible revisions of civil 
commitment laws. APA believes that these guidelines constitute a 
responsible set of proposals that would improve the process of 
psychiatric hospitalization in many states. However, because loca! 
laws, community conditions, and medical practices vary, state and 
local psychiatric associations and individual psychiatrists may prop- 
erly support provisions that differ in many respects from these 
general guidelines. (Within the guidelines, several optional provi- 


An extensive commentary describing the legal and clinical ratio- 
nales for each provision of the guidelines has also been prepared. 
The commentary and further information concerning the guidelines 
can be obtained from the Government Affairs Division, American 
Psychiatric Association, 1400 K St., N.W., Washington, DC 20005, 
or from Clifford Stromberg, Esq., 1200 New Hampshire Ave., N.W., 
Wasbington, DC 20036. 

Reprints of the guidelines are available from American Psychiatric 
Press, Inc., Order Department, 1400 K St., N.W., Washington, DC 
20005. The cost is $3.00 for a single copy; discounts are available 
for quantity orders. Orders must specify publication #42-513-R and 
be accompanied by prepayment. 


"The Council on Governmental Policy and Law included Dr. Alan 
A. Stone (chairperson), Richard Bonnie, Esq., Dr. Thomas Pfaehler, 
Dr. Shirley Phelps, Dr. Richard Rada, Dr. David Starrett, Dr. 
Laurence Tancredi, Dr. Hugo Van Dooren, and Dr. Andrew Watson. 

2The members of the APA Assembly Task Force on the Model Law 
were Dr. Thomas Pfaehler (chairperson), Dr. Jerome Beigler, Dr. 
Thomas Callahan, Dr. Merlin Johnson, Dr. Alfred Margulies, Dr. 
Ralph O'Connell, Dr. Pete Palasota, and Dr. Roger Peele. Clifford 
Stromberg, Esq., served as legal consultant to the task force. 
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sions are given in brackets; italicized words preceding the brackets 
indicate material to be replaced.) 

These guidelines deal with emergency psychiatric evaluation, 
voluntary admission, involuntary hospitalization, right to treatment, 
right to refuse treatment, patients' rights, and legal immunity for 
mental health personnel, as well as a number of related issues. 


Section 1: Short Title 


These provisions governing the psychiatric hospitalization of 
adults may be cited as Title I of the Mental Health Code.! 


Section 2: Legislative Purposes 


This Act is intended to achieve and shall be construed so as to 
promote these legislative purposes: " 

1. To make psychiatric evaluation, care, and treatment available 
to persons who suffer from severe mental disorders and can benefit 
from treatment and to encourage voluntary rather than involuntary 
admission whenever hospitalization is necessary; 

2. To safeguard the legal rights of patients in a manner that will 
advance and not impede the therapeutic and protective purposes of 
psychiatric hospitalization; l 

3. To provide workable procedures for obtaining consent to and 
administering medications and other treatments; 

4. To provide legal immunity for reasonable, good-faith efforts to 
implement this Act and legal penalties for knowing, willful efforts to 
subvert this Act; and 

5. To provide a statutory framework for the promulgation of 
regulations by the Department of Mental Health. 


Section 3: Definitions 


As used in this Act, the terms below shall have the meanings 
indicated: 

“Aversive therapy” means any treatment or procedure that, 
because it is believed to be painful or physically uncomfortable to 
the patient, is administered in order to reduce the frequency or 
intensity of a behavior, except that “aversive therapy” does not refer 
to verbal therapies, seclusion, or physical restraints used in confor- 
mity with subsection 10.F., or psychotropic medications which are 
not used for purposes of aversive conditioning. 

“Consistent with the least restrictive alternative principle” means 
that 1) each patient committed solely on the ground that he is likely 
to cause harm to himself or to suffer substantial mental or physical 
deterioration shall be placed in the most appropriate and therapeutic 


"These guidelines deal only with persons who may be hospitalized 
for psychiatric care and treatment under the civil commitment 
process; they do not deal with persons who may be confined for 
forensic evaluation or other purposes under the criminal justice 
process. 
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available setting, that is, a setting in which treatment provides the 
patient with a realistic opportunity to improve and which is no more 
restrictive of his physical or social liberties than is believed condu- 
cive to the most effective treatment for the patient, and 2) each 
patient committed solely or in part on the ground that he is likely to 
cause harm to others shall be placed in a setting in which treatment 
is available and the risks of physical injury or property damage 
posed by such placement are warranted by the proposed plan of 
treatment. 

“Court” means the court or judicial officer designated under the 
laws of this State for the discharge of the functions described in this 
Act. 

“Emergency situation" means a situation in which the patient 
exhibits substantial behavior that is self-destructive or assaultive, 
threatens significant damage to the property of others, or indicates 
that the patient is suffering extreme anxiety amounting to panic, or 
sudden exacerbation of his severe mental disorder. 

“Experimental treatment” means any treatment other than one 
that is commonly accepted for treatment of the mental disorder 
involved (or is supported by widely accepted scientific studies) and is 
provided by a qualified health professional, if such treatment poses a 
significant risk of harm to the patient. 

"Informed consent to treatment" means a knowing and voluntary 
decision to undergo treatment, evidenced in writing, and made by a 
person who has the capacity to make an informed decision, after 
staff of the treatment facility have explained to the person the nature 
and effects of the proposed treatment. 

“Lacks capacity to make an informed decision concerning treat- 
ment” means that the person, by reason of his mental disorder or 
condition, is unable, despite conscientious efforts at explanation, to 
understand basically the nature and effects of hospitalization or 
treatment or is unable to engage in a rational decision-making 
process regarding such hospitalization or treatment, as evidenced by 
inability to weigh the possible risks and benefits. 

“Likely to cause harm to himself or to suffer substantial mental or 
physical deterioration” means that, as evidenced by recent behavior, 
the person 1) is likely in the near future to inflict substantial physical 
injury upon himself, or 2) is substantially unable to provide for some 
of his basic needs, such as food, clothing, shelter, health, or safety, or 
3) will if not treated suffer or continue to suffer severe and abnormal 
mental, emotional, or physical distress, and this distress is associated 
with significant impairment of judgment, reason, or behavior caus- 
ing a substantial deterioration of his previous ability to function on 
his own. 

"Likely to cause harm to others” means that, as evidenced by 
recent behavior causing, attempting, or threatening such harm, a 
person is likely in the near future to cause physical injury or physical 
abuse to another person or substantial damage to another person’s 
property. 

"Patient" means any person receiving evaluation, care, or treat- 
ment under this Act, except that for purposes of the rights provided 
in Section 10, “patient” shall refer only to persons in residential 
treatment programs. 

"Person" means, for purposes of any provision of this Act 
authorizing the commitment or treatment of a “person,” an individ- 
ual aged 18 years or older.? 

“Psychosurgery” means any procedure that, by direct access to 
the brain, removes, destroys, or interrupts the continuity of brain 
tissue which is histologically normal (as distinguished from normal 
in its physiological or psychological functioning) for the primary 
purpose of altering behavior or treating a mental disease or disorder. 
Psychosurgery includes the implantation of electrodes with such an 
effect and for such a purpose, with or without subsequent electro- 
coagulation. Psychosurgery does not include neurosurgical proce- 
dures designed to treat reliably diagnosed intractable physical pain 
or epilepsy. 

"Severe mental disorder" means an illness, disease, organic brain 
disorder, or other condition that 1) substantially impairs the per- 
son's thought, perception of reality, emotional process, or judgment, 


For provisions concerning persons under the age of 18, refer to 


the American Psychiatric Association's “Guidelines for Psychiatric 
Hospitalization of Minors" (1). 
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or 2) substantially impairs behavior as manifested by recent dis- 
turbed behavior. 

“Treatment facility" means a community mental health facility, a 
general medical facility providing psychiatric services, or other 
psychiatric facility or program meeting applicable licensing stan- 
dards that has been approved for the provision of services under this 
Act by the Department of Mental Health, provided that no jail or 
other correctional facility shall be approved as a treatment facility 
for any persons other than those who could otherwise lawfully be 
detained there. 


Section 4: Emergency Psychiatric Evaluation 


4.A. Detention by a police officer. 

1. A police officer may take a person into custody and 
transport the person to a treatment facility for emergency psychiatric 
evaluation if and only if: 

a. the person would otherwise be subject to lawful 
arrest and the police officer believes that the person is in need of 
emergency psychiatric treatment; or 

b. the police officer has probable cause to believe that 
the person has attempted suicide within the last 48 hours; or 

c. the police officer has probable cause to believe, based 
on his personal observation and investigation or based on the 
petition of any interested adult under subsection 4.C. and such 
corroboration as the police officer deems necessary in the circum- 
stances, that the person is suffering from a severe mental disorder as 
a result of which he is likely to cause harm to himself or to others or 
is manifestly unable to care for some of his basic reeds, and that 
immediate hospitalization is necessary to prevent harm to the person 
or to others; or 

d. he is acting upon the certification of a licensed 
physician under subsection 4.B. 

2. Any person taken into custody pursuant to this subsec- 
tion shall be presented promptly to a treatment facility. Correctional 
facilities shall not be used as temporary shelter for such persons 
except for the protective custody of the person pending transporta- 
tion to a treatment facility. 

3. Upon or shortly after taking a person into custody, the 
police officer shall take reasonable precautions to safeguard and 
preserve the personal property of the person unless a guardian or 
responsible relative is able to do so. Upon presenting a person to a 
treatment facility, the police officer shall inform the staff in writing 
of the facts that caused him to take the person into custody and shall 
specifically state whether the person is otherwise subject to arrest. 

4.B. Certification by a licensed physician. A person may be 
taken into custody by a police officer, or accepted by an ambulance 
service, and transported and presented to a treatment facility for 
emergency psychiatric evaluation, when a licensed physician certifies 
in writing that he has examined the patient in the last 72 hours or 
has ongoing medical responsibility for the person and has knowl- 
edge of his current condition and that on such basis he has probable 
cause to believe that such person is suffering from a severe mental 
disorder as a result of which: he lacks capacity to make an informed 
decision concerning treatment; and he is 1) likely to cause harm to 
himself or to suffer substantial mental or physical deterioration, or 
2) likely to cause harm to others; and immediate hospitalization is 
necessary to prevent such harm. 

4.C. Petition by any interested adult. Any interested adult may 
petition for, or present a person for, emergency psychiatric evalua- 
tion by alleging on the basis of personal observation that he has 
probable cause to believe that such person is suffering from a severe 
mental disorder as the result of which: he is likely to cause harm to 
himself or to others or is manifestly unable to care for some of his 
basic needs; and immediate hospitalization is necessary to prevent 
harm to the person or to others. 

4.D. Treatment facility determination. 

1. Upon the presentation of a person to a treatment facility 


3Mental retardation, epilepsy, or other developmental disabilities 
do not, in themselves, constitute a severe mental disorder. States may 
wish to provide by other provisions of law for persons whose use of 
or addiction to intoxicating substances warrants hospitalization. 
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pursuant to this Section 4, the facility shall accept the person and 
shall promptly examine him to determine whether he meets the 
criteria for emergency evaluation and treatment set forth in para- 
graph 2. 

2. The person shall be admitted for emergency evaluation 
and treatment only if the examining psychiatrist determines that 
there is probable cause to believe that the person suffers from a 
severe mental disorder as the result of which: he lacks capacity to 
make an informed decision concerning treatment; and he is a) likely 
to cause harm to himself or to suffer substantial mental or physical 
deterioration, or b) likely to cause harm to others; and immediate 
hospitalization is necessary to prevent such harm. 

3. If the examining psychiatrist determines that there is not 
probable cause to believe that the person meets the criteria for 
emergency evaluation and treatment, the person shall be released. If 
a person was presented to the treatment facility by a police officer 
and was otherwise subject to lawful arrest, he shall remain under the 
custody of police officers. 

4.E. Advice of rights. The treatment facility shall advise any 
person admitted for emergency evaluation and treatment of the 
purposes and possible duration of emergency evaluation and of his 
rights under this Act as soon after admission as his medical 
condition permits. 

4.E Hearing on emergency evaluation. 

1. Each person who is admitted to a treatment facility shall 
receive a preliminary hearing before the court within 5 business days 
of admission or be discharged, unless he has, after consultation with 
counsel, executed a written waiver of such hearing. The hearing shall 
be informal and subject to such rules as the court sets consistent with 
fundamental fairness. 

2. The court shall determine at the close of the hearing, or 
within 5 business days of the patient's admission, whether he should 
be discharged. A patient shall then be discharged, unless the court 
determines that there is probable cause to believe that he satisfies the 
criteria for 30-day commitment provided in Section 6, and unless 
within 2 business days of the court's decision a petition for such 
commitment is filed with the court. 

4.G. Duration of emergency evaluation and treatment. The 
period of emergency evaluation and treatment shall in no case 
exceed 14 days. i 


Section 5; Voluntary Admission 


5.A. Admission. 

1. A treatment facility may admit a person if after examin- 
ing the patient a psychiatrist [optional provision: “‘a physician"] on 
the staff or with privileges at the treatment facility believes the 
person is mentally ill and in need of hospitalization and if the person 
gives written consent to admission. Prior to such admission, the 
person shall be advised orally and given a written statement of his 
rights under this Act, provided that, if his condition upon admission 
makes such advice infeasible and the medical reasons are entered in 
the record, such advice may be deferred until the patient's medical 
condition permits, for not more than 48 hours. Each patient shall be 
asked to sign an acknowledgment that he has been so advised and 
has consented to voluntary admission for treatment. 

2. Initial consent to voluntary admission for treatment 
shall be valid for 60 days. Thereafter, a patient may remain at the 
treatment facility for periods of up to 180 days each upon a signed 
consent executed after the patient has had an opportunity to 
consider with such persons as he wishes his need for continued 
hospitalization and treatment. 

3. If the responsible psychiatrist [optional provision: “the 
responsible physician"] has substantial reason to believe that a 
person seeking to admit himself or to consent to further hospitaliza- 
tion lacks capacity to make an informed decision concerning treat- 
ment, he shall obtain, in addition to the consent of the patient, the 
informed consent of the patient's next of kin or guardian. The 
responsible psychiatrist [optional provision: “The responsible physi- 
cian"] shall renew his effort to obtain the informed consent of the 
patient if the patient regains the capacity to make an informed 
decision concerning treatment. 

S.B. Discharge or petition for 30-day commitment. Any patient 
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who is voluntarily admitted to a treatment facility shall be dis- 
charged within 5 business days of his written request for discharge 
(and any patient who indicates his desire to be discharged but is 
unable to write shall be helped to put his request in writing), unless a 
petition for 30-day commitment is filed within that period by the 
treatment facility or the patient's next of kin or guardian. 

S.C. Conversion from involuntary to voluntary status. A patient 
who is subject to involuntary hospitalization pursuant to Sections 4, 
6, or 11 of this Act may at any time convert to voluntary status if the 
responsible psychiatrist [optional provision: “the responsible physi- 
cian”’] agrees that such conversion is made in good faith and that the 
patient is an appropriate patient for voluntary hospitalization. 


Section 6: 30-Day Commitment 


6.A. Petition. 

1. Persons who are present at a treatment facility under 
voluntary admission but have requested discharge, and persons 
present at a treatment facility for emergency psychiatric evaluation, 
may be committed involuntarily for a period of up to 30 days upon a 
petition filed by the treatment facility or by the next of kin or 
guardian, and other persons may be so committed upon a petition 
filed by any interested adult. The petition shall allege that such 
person meets the criteria set forth in subsection 6.C. The petition 
shall set forth the facts supporting the allegations and, in the case of 
petitions filed by a treatment facility, shall describe why the patient 
requires treatment. The petition shall be filed with the court, which 
shall have copies promptly served upon the patient, the next of kin 
or guardian, and the patient's attorney if known. 

2. The copies of the petition served by the court shall be 
accompanied by a notice advising of the person's rights concerning 
the proceeding. 

6.B. Summons for evaluation; psychiatric report. 

1. Upon the filing of a petition for 30-day commitment of 
a person who is not currently under emergency evaluation or 
voluntary admission, the court shall issue a summons to the person 
to submit to an examination (on an outpatient basis) conducted by a 
psychiatrist at a treatment facility or a private psychiatrist. The 
examining psychiatrist shall promptly prepare a report on his 
examination and file it with the court. The court shall have copies 
promptly served upon the patient, the next of kin or guardian, and 
the patient's attorney if known. 

2. A person served with a summons to submit to a 
psychiatric examination may in lieu of such examination submit a 
report of a psychiatrist stating that he has recently examined the 
person or has ongoing medical responsibility for the person and 
knowledge of his current condition and that in his opinion the 
person does not meet the criteria for involuntary commitment. The 
petition for commitment may then be dismissed by the court or 
continued. 

6.C. Criteria for 30-day commitment.* A person may be invol- 
untarily committed for a period of up to 30 days if, after the hearing 
provided in subsection 6.D., the court determines, on the basis of 
clear and convincing evidence, that 

1. the person is suffering from a severe mental disorder; 
and 

2. there is a reasonable prospect that his disorder is 
treatable at or through the facility to which he is to be committed 
and such commitment would be consistent with the least restrictive 
alternative principle; and 

3. the person either refuses or is unable to consent to 
voluntary admission for treatment; and 

4. the person lacks capacity to make an informed decision 
concerning treatment; and 

5. as the result of the severe mental disorder, the person is 
a) likely to cause harm to himself or to suffer substantial mental or 
physical deterioration, or b) likely to cause harm to others. 

6.D. Hearing on 30-day commitment. 

1. Every person as to whom a petition for 30-day commit- 


^Refer to the commentary for a discussion of the disposition of 
various types of persons who do not meet the criteria in subsection 
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ment has been filed shall be notified by the court sufficiently in 
advance to be able to prepare for the hearing and shall receive a 
prompt hearing. For persons confined for emergency psychiatric 
evaluation or currently under voluntary admission, this hearing 
shall take place within 3 business days of the filing of the peti- 
tion. 

2. The respondent shall be present at the hearing unless the 
court finds a) that he has knowingly and voluntarily waived such 
right after consulting with counsel, or b) that because his behavior at 
the hearing is so disruptive it cannot reasonably continue in his 
presence. Hearings shall be held in the treatment facility whenever 
feasible given the other functions of the court. 

3. Any respondent who is unable to pay for counsel shall 
have the right to be provided with counsel to prepare for and 
represent him at the hearing. [Optional provision: “Any respondent 
who is unable to pay for an examination for purposes of the hearing 
shall have the right to be provided with one examination by a 
licensed psychiatrist at the expense of the (state or local govern- 
ment)."] 

4. The District Attorney or County Counsel shall represent 
the interests of the State at the hearing. [Optional provision: “If the 
District Attorney or County Counsel fails to proceed with the 
commitment, the next of kin or a petitioning party may retain 
counsel to do so in his stead, and the reasonable costs of such 
counsel shall be paid by the (state or local government)."] 

5. The rules governing evidentiary and procedural matters 
at hearings under this Act shall be applied so as to facilitate 
informal, efficient presentation of all relevant, probative evidence 
and resolution of issues with due regard to the interests of all parties. 
Hearsay evidence may be received, and experts and other witnesses 
may, consistent with law, testify to any relevant and probative facts 
at the discretion of the court. 

6. Patients shall not have a *'right to remain silent" at a 
psychiatric examination or hearing conducted pursuant to this Áct, 
provided that no patient shall be held civilly or criminally liable for 
not speaking or testifying. Any information obtained from or 
disclosed by the patient during the course of evaluation or treatment 
is admissible in any hearing provided in this Act without regard to 
whether it would otherwise be privileged, provided that no disclo- 
sure made by the patient during the course of evaluation or 
treatment or in any proceeding conducted under this Act, and no 
opinion testimony based on such disclosures, may be admitted 
against the patient on the issue of guilt in a criminal proceeding 
unless he places his mental condition in issue in such proceeding and 
unless the disclosure or opinion is relevant to such an issue raised by 
him. 

7. The hearing shall be closed to the public, unless the 
respondent requests that it be open or the court determines for other 
good cause that the hearing should be open. The court shall keep a 
complete record, written or recorded, of every hearing. 

8. At the conclusion of the hearing, or within one business 
day thereafter, the court shall make its findings, including specific 
findings as to whether the commitment is warranted because the 
person is a) likely to cause hatm to others, or b) likely to cause harm 
to himself or to suffer substantial mental or physical deterioration, 
or c) both a) and b). As to any person found likely to cause harm to 
himself or to suffer substantial mental or physical deterioration, the 
court shall further make findings as to whether commitment is 
warranted because the person a) is likely in the near future to inflict 
substantial physical injury upon himself, or b) is substantially unable 
to provide for some of his basic needs, such as food, clothing, 
shelter, health, or safety, or c) will, if not treated, suffer severe and 
abnormal mental, emotional, or physical distress and this distress is 
associated with significant impairment of judgment, reason, or 
behavior causing a substantial deterioration of his previous ability to 
function on his own. 

9. The court shall enter an order discharging the person 
unless it finds by clear and convincing evidence that the person 
satisfies all of the criteria for commitment in subsection 6.C., in 
which event it shall enter an order committing the person for 
evaluation and treatment for a period of “up to 30 days.” If at any 
time during 30-day (or any subsequent) commitment a patient is 
absent without permission, the order of commitment constitutes a 
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continuing authorization to the treatment facility and to any police 
officer to procure his return. 


Section 7: Informed Consent to Medication or Other Treatment— 
Voluntary Patients 


7.A. Informed consent. Except in an emergency situation, a 
treatment facility shall, prior to beginning any course of medication 
or other treatment for a patient who is subject to voluntary 
admission under Section 5, obtain informed consent to treatment. If 
the patient does not lack capacity to make an informed decision 
concerning treatment, the consent shall be his own. If he does lack 
such capacity, the consent shall be that of his next of kin or 
guardian, provided that such a patient may receive appropriate 
medications or other treatments, except as limited by subsection 
8.C., until such time as the consent or refusal to consent of such next 
of kin or guardian can be obtained. 

7.B. Revocation of consent. A voluntary patient for the next of 
kin or guardian who consented to treatment on his behalf) may 
revoke consent to treatment at any time by a reasonably clear 
statement in writing (and patients who indicate a desire to revoke 
consent but are unable to write shall be helped to put their statement 
in writing). If such consent is revoked, the treatment shall be 
promptly discontinued, provided that a course of treatment may be 
concluded or phased out where necessary to avoid the harmful 
effects of abrupt withdrawal. 

7.C. Refusal to consent. Except in an emergency situation, any 
voluntary patient (himself or through his next of kin or guardian) 
shall have the right to refuse any and all medications or other 
treatments. If appropriate medications or treatments are refused, the 
facility may then discharge the patient and shall not be liable in any 
respect for such action. 


Section 8: Informed Consent to Medication or Other Treatment— 
Involuntary Patients 


8.A. Consent during emergency evaluation. Following admis- 
sion and during the period of emergency evaluation provided in 
Section 4, the treatment facility may administer medications or other 
treatments to a patient, except as limited by subsection 8.C., 
consistent with good medical practice and without the informed 
consent of the patient or his next of kin or guardian. However, prior 
to administering any such medication or other treatment, the staff 
shall explain the purposes, nature, and effects of the treatment and 
shall request the patient's consent to it, unless the responsible 
psychiatrist [optional provision: “the responsible physician"] deter- 
mines that the patient's condition makes doing so infeasible or 
harmful to him and enters the reasons for not doing so in the record. 

8.B. Consent during 30-day or subsequent commitments. Since 
it is a prerequisite to involuntary commitment that the person lacks 
capacity to make an informed decision concerning treatment, the 
treatment facility shall be authorized to administer medications or 
other treatments to such persons, except as limited by subsection 
8.C., consistent with good medical practice and without their 
consent. Although consent to treatment is not required, during the 
course of treatment the responsible psychiatrist [optional provision: 
“the responsible physician”) shall consult with the patient and his 
next of kin or guardian and give consideration to the views they 
express concerning treatment and any alternatives. 

8.C. Special therapies. Notwithstanding subsections A and B 
above, a treatment facility shall not administer aversive therapy, 
experimental treatment, psychosurgery, or any other special therapy 
designated by the Department of Mental Health except as provided 
by law or in regulations promulgated by the Department of Mental 
Health. 

8.D. Other medical/surgical treatments. Consent for other medi- 
cal/surgical treatments not intended primarily to treat a patient's 
mental disorder shall be obtained in accordance with applicable law. 


Section 9: Provision of Treatment 


9.A. General duty to provide treatment. Every patient shall be 
provided with prompt, competent, and appropriate treatment that 
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offers him a realistic prospect of improvement. Patients shall be 
afforded treatment by sufficient numbers of duly qualified personnel 
in facilities that meet applicable licensing and accreditation stan- 
dards, that conform to applicable regulations of the Department of 
Mental Health, and that are able adequately to care for and treat the 
patients they serve. 

9.B. Individual treatment plan. 

1, A written individual treatment plan shall be prepared, 
with the participation of the patient to the extent he is able, during 
voluntary admission or emergency psychiatric evaluation or, if a 
person has been subject to neither, then within 7 days of the 
beginning of a patient’s 30-day commitment. The individual treat- 
ment plan shall be approved by the responsible psychiatrist [optional 
provision: “the responsible physician”), and the course of treatment 
actually administered shall conform to the plan. 

2. The patient’s progress in attaining the objectives in the 
treatment plan shall be noted in his records, and revisions in the plan 
shall be made as appropriate. The patient and, if the patient desires, 
the next of kin or guardian shall be afforded an opportunity to 
participate in considering any substantial change in the treatment 
plan. 

3. The individual treatment plan shall be available upon 
request to the patient and to any other person designated by him, 
provided that the responsible psychiatrist [optional provision: “the 
responsible physician"] may preclude disclosure of the individual 
treatment plan to the patient or others for a period not to exceed 7 
days from the request if he states in writing why disclosure would be 
harmful to the patient. 

9.C. Administration of medications and other treatments. 

1. Medications and other treatments shall be prescribed, 
ordered, and administered only in conformity with accepted clinical 
practice. Medication shall be administered only in accordance with 
the written order of a physician or upon a verbal order noted in the 
patient’s medical record and subsequently signed by the physician. 
Medication shall be administered only by a qualified physician, 
qualified nurse, or qualified other persons pursuant to procedures 
approved by the Department of Mental Health. The attending 
physician shall review regularly the drug regimen of each resident 
patient under his care and shall monitor any symptoms of harmful 
side effects. Prescriptions for psychotropic medications shall be 
written with a termination date not exceeding 30 days thereafter but 
may be renewed, 

2. Medications and other treatments shall be administered 
in accordance with all applicable law. 

3. If a patient is given any psychotropic or other medica- 
tion that has an effective duration of action including the day of a 
court hearing, the facts concerning its administration and effects, 
and the patient’s mental status and behavior in the absence of 
medication, shall be brought to the attention of the court. 

9.D. Other medicallsurgical care. All patients shall be provided 
with prompt, regular, and competent medical care for physical 
ailments under the supervision of a licensed physician. Every patient 
shall have a reasonably complete physical examination at appropri- 
ate intervals. 


Section 10: Rights of Patients 


10.A. Preservation of rights. No right of any person (including 
but not limited to the right to register and vote at elections; rights to 
acquire, use, and dispose of property including contractual rights; 
rights to sue and be sued; rights relating to licenses, permits, 
privileges, and benefits under law; and rights concerning domestic 
relations) shall be denied or reduced solely by reason of his having 
been evaluated, committed, or treated under this Act, except as 
otherwise specifically provided herein or in other applicable law. A 
finding of lack of capacity to make an informed decision concerning 
treatment under Section 6 shall not alone establish lack of compe- 
tence for any other purpose. A treatment facility may for clinical 
reasons preclude a patient who is believed to lack competence from 
making substantial dispositions of his property until his competence 
to do so can be decided by a court. 

10.B. Right to treatment. Patients shall have a right to treatment 
to the extent provided in Section 9 and subsections 10.C. and 10.D. 
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10.C. Healthful and humane environment. Every patient shall 
have the right to a healthful and humane environment. Every 
treatment facility shall provide a clean, sanitary, safe, and comfort- 
able environment in a structure that complies with applicable 
licensing requirements governing physical facilities, nutrition, health 
and safety, and medical services and, for aspects of care for which 
there are not mandatory requirements, with generally accepted 
professional standards. In addition, every patient shall have a right 
to a humane psychological environment that protects him from 
harm or abuse, provides reasonable privacy, promotes personal 
dignity, and provides opportunity for improved functioning. 

10.D. Least restrictive alternative and leaves of absence. 

1. Every patient shall have the right to treatment consist- 
ent with the least restrictive alternative principle. 

2. Leaves of absence may be granted in appropriate cases 
at the discretion of the treatment facility. Police officers shall be 
authorized to and shall, at the request of a treatment facility, take 
into custody and return to the treatment facility any person who has 
been committed there and leaves without proper authorization or 
does not return at the end of an authorized leave of absence. 

10.E. Institutional labor. 

1. Patients shall have the right to perform labor as part of 
a therapeutic program. 

2. Patients may not be required to perform labor except 
that, to the extent they are able, they may be required to perform a) 
tasks necessary to care for their personal possessions, b) routine, 
nondegrading housekeeping tasks necessary to maintain their living 
quarters, or c) other tasks which the responsible psychiatrist [option- 
al provision: “the responsible physician"] approves and which are 
monitored as part of a therapeutic program for the patient. No 
patient shall be subjected to any loss of any right under this Act (as 
distinguished from a privilege that is conferred as part of a therapeu- 
tic program) because of his refusal to perform such tasks. 

3. Any patient labor that confers an economic benefit 
upon the institution beyond merely supplementing employee per- 
formance of housekeeping tasks shall be compensated on a reason- 
able basis in accordance with applitable law, and the proceeds of 
such labor shall be paid to the patient or his designee. 

10.F Restraints and seclusion.’ 

1. Restraints and seclusion may be of therapeutic benefit 
to some patients and therefore may be administered in conformity 
with good medical practice. 

2. Every patient shall have the right to be free from 
unwarranted or inappropriate restraints or seclusion. 

3. A patient may be physically restrained or placed in 
seclusion only at the written order of a physician or upon a verbal 
order noted in the patient's record and subsequently signed by the 
physician. 

4. During any period in which a patient is restrained or 
secluded, he shall be checked periodically and cared for properly to 
assure his well-being. 

10.G. Corporal punishment. Every patient shall have the right to 
be free from corporal punishment. 

10.H. Nutrition. Every patient shall have the right to a nutrition- 
ally sound and medically appropriate diet. 

10.1. Exercise and recreation. Every patient shall have reason- 
able opportunities for physical and outdoor exercise and access to 
recreational areas and equipment. Reasonable limitations may be set 
by general rules or, for clinical reasons, in particular cases. 

10.J. Visitors. Every patient shall have the right to receive 
visitors of his choosing with reasonable privacy. Reasonable limita- 
tions on access of visitors may be set by general rules or, for clinical 
reasons, in particular cases. 

10.K. Communications. 

1. Every patient shall have the right to send and receive 
mail. Reasonable rules governing inspection (but not reading) of 
incoming mail may be enforced, provided that they are necessary to 
substantial health care purposes and that they preserve the patient's 


*These provisions establish only a basic framework for the use of 
restraints and seclusion. More detailed guidelines are being prepared 
by the American Psychiatric Association to deal with the many 
subtle problems that arise. 
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rights of privacy to the extent compatible with his clinical sta- 
tus. 

2. Every patient shall have the right to reasonably private 
access to telephones, including the right to make long-distance calls 
to the extent he can arrange for payment for such calls. 

3. A treatment facility shall provide reasonable assistance 
to patients in exercising their communication rights. Reasonable 
limitations on use of the mails and telephones may be set by general 
rules or, for clinical reasons, in particular cases. 

10.L. Practice of religion. Every patient shall have the right to 
practice or refrain from practicing a religion, and pressure shall in no 
event be placed on those who do not wish to practice a religion. The 
treatment facility shall provide appropriate assistance so that pa- 
tients wishing to practice a religion have a reasonable opportunity to 
do so. 

10.M. Personal possessions. Every patient shall have the right to 
keep, use, and store personal possessions and to maintain and use 
bank accounts or other sources of personal funds unless precluded 
from doing so by order of a court. Reasonable limitations may be set 
by general rules or, for clinical reasons, in particular cases. 

10.N. Notice of rights. As soon after admission as his medical 
condition permits, a patient shall be advised orally and given a 
written statement of his rights under this Act, and such a statement 
of rights shall be posted so that it is available to patients. 

10.0. Nonretaliation. No patient shall be retaliated against or 
subjected to any adverse change of conditions or treatment solely 
because of his having asserted his rights. 

10.P. Access to counsel, A patient may at any time have a 
telephone conversation with or be visited by his lawyer. 


Section 11: Successive Periods of Commitment 


11.A. 60-day recommitment. 

1. Any person who has been subject to a 30-day commit- 
ment pursuant to section 6 may be recommitted for up to 60 days 
upon a petition by the treatment facility or by the next of kin or 
guardian. The petition may be filed with the court at any time prior 
to the expiration of the 30-day commitment. The petition shall 
include a statement as to why the person still meets the criteria for 
involuntary commitment, what treatment has been provided and 
what progress has been made, why a further period of commitment 
is warranted, and the identity of the person who has knowledge 
concerning the case. The petition shall be promptly served by the 
court on the patient, the next of kin or guardian, and the patient’s 
attorney. 

2. The patient shall be entitled to a hearing before the 
court on the petition on or before the first business day following the 
expiration of the 30-day commitment and shall have all other rights 
to which he was entitled at the hearing on 30-day commitment. 

3. The court shall order that the person be discharged 
unless it determines a) by clear and convincing evidence that the 
person still satisfies the criteria for involuntary commitment, and b) 
that there is a reasonable prospect that a substantial therapeutic 
purpose would be served by a further period of commitment. 

11.B. 180-day recommitments. 

1. Any person who has been subject to 60-day recommit- 
ment pursuant to subsection 11.A. may be recommitted for up to 
180 days upon a petition filed with the court by the treatment 
facility or by the next of kin or guardian. The petition shall include a 
statement as to why the person still meets the criteria for involuntary 
commitment, what treatment has been provided and what progress 
has been made, why a further period of commitment is warranted, 
and the identity of the person who has knowledge concerning the 
case. The petition shall be promptly served by the court on the 
patient, the next of kin or guardian, and the patient’s attorney. 

2. The patient shall be entitled to a hearing before the 
court on the petition on or before the first business day following 
expiration of the operative period of commitment and shall have all 
other rights to which he was entitled at the hearing on 30-day 
commitment. 

3. The court shall order that the person be discharged 
unless it determines a) by clear and convincing evidence that the 
person still satisfies the criteria for involuntary commitment, and b) 
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that there is a reasonable prospect that a substantial therapeutic 
purpose would be served by a further period of commitment. 

4, Additional recommitments for periods of up to 180 
days each may be ordered in accordance with paragraphs 1-3 of 
subsection 11.B. when warranted. 

11.C. Waiver of bearings. A patient may waive any hearing to 
which he is entitled under this Section 11 upon a written waiver that 
the court finds is knowingly and voluntarily executed by the patient. 


Section 12: Discharge 


12.A. Periodic review. The responsible psychiatrist [optional 
provision: “The responsible physician"] shall review periodically 
whether a patient still meets the criteria for lawful commitment, and 
if he concludes that the patient does not, he shall undertake 
discharge procedures as provided herein. 

12.B. Patients likely to harm themselves or suffer substantial 
deterioration. As to a patient committed because he was likely to 
cause harm to himself or to suffer substantial mental or physical 
deterioration, if tbe responsible psychiatrist [optional provision: 
"the responsible physician"] concludes that the patient no longer 
meets the criteria for lawful commitment, he may discharge the 
patient directly. 

12.C. Patients likely to harm others. As to a patient committed 
solely because or partly because he was likely to cause harm to 
others, if the responsible psychiatrist [optional provision: “the 
responsible physician"] concludes that the patient no longer meets 
the criteria for lawful commitment or that the patient's treatment 
program has been completed or is unlikely to provide further 
benefits, he shall apply to the court for an order discharging or 
transferring the patient, as may be appropriate. The application 
shall set forth the relevant facts. The court may conduct an informal 
hearing, subject to such procedures as the court sets. Nothing in this 
subsection shall reduce any rights to hearings that patients have 
pursuant to other provisions of this Act. 

12.D. Temporary delays. Discharge of any patient may be delayed 
for a reasonable period of time in order to arrange transportation or 
lodging for the patient or for other good cause. 

12.E. Discharge and recommitment. A person who has been 
discharged from emergency evaluation, 30-day commitment, or a 
subsequent period of commitment may be recommitted only pursu- 
ant to the same procedures provided in this Act and upon a showing 
of some new circumstances warranting such commitment that were 
not known at the time of discharge. 

12.F. Release to outpatient treatment. The responsible psychia- 
trist [optional provision: “The responsible physician"] may, as part 
of an individual treatment plan for a patient who is involuntarily 
committed, release such patient to outpatient treatment upon the 
condition that if the patient fails to follow through with or respond 
acceptably to such outpatient treatment, he may be returned to 
inpatient treatment for the remainder of the operative period of 
commitment. 

12.G. Habeas corpus. Nothing in this Act shall limit any other 
legal rights or remedies concerning discharge that a patient may have 
or acquire pursuant to law, regulation, or policy, including the right 
to petition for a writ of babeas corpus. 


Section 13: Confidentiality and Disclosure of Information 


Guidelines for this topic are contained in the American Psychiatric 
Association's “Model Law on Confidentiality of Health and Social 
Service Records" (available on request from the APA Division of 
Government Relations). 


Section 14: Representation of Patients 
14.A. Right to counsel at bearings. Every patient shall have a 
6Many psychiatrists believe that it is preferable for them to make 
discharge decisions as to all patients, whether committed as danger- 
ous to others or on some other ground, unless the psychiatrist at his 


option seeks judicial consideration of a particular case. Some states 
may prefer this approach. 
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right to counsel to represent him at court hearings under this Act, 
except that a patient need not be provided with counsel for the 
preliminary hearing on emergency evaluation provided in subsection 
4.F. 

14.B. Resolution of grievances in treatment facilities. Every treat- 
ment facility shall establish a fundamentally fair procedure for the 
assertion, resolution, and redress of patients’ grievances and shall 
have a patients’ representative or similar person who shall hear 
patients’ grievances, attempt to resolve problems, and protect pa- 
tients' interests. 

14.C. Representation by next of kin or guardian. Any right of 
patients provided in this Act may be exercised on behalf of a patient 
who is unable to exercise such right by a next of kin or guardian, in 
accordance with law. 


Section 15: Transportation 


Whenever a patient is to be brought to or from a treatment facility 
or is to be transferred to another facility or to a home, the court may 
direct the sheriff, state police, or other appropriate authorities to 
furnish suitable transportation. 


Section 16: Nonderogation of Patients’ Rights 


Rights conferred upon patients by this Act shall be in addition to, 
and nothing in this Áct shall revoke or reduce, any rights, privileges, 
or immunities that a patient may have or acquire by law, regulation, 


or policy. 
Section 17: Costs of Care 


In accordance with law, indigent public patients shall receive care 
and treatment under this Act without charge to them. Patients 
committed under this Act who are able to pay may be required to 
pay some reasonable costs of care and treatment, and to that end 
treatment facilities and the State shall be authorized to recover such 
costs from them or their estate, their family, custodians of their 
property, or third parties liable for the costs of their care or 
treatment, in conformity with law. The liability of patients, their 
families, and others for the long-term care of patients committed as 
likely to cause harm to others shall be specially limited by regula- 
tions of the Department of Mental Health. 


Section 18: Immunities and Penalties 


18.A. Immunities. 

1. In the absence of willful misconduct or gross negligence, 
no officer, director, staff member, or employee of a treatment facility 
shall be liable for acts or omissions within the scope of his 
employment related to admission, evaluation, care, treatment, non- 
admission, transfer, removal of restrictions upon, or discharge of a 
person, pursuant to this Act: 

2. No other person who, acting in good faith and with a 
reasonable basis, participates in any of the processes provided in this 
Act shall be liable for such actions. 

3. Notwithstanding any other provision of this Act, no 
police officer; no officer, director, staff member, or employee of a 
treatment facility; and no other person or entity performing actions 
pursuant to this Act shall be liable for any action of a patient who is 
discharged from or is absent from a treatment facility pursuant to 
this Act. 

4. Under no circumstances shall any person performing 
actions pursuant to this Act have a duty to, or be liable for failing to, 
notify, advise, or warn anyone concerning the nonadmission, trans- 
fer, removal of restrictions on, or discharge of any person. 

18.B. Penalties. 

1. Any person who knowingly and willfully gives substan- 
tial, false information or takes other wrongful action for the purpose 
of distorting, corrupting, or interfering with the processes provided 
in this Act shall be subject to a civil fine and shall be liable for 
injunctive relief and money damages, in addition to any other 
liability under law. 

2. Any person who takes into custody, admits for evalua- 
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tion or commitment, detains for a further period of time, discharges, 
or administers medication or treatment to a patient or takes other 
action affecting the substantial rights of a patient, doing so knowing- 
ly and willfully in substantial violation of this Act, shall be subject to 
a civil fine and shall be liable for injunctive relief and money 
damages, in addition to any other liability under law. This para- 
graph shall not be invoked in cases of minor, merely technical, or 
otherwise justifiable breaches of the provisions of this Act. 


Section 19: Regulations 


The Commissioner of Mental Health is empowered to promulgate 
regulations to implement this Act that are consistent with its 
provisions. 


Section 20: Construction 


20.A. Gender and number. As used in this Act, pronouns shall 
refer to both male and female persons equally, and articles shall refer 
equally to singular and plural persons and things. 

20.B. Severability. If any provision of this Act or its application 
to any person or circumstance is held invalid, it is the legislative 
intent that such invalidity not affect other provisions or applications 
which can be given effect apart from that which is invalidated, and 
to this end the provisions of this Act shall be deemed severable. 

20.C. Construction against implied repeal. This Act is intended as 
a unified, general Act covering its subject matter, and, accordingly, 
none of its provisions shall be deemed to be repealed by implication 
by subsequent legislation if such a construction reasonably can be 
avoided. 


ADDENDUM 


This addendum contains guidelines for states that do not wish to 
undertake a comprehensive revision of their civil commitment laws 
but do wish to add provisions for the commitment of persons who 
are likely to “suffer substantial mental or physical deterioration." 

Such states may adopt the definitions of "consistent with the least 
restrictive alternative principle," "lacks capacity to make an in- 
formed decision concerning treatment," "likely to cause harm to 
himself or to suffer substantial mental or physical deterioration," 
and "severe mental disorder" given in Section 3 of the complete 
guidelines, as well as the following provisions. 


Emergency Psychiatric Evaluation 


Detention by a police officer. A police officer may take a person 
into custody and transport the person to a treatment facility for 
emergency psychiatric evaluation if: 

a) [as in current state law], or b) [as in current state law]; or c) The 
police officer has probable cause to believe, based on his personal 
observation and investigation, or based on the petition of any 
interested adult and such corroboration as the police officer deems 
necessary in the circumstances, that the person is suffering from a 
severe mental disorder as a result of which he is likely to cause harm 
to himself or others or is manifestly unable to care for some of his 
basic needs and that immediate hospitalization is necessary to 
prevent harm to the person or to others. 

Certification by a licensed physician. A person may be taken into 
custody by a police officer, or be accepted by an ambulance service, 
and transported and presented to a treatment facility for emergency 
psychiatric evaluation when a licensed physician certifies in writing 
that he has examined the patient in the last 72 hours or has ongoing 
medical responsibility for the person and has knowledge of his 
current condition, and that on such basis he has probable cause to 
believe that such person is suffering from a severe mental disorder as 
the result of which: he lacks capacity to make an informed decision 
concerning treatment; and he is 1) likely to cause harm to himself or 
to suffer substantial mental or physical deterioration, or 2) likely to 
cause harm to others; and immediate hospitalization is necessary to 
prevent such harm. 

Treatment facility determination. Upon the presentation of a 
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person to a treatment facility, the facility shall accept the person and 
shall promptly examine him to determine whether he meets the 
criteria for emergency evaluation and treatment set forth below. 

The person shall be admitted for emergency evaluation and 
treatment only if the examining psychiatrist determines that there is 
probable cause to believe that the person suffers from a severe 
mental disorder as the result of which: he lacks capacity to make an 
informed decision concerning treatment; and he is 1) likely to cause 
harm to himself or to suffer substantial mental or physical deteriora- 
tion, or 2) likely to cause harm to others; and immediate hospitaliza- 
tion is necessary to prevent such harm. 


Criteria for Commitment 


A person may be involuntarily committed for a period of up to 
7 days if, after the hearing, the court determines, based upon 

clear and convincing evidence, that: 

1. the person is suffering from a severe mental disorder; and 

2. there is a reasonable prospect that his disorder is treatable at or 
through the facility to which he is to be committed and such 
commitment would be consistent with the least restrictive alternative 
principle; and 

3. the person either refuses or is unable to consent to voluntary 
admission for treatment; and 


7Insert the time period under existing law. 
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4. the person lacks capacity to make an informed decision 
concerning treatment; and 

5. as the result of the severe disorder, the person is a) likely to 
cause harm to himself or to suffer substantial mental or physical 
deterioration, or b) likely to cause harm to others. 


Informed Consent to Medication or Otber Treatment — 
Involuntary Patients 


Since it is a prerequisite to involuntary commitment that the 
person lacks capacity to make an informed decision concerning 
treatment, the treatment facility shall be authorized to administer 
medications or other treatments to such persons consistent with 
good medical practice without their consent, except insofar as 
particular laws or regulations require consent for special therapies. 
Although consent to treatment is not required, during the course of 
treatment the responsible psychiatrist [optional provision: "the 
responsible physician” shall consult with the patient and his next of 
kin or guardian and give consideration to the views they express 
concerning treatment and any alternatives. 


REFERENCE 


1. American Psychiatric Association: Guidelines for the psychiatric 
hospitalization of minors, and Four alternatives to the guidelines 
for the psychiatric hospitalization of minors: clinical and legal 
considerations. Am J Psychiatry 139:971—975, 1982 
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| G Chaplain | 03 Administrative Agency 
m ©) Medical Student m ©) Office Practice 
n (2 Other n i) Other 
o ©) Not Applicable o (3 Not Applicable 
e E a a a a rnm 
Name 
Facility (if part of mailing address) 
Address 
City State Zip 


*Subscriptions to H&CP are tax-deductible for 
mental health professionals. 
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The Devereux Foundation 


IN 


— 


"V" 


Devereux Provides For 
Mental Health Needs 


* Residentíal/Day Treatment Programs in 8 states 















¢ Short-term Hospital Units for adolescents in Pennsylvania, Georgia and Texas 
* Level | Vocational Rehabilitation Program in Victoria, Texas 
* Independent Living Programs for young adults in Santa Barbara, California 
* Community Out-patient Clinic in Scottsdale, Arizona 
e Specialized Program for the traumaticaily brain injured to open soon in Pennsylvania 
* Respite and Remediation Program in Rutland, Massachusetts 
* Transfer of Treatment Program in Washington, Connecticut 
* East Meadows Autistic Program in Rutland, Massachusetts 
* Conversion Therapy Program for adults in Pennsylvania 
* Group Home Programs in Massachusetts, Arizona, Georgia and Pennsylvania 
* ICF/MR, CLA programs in Pennsylvania 
* Holiday Hill Nursing Home in Newfoundland, Pennsylvania 
For over seventy years Devereux has offered mental health services 


to children, adolescents and adults with 
mental and emotional handicaps. 


All Devereux Branches surveyed by the Joint Commission on 
Accreditation of Hospitals are approved as Psychiatric Facilities 
for Children and Adolescents 


For further information: Joyce McCracken 
Services Officer 
The Devereux Foundation 
19 S. Waterloo Road, Box 400 
Devon, Pennsylvania 19333 
1-215-964-3026 or 
1-800-345-1292 (toll-free outside Pennsylvania 


or 
Stop by our booth L-35 at the American Psychiatric Assoc. Convention, May 2-5 
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^ Mere ramia anser o NO SEPi@US CTIPTIOTOXICIY 
action than with - and alow incidence 
emitriptylineorimipramine ef anticholinergic effects 


Major symptom improvement within 4—7 days has Less than 1% incidence of hypertension, syn- 

been common. In over 80% of responsive patients, cope, or tachycardia was seen in 11 years of 

improvement occurs within two weeks. clinical trials. This finding is generally supported 
by broader clinical experience. Anticholinergic 


Kellie relief ‘e)i anxiety effects were infrequent: dry mouth (1496), 


constipation (12%), and blurred vision (7%) 


Or agitation associateqd Antidepressants are not recommended for use 
during the acute recovery phase following myo- 
with depression cardial infarction. Rarely, extrapyramidal side 
effects and symptoms indicative of tardive dys- 
kinesia have been reported, possibly related 
to treatment with amoxapine. 


Asendin 


A NEW THERAPEUTIC STANDARD... 
OVER 1 MILLION PRESCRIPTIONS 


ALREADY FILLED* 


*Data from National Prescription 
Audit, IMS America, Ltd. 


see ASENDIN prescribing information on next page for indications, warnings, precautions and for more detailed information concemimg side effects 








Asendin Sock 


AMOXAOING n 


meses ing Seng XO mg wing 


VA Depot: NSN 6505-01-111-3195A 50 mg. —(100's) NSN 6505-01-111-3194A 100 mg. —(100's) 
DESCRIPTION 

ASENDIN amoxapine is an antidepressant of the dibenzoxazepine ciass. chemically distinct from 
the dibenzazepines. dibenzocycloheptenes, and dibenzoxepines. 

it is designated chemically as 2-chloro- 11 A ean ien [t.4]oxazepine. The molecu- 
lar weight is 313.8. The empirical formula is C 7 HigCINSQ. 

ASENDIN is supplied for oral administration as 25 mg. 50 mg, 100 mg, and 150 mg tablets. 
CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its action. The mechanism of its 
clinical action in man is not well understood. In animals, amoxapine reduced the uptake of norepi- 
nephrine and serotonin and blocked the response of dopamine receptors to dopamine. Amoxapine 
i$ not a monoamine oxidase inhibitor. 

ASENDIN is absorbed rapidly and reaches peak blood levels approximately 90 minutes after inges- 
tion. itis almost completely metabolized. The main route of excretion is the kidney. !/n vitro tests 
show that amoxapine binding to human serum is approximately 90%. 

In man. amoxapine serum concentration declines with a halt-life of eight hours. However, the major 
metabolite. 8-hydroxyamoxapine, has a biologic half-life of 30 hours. Metabolites are excreted in 
the urine in conjugated form as glucuronides. 

Clinical studies have demonstrated that ASENDIN has a more rapid onset of action than either ami- 
triptyline or imipramine. The initial clinical effect may occur within four to seven days and occurs 
within two weeks in over 80% of responders. 

INDICATIONS AND USAGE 

ASENDIN is indicated for the relief of symptoms of depression in patients with neurotic or reactive 
depressive disorders ag well as endogenous and psychotic depressions. it is indicated for depres- 
sion accompanied by anxiety or agitation. 

CONTRAINDICATIONS 

ASENDIN is contraindicated in patients who have shown prior hypersensitivity to dibenzoxazepine 
compounds. it should not be given concomitantly with monoamine oxidase inhibitors. Hyperpyretic 
crises. severe convulsions, and deaths have occurred in patients receiving tricyclic antidepressants 
and monoamine oxidase inhibitors simultaneously. When it is desired to replace a monoamine oxi- 
dase inhibitor with ASENDIN. a minimum of 14 days should be allowed to elapse after the former is 
discontinued. ASENDIN should then be initiated cautiously with gradual increase in dosage until 
optimum response is achieved. The drug is not recommended for use during the acute recovery 
phase following myocardial infarction. 

WARNINGS 

ASENDIN should be used with caution in patients with a history of urinary retention, angie-ciosure 
glaucoma or increased intraocular pressure. Patients with cardiovascular disorders should be 
watched closely. Tricyclic antidepressant drugs, particularly when given in high doses. can induce 
sinus tachycardia, changes in conduction time, and arrhythmias. Myocardial infarction and stroke 
have been reported with drugs of this Class. 

Extreme caution should be used in treating patients with a history of convulsive disorder or those 
with overt or latent seizure disorders. 

PRECAUTIONS 

Genera}: in prescribing the drug it should be borne in mind that the possibility of suicide is inherent 
n any severe depression, and persists until a significant remission occurs; the drug should be dis- 
pensed in the smallest suitable amount Manic depressive patients may experience a shift to the 
manic phase. Schizophrenic patients may develop increased symptoms of psychosis; patients with 
paranoid symptomatology may have an exaggeration of such symptoms. This may require reduc- 
tion ot dosage or the addition of a major tranquilizer to the therapeutic regimen. Antidepressant 
drugs can cause skin rashes and/or “drug fever" in susceptible individuals. These allergic reactions 
may. in rare cases. be severe. They are more likely to occur during the first tew days of treatment, 
but may also occur later. ASENDIN should be discontinued if rash and/or fever develop. Amoxapine 
possesses a degree of dopamine-blocking activity which may cause extrapyramidal symptoms ir: 

< 1% of patients. Rarely, symptoms indicative of tardive dyskinesia have been reported. possibly 
related to trealment with amoxapine 

Information for the patient: Patients should be warned of the possibility of drowsiness that may 
impair performance of potentially hazardous tasks such as driving an automobile or operating 
machinery 

Drug interactions: See "Contraindications" about concurrent usage of tricyciic antidepressants and 
monoamine oxidase inhibitors. Paralytic eus may occur in patients taking tricyclic antidepressants 
in combination with anticholinergic drugs. ASENDIN may enhance the response to alcohol and the 
effects of barbiturates and other CNS depressants 

Therapeutic interactions. Concurrent administration with electroshock therapy may increase the 
hazards associated with such therapy 

Carcinogenesis. impairment of fertility: in a 21- month toxicity stucy at three dose levels in rats, 
pancreatic istet cell hyperplasia occurred with slightly increased incidence at doses 5-10 times the 
human dose Pancreatic adenocarcinoma was detected in low incidence in the mid-cose group n 
and may possibly have resulted from endocrine-mediated organ hypertunction. The significance o 
these findings fo man is not known 

Treatment of male rats with 5-10 times the human dose resulted in a slight decrease in the number 
ot fertile matings. Female rats receiving oral doses within the therapeutic range displayed a reversi- 
ble increase in estrous cycie length. 

Pregnancy Pregnancy categary C Studies performed in mice, rats, and rabbits have demonstrated 
no evidence of teratogenic effect due to ASENDIN. Embryotoxicity was seen in rats and rabbits 
given oral doses approximating the human dose. Fetotoxic effects (intrauterine death, stillbirth. 
decreased birth weight) were seen in animals studied at oral doses 3-10 times the human dose. 
Decreased postnatal survival (between days 0-4} was demonstrated in the offspring of rats at 5- 
10 times the human dose. There are no adequate and well controlled studies in pregnant women. 
ASENDIN should be used during pregnancy only if the potential benefit justifies the potential ris« to 
the fetus. 

Nursing mothers: ASENDIN. like many other systemic drugs. ts excreted in human milk. Because 
effects of the drug on infants are unknown, caution should be exercised when ASENDIN is admin- 
istered to nursing women. 

Pediatric use: Salety and effectiveness in children below the age of 16 have nat been established 
ADVERSE REACTIONS 

Adverse reactions reported in controlled studies in the United States are categorized with respect 
to incidence below. Following this is a listing of reactions known to occur with other antidepressant 
drugs of this class but not reported to date with ASENDIN. 

INCIDENCE GREATER THAN 1*5 

The most frequent types of adverse reactions occurring with ASENDIN in controliec clinical tnais 
were sedative and anticholinergic. these included drowsiness (14%), dry mouth (14%). constipa- 
tion (1299). and blurred vision (7%). 

Less frequently reported reactions were: 

CNS and Neuromuscular— anxiety, insomnia, restlessness nervousness, palpitations, tremors. 
contusion. excitement, nightmares. ataxia, alterations in EEG patterns. 

Allergic— edema 

Gastromestinal— nausea. 

Dther—diznness, headache. fatigue, weakness. excessive appetite, increased perspiration. 
INCIDENCE LESS THAN 1% 

Anticholnergic— disturbances of accommodation. mydriasis. delayed micturition. urinary reten- 
tion. nasal stulfiness. 

Cardiovascular —hypotension, hypertension, syncope. tachycardia. l 

Aliergic—-drug fever with skin rash, photosensitization. pruritus, rarely vasculitis. 
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CNS and Neuromuscular—tingling. paresthesias of the extremities, tinnitus, disorientation, sei- 
zures. hypomania, numbness. incoordination, disturbed concentration, extrapyramidal symptoms. 
including. rarely, tardive dyskinesia. 
Hematologic—leukopenia. 
DESI esM a distress, vomiting, flatulence, abdominal pain, peculiar taste. 
iarrhea. 
Endocrine-—increased or decreased libido, impotence. menstrual irregularity, breast enlargement 
and galactorrhea in the female. 
Other—lacrimation, weight gain or lass, altered liver function. 
DRUG RELATIONSHIP UNKNOWN 
The following reactions have been reported very rarely, and occurred under uncontrolled circum- 
stances where a drug relationship wes difficult to assess. These observations are listed to serve as 
alerting information to physicians. 
Allergic-—urticaria and petechiae. 
Anticholinergic— paralytic ileus. 
een arrhythmias (including atrial fibrillation), myocardial infarction, stroke, 
eart block. 

CNS and Neuromuscular-— hallucinations. nightmares. 
Hematologic-—thrombocytopenia. purpura. 
Gastrointestinal— parotid swelling. 
Endocrine— change in blood glucose levels. 
Other—pancreatilis, hepatitis, jaundice, urinary frequency. testicula: swelling, anorexia. 
ADDITIONAL ADVERSE REACTIONS 
hee Add reactions have been reported with other antidepressan! drugs, but not with 
Anticholinergic—sublingual adenitis. dilation of the urinary tract. 
CNS and Neuromuscuiar— delusions, syndrome of inappropriate AGH secretion. 
Hematologic-— agranulocytosis, eosinophilia. 
Gastrointestinal-—stomatitis, black tongue 
£ndocrine— gynecomastia. 
Other—~ alopecia 
OVERDOSAGE 
Signs and Symptoms 
Initial toxic manifestations of ASENDIN overdosage typically are CNS effects: delirium, lethargy 
with diminished deep tendon reflexes. and/or seizures. Cardiovascular effects, when they occur, 
are usually limited to sinus tachycardia and transient minor EKG changes. Serious hypotension, 
hypertension. or cardiac arrhythmias are rare. Respiratory acidosis may develop following 
repeated seizures, and metabolic acidosis has been reported. 
important 
Renal impairment may develop three to five days after substantial overdosage in patients who may 
appear otherwise recovered. Oliguria, hematuria. and renal failure have been reported. Tubular 
necrosis and rhabdomyolysis with myoglobinuria may also occur in such cases. Treatment is the 
same as that for nondrug-induced renal dysfunction. In a limited series of cases of renal failure foi- 
lowing overdosage, 70% have recovered with appropriate treatment. 
In general, treatment of overdosage must be symptomatic and suppertive. if the patient is cons- 
cious. induced emesis followed by gastric lavage with appropriate precautions to prevent puimo- 
nary aspiration should be accomplished as soon as possible. Foliowang lavage, activated charcoal 
may be administered to reduce absorption. An adequate airway should be established in comatose 
patients and assisted ventilation instituted if necessary. Convulsions. shouid they occur, may 
respond to standard anticonvulsant therapy, however. barbiturates may potentiate any respiratory 
depression. Specific treatment shouid be guided by the predominant symptoms which may suggest 
use of a particular pharmacologic agent. For example, the slow intravenous administration of pY 
sostigmine salicylate has been reported to reverse most of the serious cardiovascular and CN 
effects of overdosage with tricyclic antidepressants, Such as cardiac-arrhythmias and convulsions. 
(Avoid rapid injection to reduce the possibility of physostigmine-indaced convulsions). Convul- 
sions may also be treated with intravenous diazepam. Acidosis may 5e treated by cautious intrave- 
nous administration of sodium bicarbonate. 
A patient who has ingested a toxic overdose of adricyclic antidepressant may remain medically and 
psychiatrically unstable for several cays due to sustained excessive árug levels. Unexpected car- 
diac deaths have occurred up to six days post-overdose with other antidepressants. The QRS inter- 
val of the electrocardiogram appears a reliable correlate of the severity of overdosage. if the QRS 
interval exceeds 100 milliseconds anytime during the first 24 hours after overdose, cardiac func- 
tion should be continually monitorec for five or six ah {Prolongation of the QRS interval beyond 
100 milliseconds has not been reported with ASENDIN overdosage. and there have been no deaths 
due to primary cardiac toxicity.) 
The smallest estimated lethal overdcse reported has been 2.6 grams. On the other hand, some 
patients have survived much larger overdoses. Age and physica! condition of the patient, concomi- 
tant ingestion of other drugs. and especially the interval between drag ingestion and initiation of 
emergency treatment, are important determining factors in the probability of survival. 
DOSAGE AND ADMINISTRATION 
Effective dosage of ASENDIN may vary from one patient to another. Usual effective dosage is 
200 mg to 300 mg daily. Three weeks constitutes an adequate period of trial providing dosage has 
reached 300 mg daily (or tower leve! of tolerance) for at least two weeks. if no response is seen at 
300 mg. dosage may be increased, depending upon tolerance, up tc 400 mg daily. Hospitalized 
patients who have been refractory to antidepressant therapy and wha have no history of convulsive 
seizures may have dosage raised cautiously up to 600 mg daily in divided doses. 
ASENDIN may be given in a single daily dose, not to exceed 300 mg. preferably at bedtime. If the 
total daily dosage exceeds 300 mg, it shouid be given in divided doses. 
Initia! Dosage for Adu!ts: Usual starting dosage is 50 mg two or three times daily. Depending upon 
tolerance, dosage may be increased to 100 mg two or three times daily by the end of the first week. 
(Initia dosage of 300 mg daily may be given, but notable sedation may occur in some patients dur- 
ing the first few days of therapy at this level.) Increases above 300 mg daily should be made only if 
300 mg daily has been ineffective during a trial period of at least twe weeks. When effective dosage 
is established, the drug may be given in a single dose (not to exceec 300 mg) at bedtime. 
Elderly Patients: in general, lower dosages are recommended for these patients. Recommended 
starting dosage of ASENDIN is 25 mg two or three times daily. M no-intolerance is observed, dos- 
age may be increased by the end of the first week to 50 mg two or three times daily. Although 100- 
150 mg daily may be adequate for many elderly patients, some may require higher dosage. Careful 
increases up to 300 mg daily are indicated in such cases. 
Once an effective dosage is established, ASENDIN may conveniently be given in a single bedtime 
dose, not to exceed 300 mg. 
Maintenance: Recommended maintenance dosage of ASENDIN is the lowest dose that will maintain 
MN If symptoms reappear. dosage should be increased to the earlier level until they are 
controled. 
For maintenance therapy at dosages of 300 mg or less. a single dose at bedtime is recommended. 
HOW SUPPLIED l 
ASENDIN Amoxapine Tablets are supplied as follows: 
25 mg— white, heptagon-shaped tablets, engraved on one side witt LL above 25 and with A13 on 
the other scored side. 

(Product No. NDC 0005-5389-23)-— bottles of 100. 
50 mg-—orange, heptagon-shaped tablets. engraved on one side with LL above 50 and withy 15 on 
the other scored side. 

(Product No. NDC eae 3g Gt hotles of 100 

(Product No. NDC 0005-5390-31)— bottles of 500 

(Product No. NDC 0005-5390-60)— 10 x 10 Unit Dose 
100 mg— Blue, heptagon-shaped tablets, engraved on one side with LL above 100 and with A17 on 
the other scored side. 

iProduct No. NDC 0005-5391-2:) — bottles of 100 

(Product No. NDC 0005-5391-6C)— 10 x 10 Unit Dose 
150 mg-— Peach, heptagon-shaped tablets, engraved on one side with LL above 150 and with A18 
on the other scored side. 

(Product No. NDC 0005-5392-38) — bottles of 30. 

Store at Controlled Room Temperature 15-30"C (59- 86^F) 
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Practical to provocative- 


new titles from 





$ American 
Psychiatric Press 


Take a closer look at these five exciting new releases from American 
Psychiatric Press, Inc. From practical, everyday resources to intriguing 
anthologies, these new publications for Spring 1983 are guaranteed to 


satisfy your professional needs. 


Madness and Government: 
Who Cares For the Mentally Ill? 
Henty A. Foley, Ph.D. and 

Steven S. Sharfstein, M.D. 

Madness and Government isan 
incisive analysis of the shifting roles of 
local, state and federal government in the 
treatment of the mentally ill in America. 


Contents 

* Who Cares for the Mentally Ill? * Learn- 
ing the Political Arts € Winning Federal 
Support for Community Menta! Health 

* implementation and Transformation 

of the CMHC Program * Crossroads of 
Recommital and Reversal * The Choice 

is Ours . 

May 1983, approx. 250 pages. 

#48-001-7 (Casebound) $19.95 


The Affective Disorders 
Edited by John M. Davis, M.D. and 
James W. Maas, M.D. 

A comprehensive review of the state of 
knowledge, The Affective Disorders is an 
anthology of current thinking and research, 
compued from the Fall 1981 conference 
held at Brook Lodge, Kalamazoo, Michigan, 
attended by leaders in the field. 


Partial Table of Contents 

Pari: Nineteen Chapters on Symptom- 
atology, Etiology, and Epidemiology 

Part H: Sixteen Chapters on Clinical Man- 
agement and Psychopharmacology 

May 1983, approx. 500 pages. 

#48-002-5 (Casebound) $27.50 


Terrorism: Interdisciplinary 
Perspectives 

Edited by Burr Eichelman, M.D., Ph.D., 
David A. Soskis, M.D. and William H. 
Reid, M.D., M.P.H. 

Based on the work of the American 
Psychiatric Association's Task Force on the 
Psychiatric Aspects of Terrorism and Its Vic- 
tim, Terrorism is a collection of reports 
from professionals in the fields of psychiatry 
and law enforcement who have experienced 
terrorist events and developed philosophies 
and methods for dealing with them. The 
book provides a thorough examination of 
the role psychiatrists and other mental 
health professionals play in terrorist and 
hostage situations. 





Terrorism is divided into four sections: 
Ethical Issues, The Victim, Training Law 
Enforcement Personnel and Research in 
Terrorism. 

January 1983, 186 pages. 
#42-109-9 (Casebound) $22.50 


Lithium Encyclopedia for 

Clinical Practice 

James W. Jefferson, M.D., John H. Greist, 

M.D. and Deborah L. Ackerman, M.S. 
Organized alphabetically, the Lithrum 

Encyclopedia includes extensive cross- 

referencing and a detailed index to assist 

readers in finding the information they 

need about specific clinical problems 

related to lithium use. 

May 1983, approx. 300 pages. 

#48-011-4 (Spiral bound) $19.50 


Biomedical Aspects of Depression and 
Its Treatment 
Ross J. Baldessarini, M.D. 

Psychiatrists, psychiatry and medical 
students, residents and other mental health 
practitioners will find Biomedical Aspects 
of Depresston an excellent update on new 
directions in the theory and management 
of manic and depressive iilnesses. 


January 1983. 163 pages. 
#48-004-1 (Casebound) $19.50 


Satisfaction Guaranteed 

Your satisfaction with all of our publi- 
cations is guaranteed. If, for any reason, a 
book does not meet your expectations, you 
can return it within 15 days. Your prepaid 
order will be fully and promptly refunded 
by the Press. Look for the American 
Psychiatric Press, Inc. imprint—it appears 
only on publications reflecting the highest 
professional standards. 


Order right from this page. 

Just clip and mail this coupon with 
your prepaid order to: 
; American Psychiatric 
A SEU Press, Inc. 

SVC aTE eg M Order Department 
irr EE 1400 K Street, N.W. 
NENNEN Washington, D.C. 20005 
Orders over $35 can be charged by phone— 
1-800-368-5777 (in Washington, D.C., call 
797-4996) 








Hypnotic therapy that 
works from the start... 


and maintains its efficacy 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 

Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients.'° Subjective patient eval- 
uations and objective observations supported this clinical effigacy. 
While Dalmane is not a substitute for specific psychotherapy, its 
efficacy and safety as a hypnotic for certain psychiatric patients 
with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking 
alcohol during therapy. 


Copyright © 1983 by Roche Products Inc. All rights reserved. 
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itudied in (3 1 neuropsychiatric Dalmane (flurazepam HCl/Roche) seldom Causes 
atients morning hangover and avoids rebound 


Clinical data on Dalmane (flurazepam HCI/ Roche) extend insomnia 


| (51 insomniac patients with concomitant neurologic or psy- 


liatric disorders who had difficulties in initiating and maintain- Of all available hypnotics, only Dalmane has objective 

g sleep.° Thus, when specific hypnotic therapy is indicated sleep laboratory evidence proving that insomniacs fall asleep 
ter a careful medical and psychiatric work-up, Dalmane is a significantly sooner (p<0.05), stay asleep significantly longer 
ell-documented choice. More than 200 studies involving (p<0.01) and awaken less often (p<0.05) on the first 

arly 10,000 patients attest to the efficacy and relative safety three nights of therapy and after two consecutive weeks of treat. 
 Dalmane in insomnia. No other hypnotic has this kind of ment.^^ Dalmane maintained its ability to reduce sleep latency 
orough documentation. And none has been shown to be more "4 decrease total wake time for 28 consecutive nights.° Since 
lective. Dalmane is contraindicated in pregnancy and in pa- insomnia is usually transient, prolonged use of hypnotics is usu- 
nts with known hypersensitivity tô the drug. ally not indicated. 


A retrospective analysis of Dalmane use in 2542 hospital 
patients showed that the incidence of morning hangover was low 
(3.1%) and clearly dose- and age-related.* And there were ni 
reports of rebound insomnia with Dalmane on the nights after 
therapy was discontinued.’ 


Continued nightlong efficacy 


% CHANGE OF TOTAL WAKE TIME FROM BASE! 
*rcent improvement in sleep latency from pretherapy baselines 
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DALMANE Temazepam Triazolam Secobarbital Methaqualone Chloral Hydrate — Ethchlorvynol Glutethimide 
razepam HCl/Roche) (experimental hypnotic 400 mg 


1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 1-3 12-14 l-3 12-14 1-3 12-14 
ghts — nights nights nights nights nights nights nights nights 
5696 


ba 
14%* 


4 
37 n 






ES 
NIGHTS 12-14 


7 ETHCHLORVYNO 
3% (— TM 
10 96 096 % 
TEMAZEPAM 
ieline —21% BM- 3296 — 27% ( + 296) 


0.05 
0.01 


GLUTETHIMIDE 
( + 1996) 


Boecl c Laud 
Baseline 
al 


ted from Kales ef al’ 
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almane « 
flurazepam HCL/Roche 


15-mg/30-mg capsules 
iiie stands apart 


Please see next page for references and summarv of nroduci information 
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Dalmane’, flurazepam HCl/Roche) (iV 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Elective in all types of insomnia character- 
zed by difficulty in falling asleep. frequent nocturnal 
awakenings and/or early morning awakening: in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restlul sleep. Obiec- 
five sleep laboratory data have shown effectiveness lor at 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent, prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: Known hypersensitivity to llurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital mallormations associ- 
ated with benzodiazepine use during the first trimester 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
llurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
lor several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g.. operating machinery, driving). Potential impairment 
of perlormance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage lor those patients on medication 
lor a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precautions: In elderly and debilitated patients, it is rec- 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation, dizziness. confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness, lightheaded- 
ness, staggering, ataxia and falling have occurred, particu- 
larly in elderly or debilitated patients. Severe sedation. 
lethargy. disorientation and coma, probably indicative of 
drug intolerance or overdosage, have been reported. Also 
reported: headache, heartburn, upset stomach, nausea, 
vomiting. diarrhea, constipation, GI pain, nervousness, 
talkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains, body and joint pains and G~ com- 
plaints. There have also been rare occurrences ol leuko- 
penia, granulocytopenia, sweating, flushes. difficulty in 
focusing, blurred vision. burning eyes. faintness, hypoten- 
sion, shoriness of breath, pruritus, skin rash, dry mouth, 
bitter taste, excessive salivation, anorexia, euphoria, 
depression, slurred speech, confusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct bilina- 
bins, and alkaline phosphatase: and paradoxical reactions, 
eg., excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum beneficial effect. 
Adults: 30 mg usual dosage; 15 mg may suffice in some 
patients. Elderly or debililated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCL 
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Mentally 
Disabled 


- RIGHTS 


Statements 
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An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA's Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association's patient's bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
Just complete and mail this form. 
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Please send me copy(ies) of Rights of ihe Mentally Dis- 
abled: Statements and Standards at $5 per copy ($3.50 per 
copy for orders of 5 or more). All orders of $35 or less must be 


prepaid. 
© My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 





[J Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 


City State Eip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Assoctation 
1400 K Street, N.W. 
Washington, D.C. 20005 


Calendar 





(Continued from page A27) 


June 12-15, annual meeting, Committee on Problems of 
Drug Dependence, Inc., Lexington, Ky. Joseph Cochin, 
Ph.D., Executive Director, Department of Pharmacology, 
Boston University School of Medicine, 80 East Concord St., 
Boston, MA 02118, 617-247-6245. 


June 19-23, House of Delegates meeting, American Medical 
Association, Chicago. Contact AMA, 535 North Dearborn 
St., Chicago, IL 60610, 312-751-6000. 


june 24—25, Board of Trustees meeting, American Psychiat- 
ric Association, Washington, DC. 
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July 3—6, International Congress of Family Therapy, Israel 
Association for Marital and Family Therapy and Family Life 
Education, Tel Aviv, Israel. Contact Secretariat, Box 50006, 
Tel Aviv 61500, Israel. 


July 5—7, annual meeting, Royal College of Psychiatrists, 
London. Natalie Cobbing, Executive Director, 17 Belgrave 
square, London, SWIX 8PG, United Kingdom; 01-235- 
2351-5. 


July 8—10, 1st International Congress on Pre and Peri-Natal 
Psychology, Toronto. Contact Irene Leps, Conference Office, 
Ontario Institute for Studies in Education, 252 Bloor St. W., 
Toronto, Ontario M5S 1V6, Canada; 416-923-6641. 


July 11-16, VII World Congress of Psychiatry, World Psychi- 
atric Association and the Austrian Society of Neurology and 
Psychiatry, Vienna. Contact Congress Team International, 
Box 9, A-1095, Vienna, Austria. 


July 12-16, annual conference, National Society for Chil- 
dren and Adults with Autism, Salt Lake City. Contact 
NSAC, Frank Warren, Suite 1017, 1234 Massachusetts Ave., 
N.W., Washington, DC 20005-4599. 202-783-0125. 


July 23~28, World Mental Health Congress, Washington, 
D.C, Contact World Federation for Mental Health, Secretari- 
at #107-2352, Health Sciences Mall, University of 
British Columbia, Vancouver, British Columbia V6T 1W5, 
Canada. 


July 27-29, annual meeting, Association of American Indian 
Physicians, Gallup, N.M. Terry Hunter, Executive Director, 
6805 5. Western Ave., Suite 504, Oklahoma City, OK 
73139; 405-631-0447. 


July 28—August 4, annual meeting, American Bar Associa- 
tion, Atlanta. Thomas H. Gonser, Executive Director, 1155 
E. 60th St., Chicago, IL 60637; 312-947-4000. 


July 31-August 3, annual meeting, National Medical Associ- 
ation, Chicago. Contact NMA, Suite 310, 1301 Pennsylva- 
nia Ave., N.W., Washington, DC 20004; 202-347-1895. 


Rasen 


July 31—August 4, biennial meeting, Internationa Society for 
the Study of Behavioral Development, Munich, West Germa- 
ny. Contact Rolf Oerter, University of Munich, Am Stadpark 
20, D-8000 München 60, West Germany (FRG). 





AUGUST 
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August 4—6, annual meeting, Canadian Mental Health Asso- 
ciation, St. John’s Newfoundland. George Rohn, Executive 
Director, 2160 Yonge St, Toronto, Ontario M45 273, 
Canada; 416-484-7750. 





August 7-11, annual meeting, American Institute o: Biolog: 
cal Sciences, Grand Forks, N.D. Arthur C. Gentile, Executive 
Director, 1401 Wilson Blvd., Arlington, VA 22239; 703. 
527-6776. 


August 14-18, annual meeting, National Rehabilitation 
Association, Boston. David L. Mills, Executive Director, 633 
S. Washington St., Alexandria, VÀ 22314; 703-838-0850. 


August 26-28, annual meeting, American Associmtion for 
Partial Hospitalization, Washington, D.C. Contact Maureen 
E. Rooney, M.A., C.R.C., 235 Lincoln Place, No. B, Brook- 
lyn, NY 11217. 


August 26-30, annual meeting, American Psychological 
Association, Anaheim, Calif. Contact Candy Wen, APA, 
1200 17th St., N.W., Washington, DC 20036. 


August 28—31, World Congress on Prison Heath Care, 
Ottawa. Contact R. Chalke, Scientific Program Committee, 
Correctional Service of Canada, Ottawa, Ontario K1A OP9. 
Canada. 


August 29—31, annual convention, American Hospstal Asso- 
ciation, Houston. H. Joseph Curl, Executive Vice-President, 
840 North Lake Shore Dr., Chicago, IL 60611; 312-280- 
6000. 


w 


August 31—Septermber 4, annual meeting, American Sodo- 
logical Association, Detroit. Russell R. Dynes, “xecutive 
Director, 1722 N St, N.W., Washington DC 200 
833-3410. 






SEPTEMBER 


september 4—9, World Congress of Social Psychiatre, Os: 
Japan. Contact WASH—Osaka '83, c/o Inter-Grous Corpo- 
ration, Shohaku Building, 6-23, Chayamachi, Kita Ku, Osa- 
ka 530, Japan. 
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September 5—9, international conference on psychelogy and 
the arts, British Psychological Society, Cardiff, United King- 
dom. Contact W. Ray Crozier, South Giamorgan Irstitute of 
Higher Education, Howard Gardens, Cardiff CF2 (SP, Unir 
ed Kingdom. 


Restore sleep. . 
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Sleep disturbances are the most common 
somatic symptoms of depression.! As 
Adapin begins its antidepressant act 
provides rapid, effective relief of sles 
disturbances. 


Clinical data indicate that Adapin, given once 
daily at bedtime, significantly decreases 
latency to sleep onset, number of awakenings 
and amount of wake time during the night, 
increasing total sleep time and improving 
overall quality of sleep.? 


A good night's rest goes a long way ti 
brighten a depressed patient's outlook. But 
Adapin goes further. 


Rapid antianxiety/antidepressar: 
action 

Anxiety and depressive symptoms ma 
demonstrate significant i improvement as ear] 
as the first week of therapy,’ with optima! 
response within two to three weeks. 


Convenient dosage 
Once-a-day h.s. dosage enhances patient! 
compliance. 


Excellent safety profile 

Side effects are reported infrequently and ar: 
generally mild; incidence of cardiovasculam 
effects (hypotension, tachycardia) is 

very low. 


Economical doxepin therapy 
Adapin offers a substantial cost savings ove: 
the other brand of doxepin HC]. 


Please see nex 
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Brief Summary of Prescribing Information 
in® 
(doxepin HCD Capsules 


Indications Relief of symptoms of anxiety and 
depression. 


Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 


Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies. There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended. MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

[n patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 


Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery. Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 

in mind. 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type reac- 
tions (including bronchial asthma) in certain 
susceptible individuals. Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
frequently seen in patients who also have aspi- 
rin hypersensitivity. 

Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur. 

Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness. Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25, 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 
For complete prescribing information, please 

see package insert or PDR. 

References 

1. Ayd FJ Jr: Recognizing and treating 
depressed patients. Mod Med 39:80-86, 1971. 

2. Dataon file, Medical Department, Pennwalt 
Pharmaceutical Division. 

3. Barranco SF, Thrash ML, Hackett E, et al: 
Early onset of response to doxepin treatment. 
J Clin Psychiatry 40:265-269, 1979.* 
*Sinequan® brand of doxepin HC! was the drug 


used in this study. 
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Born in 1982... 





his troubles may 
have begun 

in 1882... 

in 1789... 

in 1682... 

or in.:.? 


More than ever, the March of 
Dimes is working fo untangle 
the legacy of inherited disease. 
During the last decace, 

the March of Dimes helped 
increase genetic services 
almost ten-fold. 


And this decade can be even 
more exciting. With your 
support, scientists will expand 
the ability fo treat innerited 
diseases before birth, 
controlling defects like those 
suffered by this newborn, And 
a new program of screening for 
thyroid deficiency wil), in the 
1980's, save several hundred 
babies a year from mental 
retardation. 


Freedom from an often-fatal 
past. A promise for the future 
from the March of Dimes. 


March of Dimes 


NENNEN BIRTH DEFECTS FOUNDATION 


This space contributed by the publisher. 
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From Roche neuroreceptor research 


A 
SIGNIFICANT 
NEW 
REVELATION 


Animal 
Drain receptor 
binding may 
hold more 
relevant answers | => = = 
to duration OF | eum aeneae 
action than 
elimination 
half-life 


Valium (diazepam/Roche) IV. unbound 
from receptor at 60 minutes 


pase see last page of advertisement for a Summary of product information. 





Animal studies demonstrated: 





TEN Valium (diazepam/ Roch: 
229 brain receptor site 
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Valium (diazepam/Roche) IN: 
bound to receptor at 30 seconds 


Receptor occupancy may 
be more relevant than 
plasma half-life in defining 
duration of action 


The guestion 
under investigation: 


Why does lorazepam (1M.), with its intermedi- 
ate elimination half-life, evoke a longer period 
of amnesia and sedation than Valium 
(diazepam/Roche), which has a longer plasma 
half-life? 


The postulate: 


Lorazepam binds more tightly than diazepam 
to central benzodiazepine receptors—and 
remains bound longer. 


Copyright € 1983 by Roche Products Inc. All rights reserved. 


% INHIBITION ?H-DIAZEPAM BINDING 


duration than that 


Lorazepam (1IV.: 
not yet bound at 30 seconds 





The experiments: 


At varying times after dosing with IV. diazepam 
or IV. lorazepam, experimental rats were sacri- 
ficed and their brain tissues subjected to bind- 
ing assays and autoradiography. 


EX VIVO RECEPTOR BINDING PROFILE 
AFTER INTRAVENOUS LORAZEPAM 
OR INJECTABLE VALIUM (diazepam/Roche) 


LORAZEPAM 0.3 mg/kg 










á 






INJECTABLE 
VALIUM (IV) 0.75 mg/kg 


iS 20 2 30 35 40 45 50 55 ( 
MINUTES POST-DRUG 


5 10 


occupancy of 
was faster and of shorter 
of lorazepam: 


Valium (diazepam/Roche) LV.: unbound Lorazepam 13) Still 
from receptor at 60 minutes receptor bound at 60 minutes 





The results: The exact nature of the correlation 
between benzodiazepine binding sites and 
receptors in relation to clinical effect is still 
being defined. Considerable evidence sup 
ports the correlation. Although these anima 
results are consistent with clinical experien: 
concerning relative duration of action, dire 
human data on receptor binding and huma 
effects are still under investigation. 


VALIOM: 


*  diazepam/Roche 


-mg, 5-mg, 10-mg scored tablets 
2-ml ready-to-use Tel-E-Ject® disposable syringes | 
2-ml ampuls, 10-mi vials | 9 nemi 


Diazepam receptor occupancy peaked at 30 
seconds after dosing and returned to baseline 
in 60 minutes. Peak lorazepam receptor occu- 
pancy did not occur until 10 minutes after 
dosing and continued to be strongly in evi- 
dence after 60 minutes, with 4595 occupancy 
still being observed. 


in the forefront of neuroreceptor research 


ROCHE 


Data on file, Hoffmann-La Roche Nutley, Nu Please see next page for summary of product informati: 





Valium* (diazepam/Roche) ( Tablets 
Valrelease™ (diazepam/Roche) & slow-release Capsules 
Injectable Valium* (diazepam/Roche) W 


Before prescribing, please consult complete product information, a summary of which follows: 


Indications: Management of anxiety disorders, or short-term relief of symptoms of anxiety. 
Anxiety or tension associated with the stress of everyday life usually does not require treat- 
ment with an anxiolytic. Symptomatic relief of acute agitation, trernor, impending or acute 
delirium tremens and hallucinosis due to acute alcohol withdrawal; adjunctively in: relief of 
skeletal muscle spasm due to reflex spasm to local pathology; spasticity caused by upper 
motor neuron disorders; athetosis; stiff-man syndrome. Oral forms may be used adjunctively 
in convulsive disorders, but not as sole therapy. Injectable form may also be used adjunctively 
in: status epilepticus; severe recurrent seizures; tetanus; anxiety, tension or acute stress reac- 
tions prior to endoscopic/surgical procedures; cardioversion. 
The effectiveness of diazepam in long-term use, that is, more than 4 months, has not been 
assessed by systematic clinical studies. The physician should periodically reassess the useful- 
ness of the drug for the individual patient. 
Contraindications: Tablets or capsules in children under 6 months of age; known hypersensi- 
tivity; acute narrow angle glaucoma; may be used in patients with open angle glaucoma who 
are receiving appropriate therapy. 
Warnings: As with most CNS-acting drugs, caution against hazardous occupations requiring 
complete mental alertness (e.g., operating machinery, driving). Withdrawal symptoms similar 
to those with barbiturates and alcohol have been observed with abrupt discontinuation, usu- 
ally limited to extended use and excessive doses. Infrequently, milder withdrawal symptoms 
have been reported following abrupt discontinuation of benzodiazepines after continuous use, 
generally at higher therapeutic levels, for at least several months. After extended therapy, 
gradually taper dosage. Keep addiction-prone individuals (drug addicts or alcoholics) under 
careful surveillance because of predisposition to habituation/dependence. 

Usage in Pregnancy: Use of minor tranquilizers during first trimester should 

almost always be avoided because their use is rarely a matter of urgency and 

because of increased risk of congenital malformations, as suggested in several 

studies. Consider possibility of pregnancy when instituting therapy; advise patients 

to discuss therapy if they intend to or do become pregnant. 
ORAL: Advise patients against simultaneous ingestion of alcohol and other CNS depressants. 
Not of value in treatment of psychotic patients; should not be employed in lieu of appropriate 
treatment. When using oral forms adjunctively in convulsive disorders, possibility of increase 
in frequency and/or severity of grand mal seizures may require increase in dosage of standard 
anticonvulsant medication; abrupt withdrawal in such cases may be associated with tempo- 
rary increase in frequency and/or severity of seizures. 
INJECTABLE: To reduce the possibility of venous thrombosis, phlebitis, local irritation, swelling, 
and, rarely, vascular impairment when used I.V.: inject slowly taking at least one minute for 
each 5 mg (1 ml) given; do not use small veins, i.e., dorsum of hand or wrist; use extrerne 
care to avoid intra-arterial administration or extravasation. Do not mix or dilute with other 
solutions or drugs in syringe or infusion flask. If it is not feasible to administer Injectable 
Valium (diazepam/Roche) directly I.V, it may be injected slowly through the infusion tubing as 
close as possible to the vein insertion. 
Administer with extreme care to elderly, very ill, those with limited pulmonary reserve because 
of possibility of apnea and/or cardiac arrest; concomitant use of barbiturates, alcohol or other 
CNS depressants increases depression with increased risk of apnea; have resuscitative facili- 
ties available. When used with narcotic analgesic eliminate or reduce narcotic dosage at least 
1/3, administer in small increments. Should not be administered to patients in shock, coma, 
acute alcoholic intoxication with depression of vital signs. 
Has precipitated tonic status epilepticus in patients treated for petit mal status or petit mal 
variant status. Not recommended for OB use. 
Efficacy'safety not established in neonates (age 30 days or less); prolonged CNS depression 
observed. In children, give slowly (up to 0.25 mg/kg over 3 minutes) to avoid apnea or 
prolonged somnolence; can be repeated after 15 to 30 minutes. If no relief after third admin- 
istration, appropriate adjunctive therapy is recommended. 
Precautions: If combined with other psychotropics or anticonvulsants, carefully consider indi- 
vidual pharmacologic effects — particularly with known compounds which may potentiate 
action of diazepam, i.e., phenothiazines, narcotics, barbiturates, MAO inhibitors and antide- 
pressants. Protective measures indicated in highly anxious patients with accompanying 
depression who may have suicidal tendencies. Observe usual precautions in impaired hepatic 
function: avoid accumulation in patients with compromised kidney function. Limit oral dos- 
age to smallest effective amount in elderly and debilitated to preclude ataxia or oversedation 
(initially 2 to 21⁄2 mg once or twice daily, increasing gradually as needed and tolerated). 
The clearance of diazepam and certain other benzodiazepines can be delayed in association 
with Tagamet (cimetidine) administration. The clinical significance of this is unclear. 
INJECTABLE: Although promptly controlled, seizures may return; readminister if necessary: not 
recommended for long-term maintenance therapy. Laryngospasmvincreased cough reflex are 
possible during peroral endoscopic procedures; use topical anesthetic, have necessary coun- 
termeasures available. Hypotension or muscular weakness possible, particularly when used 
with narcotics, barbiturates or alcohol. Use lower doses (2 to 5 mg) for elderly debilitated. 
Adverse Reactions: Side effects most commonly reported were drowsiness, fatigue, ataxia. 
infrequently encountered were confusion, constipation, depression, diplopia, dysarthria, head- 
ache, hypotension, incontinence, jaundice, changes in libido, nausea, changes in salivation, 
skin rash, slurred speech, tremor, urinary retention, vertigo, blurred vision. Paradoxical reac- 
tions such as acute hyperexcited states, anxiety, hallucinations, increased muscle spasticity, 
insomnia, rage, sleep disturbances and stimulation have been reported; should these occur, 
discontinue drug. 


Because of isolated reports of neutropenia and jaundice, periodic blood counts, liver function 
tests advisable during long-term therapy. Minor changes in EEG patterns, usually low-voltage 
fast activity, observed in patients during and after diazepam therapy are of no known signifi- 
cance, 

INJECTABLE: Venous thrombosis/phlebitis at injection site, hypaactivity, syncope, bradycardia, 
cardiovascular collapse, nystagmus, urticaria, hiccups, neutropenia. 

In peroral endoscopic procedures, coughing, depressed respiration, dyspnea, hyperventila- 
tion, laryngospasmy/pain in throat or chest have been reported. 

Dosage: Individualize for maximum beneficial effect. 

ORAL: Adults: Anxiety disorders, relief of symptoms of anxiety—Valium (diazepam/Roche) tab- 
lets, 2 to 10 mg b.i.d. to q.i.d.; or 1 or 2 Valrelease (diazepam/Roche) capsules (15 to 30 mg) 
daily. Acute alcohol withdrawal—tablets, 10 mg ti.d. or q.i.d. in first 24 hours then 5 mg tid 
or q.i.d. as needed; or 2 capsules (30 mg) the first 24 hours, then 1 capsule (15 mg) daily as 
needed. Adjunctively in skeletal muscle spasm—tablets, 2 to 10 mg tid. or q.i.d.; or 1 or 2 
capsules (15 to 30 mg) once daily. Adjunctively in convulsive disorders—tablets, 2 to 10 mg 
b.i.d. to q.i.d.; or 1 or 2 capsules (15 to 30 mg) once daily. 


Geriatric or debilitated patients: Tablets—2 to 22 mg 1 or 2 times daily initially, increasing as 
needed and tolerated (see Precautions). Capsules—1 capsule (15 mg) daily when 5 mg oral 
Valium (diazepam/Roche) has been determined as the optimal daily dose. 

Children: Tablets—1 to 22 mg t.i.d. or q.i.d. initially, increasing as needed and tolerated (not 
for use in children under 6 months). Capsules— 1 capsule (15 mg) daily when 5 mg oral 
Valium has been determined as the optimal daily dose (not for use in children under 6 
months). 

INJECTABLE: Usual initial dose in older children and adults is 2 to 20 mg I.M. or IV, depending 
on indication and severity. Larger doses may be required in some conditions (tetanus). In 
acute conditions injection may be repeated within 1 hour, although interval of 3 to 4 hours is 
usually satisfactory. Lower doses (usually*2 to 5 mg) with slow dosage increase for elderly or 
debilitated patients and when sedative drugs are added. (See Warnings and Adverse Reaction: 
For dosages in infants and children see below; have resuscitative facilities available. 

LM. use: by deep injection into the muscle. 

LV. use: inject slowly, take at least one minute for each 5 mg (1 ml) given. Do not use small 
veins, i.e, dorsum of hand or wrist. Use extreme care to avoid intra-arterial administration or 
extravasation. Do not mix or dilute Valium with other solutions or drugs in syringe or infusion 
flask. If it is not feasible to administer Valium directly LV. it may be injected slowly through the 
infusion tubing as close as possible to the vein insertion. 

Moderate anxiety disorders and symptoms of anxiety, 2 to 5 mg ILM. or IV, and severe anxiety 
disorders and symptoms of anxiety, 5 to 10 mg I.M. or IV, repeat in 3 to 4 hours if necessary; 
acute alcohol withdrawal, 10 mg I.M. or IV. initially, then 5 to TO mg in 3 to 4 hours if neces- 
sary. Muscle spasm, in adults, 5 to 10 mg IM. or LV. initially, then 5 to 10 mg in 3 to 4 hours if 
necessary (tetanus may require larger doses); in children administer IV. slowly; for tetanus in 
infants over 30 days of age, 1 to 2 mg I.M. or IV, repeat every 3 to 4 hours if necessary; in 
children 5 years or older, 5 to 10 mg repeated,every 3 to 4 hcurs as needed. Respiratory 
assistance should be available. 

Status epilepticus, severe recurrent convulsive seizures (IV. route preferred), 5 to 10 mg adult 
dose administered slowly, repeat at 10- to 15-minute intervals up to 30 mg maximum. Repeat 
in 2 to 4 hours if necessary keeping in mind possibility of residual active metabolites. Use 
caution in presence of chronic lung disease or unstable cardiovascular status. Infants (over 
30 days) and children (under 5 years), 0.2 to 0.5 mg slowly every 2 to 5 min., up to 5 mg (IV. 
preferred). Children 5 years plus, 1 mg every 2 to 5 min., up to 10 mg (slow IV. preferred). 
repeat in 2 to 4 hours if needed. EEG monitoring may be helpful. 

In endoscopic procedures, titrate V. dosage to desired sedative response, generally 10 mg cr 
less but up to 20 mg (if narcotics are omitted) immediately prior to procedure; if IV. cannot 
be used, 5 to 10 mg IM. approximately 30 minutes prior to procedure. As preoperative medi- 
cation, 10 mg L.M.; in cardioversion, 5 to 15 mg LV. within 5 tc 10 minutes prior to procedure. 
Once acute symptomatology has been properly controlled with injectable form, patient may 
be placed on oral form if further treatment is required. 

Management of Overdosage: Manifestations include somnolence, confusion, corna, dimin- 
ished reflexes. Monitor respiration, pulse, blood pressure; employ general supportive mea- 
sures, | V. fluids, adequate airway. Use levarterenol or metararninol for hypotension. Dialysis is 
of limited value. 

How Supplied: 

ORAL: Valium (diazepam/Roche) scored tablets—2 mg, white: 5 mg, yellow; 10 mg, blue — 
bottles of 100* and 500;* Prescription Paks of 50, available in trays of 10;* Tel-E-Dose* 
packages of 100, available in trays of 4 reverse-numbered boxes of 25° and in boxes contain 
ing 10 strips of 10.' 

Valrelease (diazeparn/Roche) slow-release capsules — 15 mgx*yellow and blue), bogs of 
100;° Prescription Paks of 30." 

INJECTABLE: Ampuls, 2 ml, boxes of 10; Vials, 10 ml, boxes of 1; Tel-E-Ject® (disposable 
sytinges), 2 ml, boxes of 10. Each ml contains 5 mg diazepam, compounded with 40% 
propylene glycol, 10% ethyl alcohol, 5% sodium benzoate and benzoic acid as buffers, and 
1.5% benzyl alcohol as preservative. 














*Supplied by Roche Products Inc., Manati, Puerto Rico 0070! 


Supplied by Roche Laboratories, Division of Hoffmann-La Roche Inc., Nutley, 
New Jersey 07110 


ROCHE PRODUCTS INC 
: Manati, Puerto Rico 00701 





Information for Contributors 


GENERAL POLICIES 


Manuscripts are accepted for consideration by the Ameri- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author, 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals." 


Copyright 


The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual's duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in [include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require. careful 
attention to the protection of a patient's anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient's characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers’ comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies should be submit- 
ted to John C. Nemiah, M.D., Editor, American Journal of 
Psychiatry, 1400 K St, N.W., Washington, DC 20005. AH 
correspondence will be sent to the first-named author unless 
otherwise specified. Papers that are not accompanied by a 
cover letter indicating that the paper is intended for publica- 
tion will not be reviewed until such a statement is received. 
On a separate sheet include the names and mailing addresses 
of any authors who are not members of APA: they will be 
sent a complimentary copy of the issue in which their article 
appears. 

Authors will be notified of the receipt of their paper and 
the number assigned to it. This number must be included in 
all further correspondence. It is imperative that the corre- 
sponding author of submitted papers notify the journal of 
changes of address. 


Prompt Publication Policy 


Papers submitted with the request for prompt publication 
must meet stringent criteria of originality anc be of major, 
immediate importance. Authors must state their reasons for 
wanting prompt publication in a cover letter to the Editor, 
These papers are given priority in scheduling: however, 
authors should be aware that the minimum publication time 
is 4 months. (This policy is automatic for all Clinical and 
Research Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal rights to annual 
meeting papers. Authors may submit their papers before the 
annual meeting, but such papers cannot be published unsi 
after the meeting. All papers must be accompanied by a 
statement that they are in final form. These papers are 
subject to the same peer review as other papers and must 
conform to the requirements for one of the types of articles 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles 


These are usually overview articles that bring together 
important information on a topic of general interest to 
psychiatry. Authors who have ideas for such articles are 
advised to check with the Editor to ensure thar a similar 
work is not in preparation. Special Articles may not exceed 
7,500 words (no more than 25 double-spaced pages- 
including a précis of no more than 100 words, tables. and 
figures) and may not have more than 100 references. All 
Special Articles, including those written by invitation, are 
given the same peer review as other articles, 






Regular Articles and Brief Communications 


The only difference between these two types of papers is 
length. Regular Articles contain no more than 3,800 words, 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
Ells one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 

Single case reports should be submitted as Clinical and 
Research Reports. 


Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain a maxi- 
mum of 1,300 words, including a précis of no more than 40 
words, no more than 1 table, and a maximum of 10 
references; figures may not be used. These articles present 1) 
new research findings, 2) data from pilot studies, 3) worth- 
while replication studies, and 4) case reports describing new 
syndromes or therapeutic interventions. Essays, program 
descriptions, and literature reviews do not meet the criteria 
for this section. Submissions that exceed 1,300 words or 
contain figures will be returned to the author. Papers will be 
published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of $00 words 
and 5 references; no tables or figures) will be considered if 
they include the notation “for publication." The number of 
words should appear in the upper right corner. Letters 
critical of an article published in the Journal will automati- 
cally be sent to the authors for reply. Because of space 
limitations not all letters can be printed. The Journal will 
notify authors about the disposition of their letters but does 
not return those that are not published. All letters will be 
edited. Letters must be typed double-spaced throughout on 
81^ x11 inch paper; two copies are required. Letters that do 
not meet these specifications will be returned to the author 
for revision. 

Book Forum. Books for review may be sent to the Book 
Forum Editor, Nancy C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, 500 Newton Rd., lowa City, [A 
52242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced through- 
out. Manuscripts must be typed in upper- and lowercase on 
one side only of 82x11 inch nonerasable bond paper. All 
four margins must be 1 inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) précis, 3) text, 4) references, and 
5) tables and/or figures. All pages must be numbered. 


STYLE SPECIFICATIONS 
Title Page 
The number of words, tables, and figures in the paper and 


the telephone number of the corresponding author should be 
typed in the upper right corner. 


A DO 


Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors’ first names are pre- 
ferred to initials. Degrees should be included after each 
author's name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city. and state where the work was 
done. Include a full address for the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agency and grant number. Acknowl- 
edgment of individuals may be no longer than four typed 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country. 


Précis 


The précis, or short abstract, is a single paragraph no 
longer than 100 words for Special Articles, Regular Articles, 
and Brief Communications and no longer than 49 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text 


Authors should use the active voice and frst person; 
headings and subheadings should be inserted at reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significant and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, “The analysis of 
variance indicated that those who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, df=3, 17, p«.05)." Reviewers will evalu- 
ate the appropriateness of the analysis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure) the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers" names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


Tables and Figures 


The Journal does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and figure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and units of measurement should be 


specified. Consult recent issues of the Journal for format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-ready prints, and the author’s name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 31⁄4 inches. 


References 


References are numbered and listed by their order of 
appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent materi- 
al. Accuracy of citation is the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have be&n cited in text. 

Personal communications, unpublished manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may be noted in text. It is the author's 
responsibility to obtain permission to refer to another indi- 
vidual's unpublished observations. Manuscripts that are 
actually “in press” may be cited as such in the reference list; 
the name of the journal or publisher must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as “et al." Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 
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aimed at greater conciseness, clarity, and conformity wth 
Journal style. 
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or who change address after notification of acceptarce 
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Division, 1400 K St., N.W., Washington, DC 20005; ther is 
usually a charge for such permission, except for nonpre it 
classroom or library reserve use by instructors and edu, a- 
tional institutions or for authors who wish to reprint th ir 
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otograph posed by professional model. 


A new patient population has thrust itself upon the attention 
of the psychiatric community: young chronic psychotic 
patients. Chemotherapy, of course, forms only a part of the 
approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.’ Mean daily doses as low as 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, 

notably in times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain 
alert and able to participate in other forms of therapy.” 


" 
Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, 
HALDOL is much less likely to cause impotence or ejaculatory difficulties 
than drugs with high anticholinergic effects. This can be a major factor in 
maintaining compliance among young male psychotic patients. 


Extrapyramidal symptoms, if seen, are readily controlled 


EPS, if seen, are usually dose-related and readily controlled with dosage 
adjustment, antiparkinson medication or by giving a single h.s. dose** 
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HALDOL® concentrate 
(haloperidol) 

tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 
acceptability. 2 mg per ml 
haloperidol (as the lactate). 


HALDOL® (haloperidol) 

sterile injection + Pre-filled Syringe 
for rapid control (often within hours) 
in acutely agitated patients. 5 mg 3 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 m 

as tastes per ml, a lactic acid 
or pH adjustment to 3.0-3.6. 
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Brief Summary of Prescribing Information 

Contraindications: Severe. toxic CNS depression or Comatose 
hypersensiiity to the drug. Parkinson s disease 

Warnings: Usage in Pregnancy: Sale use N pregnancy Or im women fkely to become 
pregnant has not been established. use only :! benefit clearly justifies potentia hazards. infants 
should not be nursed during drug treatment 

Combined Use With Lithium: Patents recerving itum plus halopendol should be rnonitored 
closely for eary evidence of neurological toxicity and treatment discontinued promptly í such 
signs appear 

General: Bronchopneumonia, sometimes fatas has lollowed use of major tranquiizers. 
including halopendol. Prompt remedial therapy should be instituted ¢ dehydration. nemocon- 
centration or reduced pulmonary ventiation occurs. especially in the elderly Decreased serum 
cholesterol andor cutaneous and ocular changes have been reported with cherucally-calates 
drags although sot with nalopendo! Mental and/or physical abilities required for hazardous 
tasks of driving may be impaired Aicohol should be avoided due to possible additive effects 
and nypotension 
Precautions: Administer cautiously to patients (p with severe cardiovascular disorders, duae 
to the possiblity of transient hypotension and “or precipitation of anginal pain (t à vasopresscr 
i5 required, epinephnine should not be used since HALDOL may biock its vasopressor activity 
and paradoxical further towenng of blood pressure may occur}. (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold. (3) with known allergies or a 
TT i rye reactions io drugs. (4) recening anticoagulants, since an isolated instance af 
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Gn mecication, d required. may have to be continued after HALDOL is discontinued 
ot different excretion: cates. if both are discontinued simulteneously. extrapyramidal 
occut intraocular pressure may increase when anticholinergic Oeics including 
son drugs. are administered concomitantly with HALDOL When HALDOL is used for 

~ disorders, there may be a rapid mood Swing to depression Severe neurotoxicity 
Xoxxcosis receiving antipsychouc medicahon, including 
Neuroleptic drugs elevate prolactin levels. the elevation persists during chronic 
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ast cancers are prolacun dependent in vifo, à factor of potential rmportance i the prescnp- 
ton af nese drugs S contemplated in a patient with 3 previously detected Dreast cancer 
C sturbances such as galactorrhea, amenorrhea, gynecomastia. anc impotence have 
led. the chacal significance of elevated serum promactin levels i5 unknown for most 
s An increase in mammary neoplasms has been found in rodents after chronic admin- 
jn of neuroleptic drugs Nether clinical studies nor »pidermiotogic studies conducted 10 
+ have shown an association between chronic administration ot these drugs and 
ongenesis the avadabie evidence ds considered too limited to be conctusive al 
|, 5. 10 mg tablets contain EDAC Yellow No 5 (lartrazine) which may cause 
yc-type reactions including bronchial asthma) in cenam susceptible mndmeduals, espe- 
n those who have aspirin hypersensivity 
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e Rapid relief of core 
psychotic symptoms 





e Effective for both initial 
and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


*Goe Brief Summary of Prescribing 
information below for 
contraimdications, warnings, 
precautions and adverse reactions 
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HALDOIS tablets 
(haloperidol) 


in 6 different strengths, for 
convenience in individualizing 
dosage. 
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dyskinetic signs affer abrupt withdrawal in certain cases these are indistingurshaoie 
ersten! Tardive Dyskinesia except for duration. it is unknown whether gradual 
wilhdrawal wli reduce the occurrence of these signs. bul unti further evidence ms availabe 
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sistent Tardive Dyskinesia As win all anipsyChotiC agents HALDOL has heen associated 
ersistent dyskinesias The risk appears to be greater in ederly patients an nigh-dase 
therapy especially tfemates Symptoms gre persistent ano sometimes appear irreversible, There 
iG known effective treatment and all antipsychotic. agents should be discontinued. The 
syndrome may be masked by cemstitution ot drug. increasing dosage, or Switching to a different 
ntüpsychohe agent Fine vermicula" movement ot the tongue may De an early sigo. of ihe 
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Other CNS Elects insomnia. restiessness. anxiety. euphona, agitation. Orowsaness 
lethargy. headache. confusion. vertigo, grand mal seizures. and exacerbation o 
ic symptoms including hallucinations, and catatonic-like behavioral states which mày 
responsive to drug withdrawal and or treatment with antichobnergic drugs 
Body as a Whole: As with other neuroleptic drugs hyperpyrexia ha 
ses alone and sometimes in associabon wih muscie ngichty Or mv 
myorysis and acute renal fadure Cardiovascular Effects: ! 
hypertension and EOG changes Hematologic Effects: Repons of mac. i t 
apena and leukocytosis. minimal decreases in red blood cell counts. anemia. Or a Ten- 
ward yrophomonocytosis agranulocytosis rarely reported and only in association with 
her medication. Liver Effects: impaired liver function and. or jaundice reported. Dermato- 
ogic Reactions: Maculopaputar and acneiform reactions. isofated i : 
oss of hair. Endocrine Disorders: Lactation reast e 
nes. gynecomastia. impotence, Inc 
rema. Gastrointestinal Effects: Anorexia. constipaion, d 
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| possibility that HALDOL cat l ent 
at sudden and unexpected death may occur ir psyGhone patents when they 
ut ied or «hen they are treated with other neurotephic rugs 

IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 

Tre imnjectabie form is intended ony for aculety agitatec psychotc px 
evere to very severe symptoms. Controlled inalis to establish the 
ntramuscular admimistralion in children have not been conductec 
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Wow you can ''replay"' some of 
"hi the best 1982 APA Annual 
B “@ Meeting sessions with con- 
venient audio tapes. Each tape 
is a three-hour symposium selected 
by the APA Committee on Self-Study 
Materials. 

Simply check the tapes you want 
and mal this entire ad as your 
order form. Select any 3 symposia for 
$95 (a 15% savings), or order all 11 
symposia, plus the D$M-III Debate 
tape— 12 sets, 35 tapes, for $350 
(that's just $10 a tape and a saving 
of more than $80 over the individual 
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C] Severely Disturbed Children: 
Effective Treatments 

Stephen P. Hersh, M.D., and Alayne 
Yates, M.D., Moderators. An exploration 
of the current state of knowledge and treat- 
ment for severely disturbed children and 
adolescents. Three 1-hour tapes. 
FAT-026-2. $37.50. 

J Current Perspectives on 

Personality Disorders 

James P. Frosch, M.D., Moderator. A 
review of the current state of knowledge on 
the DSM-HI personality disorders. Three 
1-hour tapes. #AT-027-2. $37.50. 

L Incest: New Clinical Research 

Jean M. Goodwin, M.D., Moderator. An 
examination of the new clinical research 

in incest that is most relevant to clinical 
problems and to theoretical debates in 


37.50. 

Li Therapeutic Intervention in Father- - 
Daughter Incest 
Judith L. Herman, M.D., Moderator. A 
look at recent developments in the treat- 
ment of child victims, offenders, families 
and adults with a history of incest. Three 
1-hour tapes. ¥AT-029-2. $37.50. 
Discontinuation of Psychoactive Drugs: 
Rebound Phenomena 
Guy Chouinard, M.D., Moderator. 
A review of the rebound phenomena 
accompanying withdrawal of common 
psychoactive drugs. Three 1-hour tapes. 
#AT-030-2. $37.50. 
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[J Biological Therapies in Psychiatric 
Geriatric Patients 

Charles A. Shamoian, M.D., and Lissy 
Jatvik, M.D., Moderators. An examination 
of the clinical use of tricyclic antidepressants 
and electroconvulsive therapy in the treat- 
ment of the depressed geriatric patient. 
Three 1-hour tapes. AAT-031-2. $37.50. 

LJ Anxiety: Phenomenology, Biology 

and Treatment 

Thomas W. Uhde, M.D., and Robert L. 
Dupont, M.D., Moderators. A review of 
recent advances in the genetics, neuro- 
biology, psychotherapy and pharmaco- 
therapy of the anxiety disorders. Three 
|-hour tapes. 4AT-032-2. $37.50. 


_] Working through the Trauma of 
Combat Stress 

Bessel A. van der Kolk, M.D., Moderator. 
A discussion of the issues and treatment 
techniques in the therapy of Vietnam 
combat veterans. Three i-hour tapes. 
#AT-033-2. $37.50. 

LJ Mind/Body and the 

Psychotherapeutic Process 

Paul H. Feldman, M.D., and Miltiades 
Zaphiropoulos, M.D., Moderators. An 
exploration of the clinical and therapeutic 
significance of the biological and physio- 
logical changes measured in both members 
in a therapeutic encounter. Three 1-hour 
tapes. 9A1-034-2. $37.50. 

L] Chronic Depressions 

Hagop S. Akiskal, M.D., and Gerald L. 
Klerman, M.D., Moderators. A review of 
phenomenologic, natural history, familial 
and etiologic aspects of chronic depressions 
in relation to treatment. Three 1-hour 
tapes. #AT-035-2. $37.50. 

C Clinical Applications of Neurobiology 
in Psychiatry 

Steven D. Targum, M.D., Moderator. An 















exploration of neurobiological techniques 
anc approaches in the assessment of 
psychiatric patients that may have clinical 
relevance in psychiatry today. Three 1-hour 
tapes. FAT-036-2, $37.50. 

i DSM-HI Debate Tape 

John C. Nemiah, M.D., Moderator. Five 
noted authorities discuss the controversial 
DSM-III diagnostic classification criteria 
anc codes. Two i-hour tapes. 4AT-037.2. 
$18.00. 

Note: Expenses for professional educational 
materials are tax deductible. Credit earned from | 
listening to these tapes may be claimed in Care- 
gory V of the Physician's Recognition Award of 
the American Medical Association and in Cate- 
gory H for the CME requirement of the APA 


LJ Please send me the 3 tapes | have 

checked above at a 15% discount price 
of $95. 

LJ Please send me all 11 tapes, plus the 
DSM-III Debate tape, for $350 (an $80 
saving). 


Amount of Order 

Shipping & Handling 

Total Amount 

All orders must be prepaid. 
(Please make check payable co 
American Psychiatric Press, Inc.) 


Charge my order to: (must be over $44) 
L] MasterCard Li VISA 


Account No. 


ExprauonDate 0 0 4$ 


{ine} engri 
orci p a "P 
Please send my tapes to: 


Name, LLL 


Address |... 


Nee eer MMAR A MH ANTE niri ESA OM dat en e t SE tte Lei As A rece V SPIRI Poi 


E REN 
P y Mail to: 
Am Erkan American Psychiatrie Press 
Order Dept. 


pA chiatric E1400 K Sree, N W, 
ress |. Washingson. D.C. 20005 






Or call toll-free 1-800-368-5777 (in Washington, 

D.C., call 797-4996). Have your MasterCard or 

VISA order ready! 

Prices effective Jan. 1, 1983, and subject co change 

without notice. LHOS-A 
& 1983. American Foyda Press, inc. 





Depressive symptoms, when existing with clinical 
anxiety, can be an added burden to many patients. 
Because. in addition to their feelings of excessive 
tension and nervousness, they must cope with 

their simultaneous feelings of sadness, blueness, or 
loneliness. And the number of patients experiencing 
depressive symptoms with clinical anxiety Is 
extremely high. 

In a controlled clinical study of 1.168 patients 
diagnosed as having moderate to severe anxiety. 
over 7095 also exhibited a moderate to severe 
depressed mood as elicited on the Ha milton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale.a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely. self-blame, and difficulty making 
decisions" 


XA AXRELIEVESCLI ICALANXIETY 
WITH DEPRESSIVE SYMPTOMS. 


XANAX, the first tnazolobenzodiazepine, is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety, 
XANAX Tablets have been found to be significantly 
more effective (p-0.001 ) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


E Intermediate half-life of 
12 to 15 hours 

E Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
studies* 

@ No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth. 
constipation, tremort 

lil No reports of symptomatic postural 
hypotension or cardiovascular toxicity* 

ill Documented 16-week effectiveness with no 
appreciable increase in dosage from week 4 to 
week 16t 

E Simple dosage—025 to 05 mg tid. 














"Cohn JB: | Clin Psychiatry 42(9)347-351. 1981 
tData on file The Upjohn Company 


sae 


US mig 
Tablets 


3r The Upjohn C mpan Please see next page for brief summary 
Ka amao Michigar 49001 prescribing information. ©1982 rhe "Up 





XANAX* Tablets © 
(alprazolam! 


CONTRAINDICATIONS 
Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angle glaucoma. 
WARNINGS 
Not of value in psychotic patients. Caution patients against hazardous 
occupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 
Benzodiazepines can cause fetal harm in pregnant women. Warn 
patients of the potential hazard to the fetus. Avoid during the first 
trimester 
PRECAUTIONS 
General: if XANAX is combined with other psychotropics or anti- 
convulsant drugs. consider drug potentiation. Exercise the usuai precau- 
tions regarding size of the prescription for depressed or suicidal patients 
in elderly and debilitated patients. use the lowest possible dosage. 
Observe the usual precautions in treating patients with impaired renal 
or hepatic function 
information for Patients: Alert patients about (a) consumption of alcchol 
and drugs (bi possible fetal abnormalities. (c) operating machinery or 
driving (di not increasing dose of the drug due to risk of dependence. 
(ej not stopping the drug abruptly. Laboratory Tests. Not ordinarily required 
in otherwise healthy patients. Drug Interactions: Additive CNS depressant 
effects with other psychotropics, anticonvulsants, antihistamines. ethanol 
and other CNS depressants. Pharmacokinetic interactions with benzo- 
diazepines have been reported. Drug/Laboratony Test interactions. No 
consistent pattern for a specific drug or specific test. Carinogenesis. 
Mutagenesis, Impairment of Fertility: No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Warnings. Nonteratogenic Effects. The child 
bom of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity. Labor and Delivery: No estab- 
lished use. Nursing Mothers: Benzodiazepines are excreted in human milk. 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 
ness in children below the age of 18 have not been established 


ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and 
usually disappear with continued medication. In the usual patient. the 
most frequent side effects are likely to be an extension of the pharma- 
cological activity of XANAX e.g. drowsiness or lightheadedness. 

Central Nervous System: Drowsiness, lightheadedness. depression. 
headache. confusion, insomnia, nervousness. syncope. dizziness. 
akathisia. and tiredness/sleepiness. 

Gastrointestinal. Dry mouth. constipation, diarrhea, nausea; vomiting, and 
increased salivation. 

Cardiovascular. Tachycardia/palpitations. and hypotension. 

Sensory. Blurred vision. 

Musculoskeletal. Rigidity and tremor 

Cutaneous. Dermatitis/allergy 

Other Side Effects: Nasal congestion, weight gain, and weight loss. 

In addition. the following adverse events have been reported with the 
use of anxiolytic benzodiazepines: dystonia. imitability concentration 
difficulties. anorexia. loss of coordination. fatigue. sedation. slurred 
speech, jaundice. musculoskeletal weakness. pruritus. diplopia. dysarthria, 
changes in libido. menstrual irregularities. incontinence and urinary 
retention. 

Paradoxical reactions such as stimulation. agitation. increased muscle 
spasticity, sleep disturbances. and hallucinations may occur Should 
these occur discontinue the drug. 

During prolonged treatment. periodic blood counts. urinalysis, and 
blood chemistry analyses are advisable. Minor EEG changes. of unknown 
significance. have been observed. 

DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence: Withd rawal symptoms have occurred 
following abrupt discontinuance of benzodiazepines. After prolonged 
therapy dosage should be tapered. Controlled Substance Class: XANAX is 
a controlled substance and has been assigned to schedule IV 

CAUTION: FEDERAL LAW PROHIBITS DISPENSING WITHOUT 
PRESCRIPTION. BS-1 


| Upjohn | THE UPIOHN COMPANY 
Kalamazoo, Michigan 49001 USA 
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MOVIN 


PLEASE NOTIFY US 
6 WEEKS IN ADVANCE 


MEMBERS: This notification will change 
your address (and/or name) for the 
AMERICAN JOURNAL OF PSYCHIATRY, 
PSYCHIATRIC NEWS, and al! member- 
wide APA mailings. 


SUBSCRIBERS: Please notify each 
publication separately. 


FORMER ADDRESS: 







PASTE LABEL HERE 


NEW ADDRESS and/or NAME: 





NAME 

DEPARTMENT ^ 
ORGANIZATION Inn 
STREET n 
CITY  — — — STATE ZP 


APA MEMBERS MAIL TO: 


APA Division of Membership Services 

and Studies 

AMERICAN PSYCHIATRIC ASSOCIATION 
1400 K Street, N.W. 

Washington, D.C. 20005 


SUBSCRIBERS MAIL TO: 


APA Circulation Department 

AMERICAN PSYCHIATRIC ASSOCIATION 
1400 K Street, N.W. 

Washington, D.C. 20005 








Director of 
Child Psychiatry 


The University of Massachusetts Medical School De- 
partment of Psychiatry is seeking a Director of Child 
Psychiatry. The child services consist of four major 
parts: an 8-bed inpatient unit, an outpatient unit, a 
consuitation/Tiaison service, and a community service. 
Academic staff can be increased through various 
contractual arrangements, grants, and the developing 
of affiliations with neighboring institutions that provide 
child services. The candidates for the chief of child 
psychiatry should have clinical, teaching, and admini- 
strative skills. Research interests would be welcomed 
and supported. The University of Massachusetts is locat- 
ed in Worcester, MA, one hour from downtown Boston. 


Send resumes to: Aaron Lazare, M.D., 
Department of Psychiatry 


University of Massachusetts 
Medical Center 


55 Lake Avenue Morth 
Worcester, MA O1605 








An affirmative actiorv equal opportunity employer 





. THE HADASSAH MEDICAL 
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Send applications and enquiries, 
accompanied by curriculum vitae and 
list of publications to Director General, 
Hadassah Medical Organization, Kir- 
yat Hadassah, P.O.B. 12000, Jerusalem, 
israel 91 120 until September 1, 1983. 


Career 








Nova Scotia 
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Nova Scotia 
Hospital 
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The Nova Scotia Hospital requires two psychiatrists i 
the principal psychiatric resource and referral center for 
Nova Scotia. The Hospitat provides a full range of gene 
psychiatric services for the entire Province and also hag a 
oping community mental health program for is immediate environs 
including outpatient services and a Day Hospital 

This fully accredited Hospital is located in the City of 
(population 65,000) which s part of the Halifax-Dartmouth 
Area. Its location offers an ideal blend of moderate pace on 
East with a wide range of cultural, educational, recreation gat 
and conveniences of urban living. In addition, the temperate chmate 
enhances the quality of lifa. 

The Hospital is affiliated with Dalhousie Medical Schoo! and I 
psychiatric staff of 18 provdes an atmosphere of professional 
tion and growth. Academic appointments are possible for suittab 
didates and there is scope for limited private practice for full-time nsi 
chiatrists. 

Candidates must have Canadian Fellowship or equivalant qualifica 
tions. Assistance with licensure in the Province of Nova & 
vided. Benefits include a maximum Salary of $68,075 (unc 











from the first year, statutory holidays, sick leave benefits. group ive 





MER BEA RAIAN pog? (ato) -N MODA DINE NEA sr Se I 


VETERANS ADMINISTRATION MEDICAL CENTER, 
MURFREESBORO, TENNESSEE, HAS AN OPENING POR A 
CERTIFIED PSYCHIATRIST. THE PSYCHIATRY SERVICE HAS 
315 BEDS AND A LARGE OUTPATIENT DEPARTMENT. AND: 
UTILIZES A FULL RANGE OF TREATMENT MODALITIES 
AFFILIATED WITH MEHARRY MEDICAL COLLEGE. 


BOARD 


PRIMARY RESPONSIBILITIES WILL BE DIRECT CLINICAL 
IN THE OUTPATIENT AREA AND PARTICIPATION IN THE 
RESIDENT/MEDICAL STUDENT TEACHING PROGRAM ILL 
ASSIST IN CHANGING PRESENT PROGRAMS AND DEVELOPING 
NEW ONES TO IMPROVE THE QUALITY OF PATIENT CARE 

AND TO ENHANCE THE TEACHING PROGRAM. SOME 
ADMINISTRATIVE DUTIES INCLUDED. RESEARCH 
ENCOURAGED. 


i. AMI t 





INCOME (SALARY PLUS VA PHYSICIAN BONUS) UP TO $7 AX 
DEPENDING UPON QUALIFICATIONS. SCHEDULED T: 3t 
DUTY IS 40 HOURS PER WEEK. ON CALL APPROXIM/ 
ONE NIGHT PER MONTH. THIRTY DAYS ANNUAL L 3 
FIFTEEN DAYS SICK LEAVE PER YEAR. FULL BENEFIT PACKAGE. 
CURRENT LICENSE AND REGISTRATION IN A STATE. 
TERRITORY OR COMMONWEALTH OF THE UNITED 
DISTRICT OF COLUMBIA REQUIRED. EQUAL OPPOR 
EMPLOYER. 









MURFREESBORO IS A COMMUNITY OF APPROXIMATELY 3 
LOCATED IN THE BEAUTIFUL MIDDLE TENNESSEE 







IN NASHVILLE. ABUNDANT OUTDOOR RECREATIONAL —— 
ACTIVITIES AVAILABLE. MILD CLIMATE. 


IF INTERESTED, WRITE SAM LOWY, M.D., CHIEF, 


MURFREESBORO, TN 37130 OR CALL (615) 893.1360. 
EXT. 3543. 
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Emerging ~es 
from depression 


= Improvement may be evident as early as - 
the first week of therapy. Optimal antidepressant 
effect may not be evident for 2-3 weeks. 





= Rapid relief of anxiety, 
sleep disturbances and somatic 
symptoms occurs as antidepressant 
action begins. 





*The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. og 

+The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. 
For a brief summary of Sinequan prescribing information including adverse reactions, 
please see the following page of this advertisement. 


© 1982, Pi 








ressant 
effectiveness with a 


single h.s. dose’ 


~ SINEQUAN 


doxepin HC) 


150-mg, .100-mg, 75- -mg, 50-mg, p -Mg 
and 10-mg CAPSULES and ORAL CONCENTRATE 
10 mg/ml, 120-ml (4 oz) bottles 





ROeRIG d 


A division of Pfizer Pharmaceuticals 





SINEQUAN (doxepin HCl) 


Reference: 1. Barranco SF, Thrash ML, Hackett E, Frey J. et al (Phizer Pharmaceuticals, Pfizer 
inc, New York, N.Y): Early onset of response to doxepin treatment J Clin Psychiatry 
40:265-269, 1979. 


BRIEF SUMMARY 

SINEQUAN? (doxepin HC!) Capsules/Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hypersen- 
id to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept in 
mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
illness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

sage in Gerlatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

Usage In Pregnancy: Reproduction studies have been performed in rats, rabbits, mon- 
keys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is not known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAO Inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: it should be borne in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that their response to 
alcohol may be potentiated. 

Since suicide is an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the 
early course of therapy. Prescriptions should be written for the smallest feasible amount. 

Should increased symptoms of psychosis or shift to manic symptomatology 

occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage 
regimen. 
A e Reactions, NOTE: Some of the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. 

Anticholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have 
been reported. If they do not subside with continued therapy, or become severe, it may be 
necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side 
effects are confusion, disorientation, hallucinations, numbness, paresthesias, ataxia, and 
extrapyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
teported occasionally. 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophilia has been reported in a few patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis, leukopenia, 
thrombocytopenia, and purpura. 

Gastrointestinal: Nausea, vomiting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic effects.) 

Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- 
ment of breasts and galactorrhea in the female, raising or lowering of blood sugar levels have 
been reported with tricyclic administration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatigue, weakness, flushing, jaun- 
dice, alopecia, and headache have been occasionally observed as adverse effects. _ 
Dosage and Administration. For most patients with illness of mild tó moderate severity, a 
starting daily dose of 75 mg is recommended. Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual response. The usual op- 
timum dose range ts 75 mg/day to 150 mg/day. 

In more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. 

In patients with very mild symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been controlled on doses as 
low as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be given on a divided or once-a-day para 
schedule. If the once-a-day schedule is employed the maximum recommended dose is 150 
mg/day. This dose may be given at bedtime. The 150 mg capsule strength Is intended for 
maintenance therapy only and is not recommended for initiation of treatment. 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 

Overdosage. 
A. Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 

2. Severe: Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias 
and tachycardias. 

Also: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ileus), 
hyperthermia (or hypothermia), hypertension, dilated pupils, hyperactive reflexes. 

B. Management and Treatment 

1. Mild: Observation and supportive therapy is all that is usually necessary. 

2. Severe: Medical management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. If the patient is conscious, gastric lavage, with appropriate precautions 
to prevent adea aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway should be established in 
comatose patients and assisted ventilation used if necessary. EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 
rhythmias should be treated with the appropriate antiarrhythmic agent. It has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant Pany how- 
ever, barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis 
generally are not of value in the management of overdosage due to high tissue and protein 
binding of SINEQUAN. 


More detalled professional information avallable on request. 


ROCRIG GD 


A division of Pfizer Pharmaceuticals 
New York, New York 10017 
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ARIE AMANTADINE HCI] 

In double-blind clinical studies,* SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 

These same studies confirm that SYMMETREL is 
comparable to Artane® (trihexyphenidyl HCl) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS. But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 

Efficacy. With less incidence of troublesome atropine- 
like side effects. And, therefore, more potential for 
patient compl lance. ous on fite, Endo Laboratories, Inc. 


HEMICALLY DISTINCT THERAPY 
FOR EPS 


Please see brief summary of prescribin g information. 
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[AMANIADINE HCI] 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 


INDICATIONS. Parkinson's Disease/Syndrome and Drug-induced Extrapyramidal Reac- 
tions: SYMMETREL is indicated in the treatment of idiopathic Parkinson's disease (Paral- 
ysis Agitans), postencephalitic parkinsonism, drug-induced extrapyramidal reactions, and 
symptomatic parkinsonism which may follow injury to the nervous system by carbon mon- 
oxide intoxication It is indicated in those elderly patients believed to develop parkinsonism 
in association with cerebral artenosclerosis. In the treatment of Parkinson's disease. 
SYMMETREL ts less effective than levodopa, (-)-3-(3.4-dihydroxyphenyl)-L-alanine, and its 
efficacy in comparison with the anticholinergic antiparkinson drugs has not yet been estab- 
lished. Although anticholinergic type side effects have been noted with SYMMETREL when 
used in patients with drug-induced extrapyramidal reactions, there is a lower incidence of 
these side effects than that observed with anticholinergic antiparkinson drugs. 
CONTRAINDICATIONS. SYMMETREL 1s contraindicated in patients with known hypersen- 
sitivity to the drug. 

WARNINGS. Patients with a history of epilepsy or other "seizures" should be observed 
closely for possible increased seizure activity 

Patients with a history of congestive heart failure or peripheral edema should be followed 
closely as there are patients who developed congestive heart failure while receiving 
SYMMETREL. 

Patients with Parkinson's disease improving on SYMMETREL should resume normal 
activities gradually and cautiously, consistent with other medical considerations. such as 
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Patients receiving SYMMETREL who note central nervous system effects or blurring of 
vision should be cautioned against dnving or working in situations where alertness is 
important. 

PRECAUTIONS. SYMMETREL (amantadine hydrochloride) should not be discontinued 
abruptly since a few patients with Parkinson's disease experienced a parkinsonian crisis, 
i.e.. a sudden marked clinical deterioration, when this medication was suddenly stopped. 
The dose of anticholinergic drugs or of SYMMETREL should be reduced if atropine-like 
effects appear when these drugs are used concurrently. 

The dose of SYMMETREL may need careful adjustment in patients with renal impair- 
ment, congestive heart failure, peripheral edema, or orthostatic hypotension. Since 
SYMMETREL is not metabolized and is mainly excreted in the urine, it may accumulate 
when renal function is inadequate. 

Care should be exercised when administenng SYMMETREL to patients with liver dis- 
ease, a history of recurrent eczematoid rash, or to patients with psychosis or severe psy- 
choneurosis not controlled by chemotherapeutic agents. Careful observation is required 
when SYMMETREL is administered concurrently with central nervous system stimulants. 

No long-term studies in ammals have been performed to evaluate the carcinogenic 
potential of SYMMETREL The mutagenic potential of the drug has not yet been determined 
in expenmental systems 

Pregnancy Category C: SYMMETREL (amantadine hydrochtoride) has been shown to 
be embryotoxic and teratogenic in rats at 50 mg/kg/day, about 12 times the recommended 
human dose. but not at 37 mg/kg/day. Embryotoxic and teratogenic drug effects were not 
seen in rabbits which received up to 25 times the recommended human dose. There are no 
adequate and well-controlled studies in pregnant women 

SYMMETREL should be used dunng pregnancy only if the potential benefit justifies the 
potential risk to the embryo or the fetus. 

Nursing Mothers: SYMMETREL is excreted in human milk. Caution should be exercised 
when SYMMETREL is administered to a nursing woman, 

Pediatric Use: The safety and efficacy of SYMMETREL in newborn infants, and infants 
beiow the age of 1 year have not been established 
ADVERSE REACTIONS, The most frequently occurring serious adverse reactions are: 
depression. congestive heart failure, orthostatic hypotensive episodes, psychosis, and uri- 
nary retention Rarely convulsions. leukopenia, and neutropenia have been reported. 

Other adverse reactions of a less serious nature which have been observed are the fol- 
lowing hallucinations. confusion. anxiety and irritability. anorexia, nausea, and constipa- 
tion, ataxia and dizziness (lightheadedness). livedo reticulans and peripheral edema 
Adverse reactions observed less frequently are the following vomiting; dry mouth: head- 
ache, dyspnea, fatigue. insomma. and a sense of weakness. Infrequently skin rash, slurred 
speech. and visual disturbances have been observed Rarely eczematoid dermatitis and 
oculogyric episodes have been reported 
DOSAGE AND ADMINISTRATION. Adult Dosage for Parkinsonism: The usual dose of 
SYMMETREL (amantadine hydrochlonde) is 100 mg twice a day when used alone. 
SYMMETREL has an onset of action usually within 48 hours. 

The initial dose of SYMMETREL ts 100 mg daily for patients with serious associated medi- 
cal ilinesses or who are receiving high doses of other antiparkinson drugs After one to sev- 
eral weeks at 100 mg once daily. the dose may be increased to 100 mg twice daily, if 
necessary 

Occasionally. patients whose responses are not optimal with SYMMETREL at 200 mg 
daily may benefit from an increase up to 400 mg daily in divided doses. However. such 
patients should be supervised closely by their physicians 

Patients initially deriving benefit from SYMMETREL not uncommonly experience a fall-off 
of effectiveness after afew months, Benefit may be regained by increasing the dose to 
300 mg daily Alternatively, temporary discontinuation of SYMMETREL for several weeks, 
follawed by reinitiation of the drug. may result in regaining benefit in some patients A deci- 
sion to use other antiparkinson drugs may be necessary 

Dosage for Concomitant Therapy: Some patients who do not respond to anticholiner- 
gic antiparkinson drugs may respond to SYMMETREL When SYMMETREL or anticholiner- 
gic antiparkinson drugs are each used with marginal benefit, concomitant use may 
produce additional benefit 

When SYMMETREL and levodopa are initiated concurrently, the patient can exhibit rapid 
therapeutic benefits SYMMETREL should be held constant at 100 mg daily or twice daily 
while the daily dose of tevodopa is gradually increased to optimal benefit 

When SYMMETREL is added to optimal well-tolerated doses of levodopa, additional 
benefit may result, including smoothing out the fluctuations in improvement which some- 
times occur in patients on levodopa alone Patients who require a reduction in their usual 
dose of levodopa because of development of side effects may possibly regain lost benefit 
with the addition of SYMMETREL 

Dosage for Drug-induced Extrapyramidal Reactions: Aduit The usual dose of 
SYMMETREL (amantadine hydrochloride) is 100 mg twice a day. Occasionally. patients 
whose responses are not optimal with SYMMETREL at 200 mg daily may benefit from an 
increase up to 300 mg daily in divided doses. 6043-10BSP 
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ome things are hard to improve upon. 


Like a fine oriental rug... 


and ‘Stelazine’. 


In the 25 years since ‘Stelazine’ was introduced, 
other antipsychotic agents have become available. 
None has demonstrated significantly greater overall 
efficacy or significantly fewer side effects than 
Stelazine in reducing target psychotic symptoms. 


Dependable, effective ‘Stelazine’ — a classic antipsychotic. 
From SK&E, pioneers in psychopharmacology. 





trifluoperazine HCI 


A Classic Antipsychotic 





Before prescribing, see complete pre- 
scribing information in SKXF CO. litera- 
ture or POR. The following is a brief 


summary. 






















indications 
Based on a review of this drug by the 
National Academy of Sciences — National 
Research Council and/or other informa- 
tion, FDA has classified the indications as 
follows: 


Effective: For the management of the mani- 
festations of psychotic disorders. 

Possibly effective: To control excessive | 
anxiety, tension and agitation as seen in 
neuroses or associated with somatic | 
conditions. 

‘Stelazine’ has not been shown effective in 
the management of behavioral complica. 
tions in patients with mental retardation. 
Final classification of the less-than-effective 
indications requires further investigation. 







Contraindications: Comatose or greatly 
depressed states due to C_N.S. depressants; 
blood dyscrasias; bone marrow depression; 
liver damage. 

Warnings: Generally avoid using in patients 
hypersensitive (e.g. blood dyscrasias, jaundice) 
to any phenothiazine, Caution patients about 
activities requiring alertness (e.g, operating 
vehicles or machinery), especially during the 
first few days’ therapy. ® 

Additive effect is possible with other C.N.S. 
depressants, including alcohol. 

Use in pregnancy only when necessary for 
patient s welfare. There is evidence that pheno 
thiazines are excreted in the breast milk of 
nursing mothers. 

Precautions: Use cautiously in angina. Avoid 
high doses and parenteral administration when 
cardiovascular system is impaired, Antiemetic 
effect may mask the signs of overdosage of 
other drugs or obscure diagnosis and treatment 
of certain physical disorders. Prolonged adminis- 


brand of 


tration of high doses may result in cumula- 

tive effects with severe C.N.S. or vasomotor 
symptoms. If retinal changes occur, discontinue 
drug. Agranulocytosis, thrombocytopenia, pan 
cytopenia, anemia, cholestatic jaundice, liver 
damage have been reported. Use cautiously in 
patients with glaucoma. 

Patients with a history of long term therapy 
with ‘Stelazine’ and/or other neuroleptics should 
be evaluated periodically for possible adjust. 
ment or discontinuance of drug therapy. Neuro- 
leptic drugs cause elevated prolactin levels that 
persist during chronic administration. Since 
approximately one-third of human breast can- 
cers are prolactin-dependent in vitro, this ele. 
vation is of potential importance if neuroleptic 
drug administration is contemplated in a pa- 
tient with a previously detected breast cancer 
Neither clinical nor epidemiologic studies to 
date, however have shown an association be- 
tween the chronic administration of neuro. 
leptic drugs and mammary tumorigenesis. 
Phenothiazines may diminish the effect of oral 
anticoagulants, Phenothiazines can produce 
alpha-adrenergic blockade. Concomitant ad- 
ministration of phenothiazines with propranolol 
results in increased plasma levels of both drugs. 
Phenothiazines may lower the convulsive thresh. 
old; dosage adjustments of anticonvulsants 

may be necessary. Patients should not receive 
‘Stelazine’ 48 hours before or 24 hours after 
myelography with the contrast medium 
metrizamide. 

Adverse Reactions: Drowsiness, dizziness, 
skin reactions, rash, dry mouth, insomnia, 
amenorrhea, fatigue, muscular weakness, ano- 
rexia, lactation, blurred vision. Neuromuscular 
(extrapyramidal) reactions: motor restlessness, 
dystonias, pseudo-parkinsonism, persistent 
tardive dyskinesia. 

Other adverse reactions reported with 
Stelazine (trifluoperazine HCl, SK&F) or 
other phenothiazines: Some adverse effects 
are more frequent or intense in specific dis- 
orders (e.g, mitral insufficiency or pheo. 
chromocytoma ). 
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Grand mal and petit mal convulsions: altered 
cerebrospinal fluid proteins; cerebral edema: 
prolongation and intensification of the action 
Of C.N.S, depressants, atrapine, heat, and 
organophosphorus insecticides; nasal conges 
tion, headache, nausea, constipation, obstips 
tion, adynamic ileus, priapism, inhibition of 
ejaculation; reactivation of psychotic processes. 
catatonic-like states; hypotension (sometimes 
fatal}; cardiac arrest; leukopenia, eosinophilia, 
pancy:openia, agranulocytosis, thrombocyo 
penic purpura, hemolytic anemia, aplastik 
anemia, jaundice, biliary stasis; menstrual irree 
ularities, galactorrhea, gynecomastia, false 
positive pregnancy tests; photosensitivity, 
itching, erythema, urticaria, eczema up to exío 
liative dermatitis; asthma, larvngeal edema, 
angioneurotic edema, anaphylactoid reactions, 
peripheral edema; reversed epinephrine effe: 
hyperpyrexia; mild fever after large LM. disse 
increased appetite; increased weight; a sys 
lupus erythematosus-like syndrome; pigmenman 
retinopathy; with prolonged administration ci 
substantial doses, skin pigmentation, epithe 
keratopathy, and lenticular and corneal depo 
EKG changes have been reported, but relatior 
ship tc myocardial damage is not confirmed. 
Discontinue long-term, high-dose therapy 
gradually. NOTE: Sudden death in patients 
taking phenothiazines (apparently due to car 
diac arrest or asphyxia due to failure of coug 
reflex ) has been reported, but no causal rela. 
tionship has been established, 

Supplied: Tablets, 1 mg. 2 mg, 5 mg, and 
mg, in bottles of 100; in Single Unir Fackas 
of 100 ! intended for institutional use on! 
Injection, 2 rng./ml.; and Concentrate 
for institutional use only), 10 mg 


SKSSF CO. 


Manufactured and distributed 
SK&F Co., Carolina, PR. 00630 
Stelazine* trademark licensed fri 
SmithKline Beckman Corporation 
ESKAE Co, 1983 
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from pathological 
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DEVELOPMENTAL-BEHAVIORAL 
PEDIATRICS establishes a theoretical 
framework of normal development, of 
potential stresses, and of troublesome 
outcomes. At the same time it offers a 
comprehensive survey of clinical dis- 
orders, development, behavior, and 
specific techniques for assessment, 
treatment, and follew-up. It includes 
actual tests and assessments, as well as 
treatments that have worked. 
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From crisis through recovery 
without excessive sedation. 


Mi Effective, rapid tranquilization 
with NAVANE® (thiothixene HCl) IM. 


L3 Gontinued long-term-improvement 
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Navane 


(thiothixene) (thiothixene HCI) 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane* (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, intramuscular: 2 mg/ml, 5 mg/ml 
Contraindications: Navane (thiothixene) is contraindicated in patients with circulatory col- 
lapse, comatose states, central nervous system depression due to any cause, and blood 
dyscrasias. Navane is contraindicated in individuals who have shown hypersensitivity to the 
drug. it is not known whether there is a cross-sensitivity between the thioxanthenes and the 
phenothiazine derivatives, but the possibility should be considered. 

Warnings: Usage in Pregnancy ~ Safe use of Navane during pregnancy has not been estab- 
lished. Therefore, this drug should be given to pregnant patients only when, in the judgment of 
the physician, the expected benefits from the treatment exceed the possible risks to mother 
and fetus. Animal reproduction: studies and clinical experience to date have not demonstrated 
any teratogenic effects. 

in the animal reproduction studies with Navane, there was some decrease in conception rate 
and litter size. and an increase in resorption rate in rats and rabbits, changes which have been 
similarly reported with other psychotropic agents. After repeated oral administration of Navane 
to rats (5to 15 mg/kg/day), rabbits (3to 50 mg/kg/day), and monkeys (1to 3 mg/kgiday) before 
and during gestation, no teratogenic effects were seen. (See Precautions.) 

Usage in Children — The use of Navane in children under 12 years of age is not recommended 
because safety and efficacy in the pediatric age group have not been established. 

As is true with many CNS drugs. Navane may impair the mental and/or physical abilities 
required for the performance of potentially hazardous tasks such as driving a car or operating 
machinery, especially during the first few days of therapy. Therefore, the patient should be 
cautioned accordingly. 

As in the case of other CNS-acting drugs, patients receiving Navane should be cautioned 
about the possible additive effects (which may include hypotension) with CNS depressants 
and with alcohol. 

Precautions: An antiemetic effect was observed in animal studies with Navane, Since this 
effect may also occur in man, it is possible that Navane may mask signs of overdosage of toxic 
drugs and may obscure conditions such as intestinal obstruction and brain tumor. 

in consideration of the known capability of Navane and certain other psychotropic drugs to 
precipitate convulsions, extreme caution should be used in patients with a history of convulsive 
disorders or those in a state of alcohol withdrawal since it may lower the convulsive thresho:d. 
Aithough Navane potentiates the actions of the barbiturates, the dosage of the anticonvulsant 
therapy should not be reduced when Navane is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in 
conjunction with other CNS depressants other than anticonvulsant drugs. 

Though exhibiting rather weak anticholinergic properties, Navane should be used with 
caution in patients who are known or suspected to have glaucoma, or who might be exposec to 
extreme heat, or who are receiving atropine or related drugs. 

Use with caution in patients with cardiovascular disease. 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmen- 
tation (fine lenticular pigmentation has been noted in a small number of patients treated with 
Navane for prolonged periods). Blood dyscrasias (agranulocytosis, pancytopenia, threm- 
bocytopenic purpura), and liver damage (jaundice. biliary stasis) have been reported with 
related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been re- 
ported in patients on Navane. 

Neuroleptic drugs elevate proiactin levels; the elevation persists during chronic adminisira- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these 
drugs is contemplated in a patient with a previously detected breast cancer. Although distur- 
bances such as galactorrhea, amenorrhea, gynecomastia, and impotence have been re- 
ported, the clinical significance of elevated serum prolactin levels is unknown for most patients. 
An increase in mammary neoplasms has been found in rodents after chronic administration of 
neuroieptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this ime. 

intramuscular Administration — As with all intramuscular preparations, Navane intramuscular 
should be injected well within the body of a relatively large muscle. The preferred sites are the 
upper outer quadrant of the Duttock (i.e, gluteus maximus) and the mid-latera! thigh. 

The deltoid area should be used only if well developed. such as in certain adults and o:der 

children, and then only with caution to avoid radial nerve injury. intramuscular injections should 
not be made into the lower and mid-thirds of the upper arm. As with ali intramuscular injections, 
aspiration is necessary to help avoid inadvertent injection into a blood vessel. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with 
Navane (thiothixene). However, since Navane has certain chemical and pharmacologic 
similarities to the phenothiazines, ail of the known side effects and toxicity associated with 
phenothiazine therapy shouid be borne in mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncope. in the 
event hypotension occurs, epinephrine should not be used as a pressor agent since a 
paradoxical further lowering of blood pressure may result, Nonspecific EKG changes have 
been observed in some patents receiving Navane. These changes are usually reversible and 
frequently disappear on continued Navane therapy. The incidence of these changes is lower 
than that observed with some phenothiazines. The clinical significance of these changes is not 
known. 

CNS effects: Drowsiness, usually mild, may occur although it usually subsides wtih continua- 
tion of Navane therapy. The incidence of sedation appears similar to that of the piperazine 
group of phenothiazines. but less than that of certain aliphatic phenothiazines. Hestlessness. 
agitation and insomnia have been noted with Navane (thiothixene). Seizures and paradoxical 
exacerbation of psychotic symptoms have occurred with Navane infrequently. 

Hyperreflexia has been reported in infants delivered from mothers having received structu- 
ally reiated drugs. 

in addition, phenothiazine derivatives have been associated with cerebral edema and 
cerebrospinal fluid abnormalities. 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia nave 
been reported. Management of these extrapyramidal symptoms depends upon the type and 
severity. Rapid relief of acute symptoms may require the use of an injectabie antiparkinson 
agent. More slowly emerging symptoms may be managed by reducing the dosage of Navane 
and/or administering an oral antiparkinson agent. 





Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may 
appear in some patients on long term therapy or may Occur after drug therapy has been 
discontinued. The risk seems to be greater in elderly patients on high-dose therapy, especially 
females. The symptoms are persistent and in some patients appear to be irreversible. The 
syndrome is characterized by rhythm:cal involuntary movements of the tongue, face, mouth or 
jaw (e.g., protrusion of tongue, puffing of cheeks, puckering of mouth, chewing movements). 
Sometimes these may be accompaniad by involuntary movements of extremities. 

There is no known effective treatment for tardive dyskinesia, antiparkinsonism agents usually 
do not alleviate the symptoms of this syndrome. It is suggested that all antipsychotic agents be 
discontinued if these symptoms appear. 

Should it be necessary to reinstitute treatment, or increase the dosage o! the agent, or switch 
to a different antipsychotic agent, the syndrome may be masked. 

it has been reported that fine vermicular movements of the tongue may be an early sign ofthe 
syndrome and if the medication is stcpped at that time, the syndrome may not develop. 

Hepatic effects: Elevations of serum transaminase and alkaline phosphatase, usually tran- 
sient, have been infrequently observed in some patients. No clinically confirmed cases of 
jaundice attributable to Navane have been reported. 

Hematologic effects: As is true with certain other psychotropic drugs. leukopenia and 
leukocytosis. which are usually transient, Can occur occasionally with Navane. Other anti- 
psychotic drugs have been associated with agranulocytosis, eosinophilia, hemolytic anemia, 
thrombocytopenia and pancytopenia. 

Allergic reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis 
have been reported with Navane. Undue exposure fo sunlight should be avoided. Although not 
experienced with Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) 
have been reported with certain phenothiazines. 

Endocrine disorders: Lactation, moderate breast enlargement and amenorrhea have oc- 
curred in a small percentage of females receiving Navane. if persistent, this may necessitate a 
reduction in dosage or the discontiruation of therapy. Phenothiazines have been associated 
with false positive pregnancy tests, gynecomastia. hypoglycemia, hyperglycemia, and 
glycosuria. 

Autonomic effects: Dry mouth, blurred vision, nasal congestion, constipation, increased 
sweating. increased salivation, and impotence have occurred infrequently with Navane 
therapy. Phenothiazines have been associated with miosis, mydriasis, and adynamic ileus. 

Other adverse reactions: Hyperpyrexia, anorexia, nausea, vomiting. diarrhea, increase in 
appetite and weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between 
phenothiazine therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

NOTE: Sudden deaths have occasionally been reported in patients who have received 
certain phenothiazine derivatives, In some cases the cause of death was apparently cardiac 
arrest or asphyxia due to failure of the cough reflex. In others, the cause could not be 
determined nor could it be established that death was due to phenothiazine administration. 
Dosage and Administration: Dosage of Navane should be individually adjusted depending on 
the chronicity and severity of the cordition. in general, smail doses should be used initially and 
gradually increased to the optimal effective level, based on patient response. 

Some patients have been successfully maintained on once-a-day Navane therapy. 

Usage in children under 12 years of age is not recommended because safe conditions for its 
use have not been established. 

Navane Intramuscular Solution: Navane For Injection — Where more rapid control and treat- 
ment of acute behavior is desirable, the intramuscular torm of Navane may be indicated. it is 
also of benefit where the very nature of the patient's symptomatology, whether acute or chronic, 
renders oral administration impractical or even impossible. 

For treatment of acute symptomatology or in patients unable or unwilling to take oral 
medication, the usual dose is 4 mg of Navane Intramuscular administered 2 to 4 times daily. 
Dosage may be increased or decreased depending on response. Most patients are controlled 
on a total daily dosage of 16 to 20 mg. The maximum recommended dosage is 30 mg/day. An 
oral form should supplant the injectable form as soon as possible. It may be necessary to adjust 
the dosage when changing from che intramuscular to oral dosage forms. Dosage recom- 
mendations for Navane (thiothixene) Capsules and Concentrate appear in the following para- 
graphs. 

Navane Capsules: Navane Concentrate — in milder conditions, an initial dose of 2 mg three 
times daily. If indicated, a subsequent increase to 15 mg/day total daily dose is often effective, 

in more severe conditions, an inital dose of 5 mg twice daily. 

The usual optimal dose is 20 to 30 mg daily. If indicated, an increase to 60 mg/day total daily 
dose is often effective. Exceeding a total daily dose of 60 mg rarely increases the beneficial 
response. 

Overdosage: Manifestations include muscular twitching, drowsiness, and dizziness. Symp- 
toms of gross overdosage may include CNS depression, rigidity, weakness, torticollis, tremor, 
salivation, dysphagia, hypotension. disturbances of gait, or coma. 

Treatment: Essentially is symptornatic and supportive. For Navane oral, early gastric lavage 
is helpful. For Navane oral and intramuscular, keep patient under careful observation and 
maintain an open airway, since involvement of the extrapyramidal system may produce dys- 
phagía and respiratory difficulty ir severe overdosage. If hypotension occurs, the standard 
measures for managing circulatory shock should be used (1.V. fluids and/or vasoconstrictors.) 

it a vasoconstrictor is needed, levarterenol and phenylephrine are the most Suitable drugs. 
Other pressor agents, including epinephrine, are not recommended, since phenothiazine 
derivatives may reverse the usual pressor action of these agents and cause further lowering of 
the blood pressure. 

if CNS depression is present and specific therapy is indicated, recommended stimulants 
include amphetamine, dextroamphetamine, or caffeine and sodium benzoate. Stimulants that 
may cause convulsions (e.g. picrotoxin or pentylenetetrazol) should be avoided. Extrapyrami- 
dal symptoms may be treated with antiparkinson drugs. 

There are no data on the use of peritoneal or hemodialysis, but they are known to be of little 

value in phenothiazine intoxication. 
How Supplied: Navane (thiothixens) is available as capsules containing 1 mg. 2 mg, 5 mg, and 
10 mg of thiothixene in bottles of 100, 1,000, and unit-dose pack of 100 (10 x 10's). Navane is also 
available as capsules containing 2) mg of thiothixene in bottles of 100, 500, and unit-dose pack 
of 100 (10 x 105). 

Navane (thiothixene hydrochloride) Concentrate iS available in 120 ml (4 oz.) bottles with an 
accompanying dropper calibrated at 2 mg, 3 mg. 4 mg. 5 mg, 6 mg, 8mg. and 10 mg. and in 30 
ml (1 02.) bottles with an accompanying dropper calibrated at 2 mg, 3 mg. 4 mg. and 5 mg. 
Each mil contains thiothixene hydrechioride equivalent to 5 mg of thiothixene. Contains alcohol, 
U.S.P 7.096 v/v (small loss unavoidable). 

Navane (thiothixene hydrochloride) Intramusculagsolution is availabie in a 2 ml amber glass 
vial in packages of 10 vials. Each mI contains thiothixene hydrochloride equivalent to 2 mg of 
thiothixene, dextrose 5% w/v, benzyl alconol 0.9% wiv and propyl gallate 0.02% w.v. 

Navane (thiothixene hydrochlor:de) Intramuscular For Injection is available in amber glass 
vials in packages of 10 vials. When reconstituted with 2.2 mi of Sterile Water for Injection*each 
mi contains thiothixene hydrochloride equivalent to 5 mg of thiothixene, and 59.6 mg of 
mannitol. The reconstituted solution of Navane Intramuscular For Injection may be stored for 48 
hours at room temperature before discarding. 


For additional information on Navane, please consult your Roerig representative or write to: 
Roerig Medical Department, 235 East 42nd Street, New York, NY 10017. 
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The "Burnout" Syndrome 


Burnout, which emerged as a recog- 
nized medical syndrome some ten years 
ago, is characterized by exhaustion on 
all levels — physical, emotional and atti- 
tudinal. Research has shown that both 
physicians and pharmacists are more 
prone than the general public to stress 
and burnout because of heavy profes- 
sional and emotional demands intrinsic 
to their occupations. Failure to recog- 
nize the insidious signs of impending 
burnout and to take the steps neces- 
sary to alleviate the high level of contin- 
ual pressures may culminate in 
impaired performance, fatigue, insom- 
nia, depression, increased susceptibil- 
ity to physical illnesses, alcoholism. 
chemical addiction and even suicide." 

The following quick self-test devel- 
oped by an Atlanta psychiatrist, Dr. 
Alfred Messer,' will help you determine 
if you have the symptoms often asso- 
ciated with an impending burnout 
syndrome. 

Of course, everyone experiences 
one or more of these symptoms at one 
time or another, and usually they will 
pass, but "warning signals should not 
be ignored; says psychiatrist Dr. 
Charles Carluccio, who is involved in 
his hospital's stress-related disorder 
center. ' 

References 
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If you would like further informa- 
tion on the "burnout" syndrome in the 
health-care professional, causes and 
management, ask your Roche repre- 
sentative or write to me: Bruce H. 
Medd, M.D., Assistané Vice President 
and Director, Professional and Market- 
ing Services, Roche Laboratories, Divi- 
sion of Hoffmann-La Roche Inc., Nutley, 
New Jersey 07110. 


Roche Laboratories 
Division of Hoffmann-La Roche Inc. 
Nutley, New Jersey 07110 


Check your own burnout potential 


First, add up the points for each symptom you circle. Then, in 
the section that asks "How long?;' add one point if you've experi- 
enced the symptom for weeks, two if it has gone on for months and 
three if you've had the symptom over a year. In the second column, 
add one point if you experience a symptom sometimes. two i! fre- 
quently and three if constantly. Finally, score the intensity of symp- 
toms with one point for mild, two for moderate and three for severe. 

Then add up the total. 

20-56: This range indicates a possible problem. If marks are 
primarily in the physical category, it could be a health problem. 

57-103: This range indicates a definite problem with work and 
attitude, especially if marks are fairly equally distributed between 
the physical, personal and behavioral categories. 

Above 103: Danger range. Treatment recommended. 


PHYSICAL 
SYMPTOMS 


Fatigue 
Insomnia 
Headache 
Backache 
GI problems 
Weight loss or gain 
Shortness of breath 
Lingering cold 
PERSONAL 

Bored 3 
Restless 2 
Stagnating 3 
Rationalizing 4 
Feeling indispensable 5 
Obsessed 5 
Depressed 3 


BEHAVIORAL 


Irritable 


Unable to enj y or 
compliment colleagues’ 
successes 


Cynical 

Defensive 
Faultfinding 
Dependent on alcohol 5 
Dependent on drugs 5 


A 


A AO A 


Subtotals "e 















Howlong? How often? How intense? 
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In your practice you have 
seen the victims of the “half 
life" that is agoraphobia; you 
have noted their panic 
attacks, their self-imposed 
“house arrest.” A clinical 
study ‘and case reports?? 
have shown that mono- 
ne oxidase Es vut 

p support patients throug 
phobic anxiety while they 
are learning to cope, guided 
| nseling. : 


NARDIL* (phenelzine sulfate, USP) 
provides a valuable choice of 
therapy in defined subpopulo- 
tions of depressed patients 
("atypical “nonendogenous, ” 
or “neurotic,” with mixed anxiety 
and depression and phobic or 
hypochondriacal features). Nardil 
has not been found as useful for 
initial therapy in e jg 


+ 





ARDIL tohenelzine 


sulfare rablers, USP) 


Before prescribing, please see full prescribing information 
A Brief summary follows. 


INDICATIONS 


Nardi! has been found to be effective in depressed 
ponenrs clinically characterized as’ atypical,” “nonendog- 
enous, or neurotic.” These patients often have mixed 
anxiety and depression and phobic or hypochondriacal 
features There is less conclusive evidence of its usefulness 
with severely depressed patients with endogenous 
features 


Nardi! should rarely be the first anndepressant drug used 
Rather, it 15 more suitable for use with patients who have 
failed to respond to the drugs more commonly used for 
these conditions. Nardil has had considerable use m com- 
bination with dibenzozepine derivorives in treatment- 
resisranr patrenrs without a significant incidence of serious 
side effects. 


CONTRAINDICATIONS 


Nardil is contraindicated in panents with known sensitivity 
to the drug, pheochromocytoma, congeshve heart fail- 
ure, a hsrory of liver disease, or abnormal liver function 
rests. (See WARNINGS for other conditions ) 


The potentiation of sympathomimetic substances by MAO 
inhibitors may result in hypertensive crises (See WARN- 
INGS) therefore, parents taking Nardil should not be 

iven sympathomimetic drugs (including methyl dopa, 

-dopa. dopamine, and trypramine-containing sub- 
stances as well as epinephrine and norepinephrine); or 
foods with o high concentration of trypramine-conraining 
subsrances or tyramine (pods of broad beans, aged 
cheeses, beer, wines, pickled herring yogurt, liver, yeast 
extract) Excessive amounts of caffeine and chocolore 
can also cause hypertensive reactions 


Nardil should not be used in combinonon with some CNS 
depressants such os alcohol and narcotics (e g., meper- 
dine), death has been reported in panents who have 
received meperidine and Nardil concomitantly. Nardil 
should nor be administered together with or in rapid suc- 
cession to other MAO inhibitors because HYPERTENSIVE 
CRISES and convulsive seizures, fever marked sweating. 
exciranon delium, tremor, coma, and circulatory col- 
lapse may occur 


List of MAO Inhibitors 


Generic Name Trademark 
pargyline hydrochloride Euronyl (Abbott 
Laboratories) 


Eutron’ (Abbott 


pargyline hydrochloride 
Laboratories) 


and methyclothiazide 


furazolidone Furoxone" (Eato 
Laboratories) 
Isocarboxazid Marplan' (Roche) 
procarbazine Matulane^ (Roche) 
tranylcypromine Parnate (Smith Kline G 
French 
Laborarories) 


Patients taking Nardil should not undergo elective surgery 
requiring general anesthesia Also they should not be 
qiven cocaine or local anesthesia containing sympatho- 
mimetic vasoconstrictors. The possible combined hyporen- 
sive effects of Nardil and spinal anesthesia should be kept 
in mind Nardi should be discontinued ar least 10 days 
prior to elective surgery 


IMPORTANT 


Warnings The most serious reactions to Nardil involve 
cnanges in blood pressure 


Hypertensive Crises: The most important reaction osso- 
ciated with Nordi administranon is the occurrence of 
hypertensive crises, which have sometimes been fatal 


These crises are characterized by some or ali of the follow- 
Ing symptoms occipital headache which may radiate 
frontaliy, palpitanon, neck stiffness or soreness, Nausea, 
vomiting, sweating (sometimes with fever and some- 
nmes with cold, clammy skin), dilated pupils, and photo- 
phobia Either tachycardia or bradycardia moy be present 
and can be associated with constricting chest pain 


NOTE Intracranial bleeding has been reported in associa- 
rion with the increase in blood pressure 


Blood pressure should be observed frequently to detect 
evidence of any pressor response in all patients receiving 
Nardi! Therapy should be discontinued immediately upon 
the occurrence of palpitation or frequent headaches dur- 
ing therapy 


Recommended treatment in hypertensive crisis: If a 
hypertensive crisis occurs, Nardil should be discontinued 
immediately and therapy to lower blood pressure should 
be instituted immediately On the bass of ioni) evi- 
dence, phentolamine is recommended (The dosage 
reported for phentolamine is 5 mg intravenously.) Care 
should be taken to administer this drug slowly in order to 
avoid producing an excessive hypotensive effect. Fever 
should be managed by means of exrernal cooling. 


Warning to the patient: All patients should be warned 
against eating foods with high tyramine content (aged 
cheeses wines, beer pickled herring, broad bean pods, 
yogurt, iver yeost extract), any high protein food thot is 
aged or has undergone breakdown by putrefaction proc- 
ess 10 improve flavor is suspect of being able to produce 
a hypertensive crisis in patients faking MAO inhibitors; 
against drinking alcoholic beverages and against self- 
medication with certain proprietary agents such as co'd, 
hoy-fever or reducing preparations while undergoing 
Nardil therapy Beverages containing caffeine may be 
used in moderation. 


Patents should be instructed to report promptly the occur- 
rence of headache or other unusual symptoms. 


Concomitant Use with Tricyclic (Dibenzazepine) 
Derivatives 


If the decision is made to administer Nardil concurrently 
with other onnidepressant drugs, or within less than 10 
days after discontinuation of antidepressant therapy, the 
patient should be cautioned by the physician regarding 
the possibility of adverse drug interaction. 


List of Tricyclic (dibenzazepine derivative) Drugs 

Generic Name Trademark 

nortriptyline hydrochloride Aventyl" (Eli Lilly G Co.) 

ominpryline hydrochloride  Amitril* (Parke-Davis) 

amitripryline hydrochloride Elavil” (Merck Sharp G 
Dohme) 


amitriptyline hydrochloride Endep* (Roche) 


perphenazine and Etrafon” (Schering 
amitripryfine Corporation) 
hydrochloride 

perphenozine and Tiavil^ (Merck Sharp & 
amitriptyline Dohme) 
hydrochloride 

desipramine hydrochloride Norpramin* 


(Merrell-National) 


desipramine hydrochloride Pertofrane” (USV) 


Imipramine hydrochloride — Tofranil* (Geigy) 
doxepin Adapin" (Pennwalt) 
doxepin Sinequan” (Pfizer) 


Nardil should be used with caution in combination with 
antihyperrensive drugs, including thiazide diuretics, since 
hypotension moy result. MAO inhibitors including Nordd 
are contraindicated in parents receiving guanethidine. 


Use in Pregnancy: The safe use of Nardil during preg- 
nancy or lactation has not been established. The potential 
benefit of this drug, if used during pregnancy, lactation or 
in women of childbearing age, should be weighed 
against the possible hazard to the morher or fetus. 


Doses of Nardil in pregnant mice well exceeding the 
maximum recommended human dose have caused a 
significant decrease in the number of viable offspring per 
mouse In addition, the growth of young dogs and rats 
has been retarded by doses exceeding the maximum 
humon dose 


Use in Children: Nordil is not recommended for patients 
under 16 years of age, since there are no controlled stud- 
ies of sofery in this age group. 


Nardi, as with other hydrazine derivatives, has been 
reported ro induce pulmonary and vascular tumors in an 
uncontrolled hfetime study in mice. 


PRECAUTIONS 


in depressed parents, the possibility of suicide should 
always be considered and adequate precautions taken. 
It is recommended thot careful observations of patients 
undergoing Nardil treatment be maintained until control 
of depression is achieved. If necessary, additional! meos- 
ures (ECT hosprralization, etc.) should be instituted. 


All patients undergoing treatment with Nardil should be 
closely followed for symptoms of postural hypotension. 
Hypotensive side effects have occurred in hypertensive as 
well as normal and hypotensive patients. Blood pressure 
usually returns fo pretrearment levels rapidly when the 
drug i$ discontinued or the dosage is reduced. 


Because the effect of Nardil on the convulsive threshold 
may be variable, adequate precautions should be raken 
when treating epilepric patients. 


Of the more severe side effects that have been reported 
with any consistency, hypomania has been the most com- 
mon. This reaction has been largely limited ro patients in 
whom disorders characterized by hyperkinetic symptoms 
coexist with, bur are obscured by, depressive affect; 
hypomania usually appeared as depression improved. 

If agitation is present, ir May be increased with Nardil. 
Hypomania and agitanon have also been reported at 
higher than recommended doses or following long-term 
therapy 


Nardil may cause excessive snmulanon in schizophrenic 
parents, in manic-depressive states ir may result ina 
Swing from a depressive to a manic phase. 


MAO inhibitors, including Nardil porentiate hexobarbiral 
hypnosis in animals. Therefore, barbiturates should be 
given ot a reduced dose with Nardil 


MAO inhibitors inhibit the destruction of serotonin and 
norepinephrine, which ore believed ro be released from 
tissue stores by rouwolfia alkaloids. Accordingly, caution 
should be exercised when rauwoifia is used concormi- 
tantly with an MAO inhibitor, including Nardil. 


There is conflicting evidence as to whether or not MAO 
inhibitors affect glucose metabolism or potentiate hypo- 
glycemic agents. This should be kept in mind if Nardil is 
administered in diabetics. 


ADVERSE REACTIONS 


Nardil is a potent inhibitor of monoamine oxidase. 
Because this enzyme is widely distributed throughout the 
body, diverse pharmacologic effects can be expected to 
occur When they occur, such effects tend to be mild or 
moderate in severity (see below), often subside as treat- 
ment continues, and can be minimized by adjusting dos- 
age; rarely ts it necessary fo institute counteracting 
measures or to discontinue Nardil. Common side effects 
include dizziness, constipation, dry mouth, postural hypo- 
tension, drowsiness, weakness and fatigue, edema, gas- 
troinrestinol disturbances, tremors, rwirching and 
hyperreflexia. 


Less common mild to moderate side effects, some of 
which have been reported in a single patient or by a 
single physician, include blurred vision, glaucoma, sweat- 
ing, skin rash, jittenness, palitalia, urinary retention, 


euphoria, nystagmus sexual c st. ° 


hypernarremio 

Although reporred less frequer "ty tr 
once, additional severe side e'e ` 
shock-like coma, edema of the gc ° i 


tory and cardrovasculor depre s cr ‘ 
penio, toxic delr um reversbio i. 
corvulsions, acute anxiety reo. fit * 
schizophrenia To dare fatal prog . 
hecatocellular damage hos berr i 
por ents. 


DOSAGE AND ADMINISTRATION 


Initial dose: the usual starting c 3st te 
(15 mg} three tires o day 


Early phase treatment: dosag? -P 

least fo mg per coy ata fory x 

patent tolerance Ir moy be re c 

age up to 90 mg per doy to ob "a y 
non Mony panerts do not sho» c 

treatment ot 60 mg has been or 

weeks. 


Maintenance dose: after maxiru 7 

achieved, dosage should be ree : è 
weeks Maintenance dose mo, bo . d 
mg. a day or eve-y other day aae 

for cs long as is required 


OVERDOSAGE 


Note—For management of hypertes: + AP d 
Warnings. 

Accidenral or inrentional overd. so ^ 

mor in ponents who are depe e. 

bered thar muinpla drugs and . 
been ingested 


Depend ng on rhe amount of c. e ^ d 
varying and mixed clinical pch se ^ 
ing sgns and symptoms of ceat al ` j 
card ovascular stimulation and 2 3 

symptoms may be absent or m "n 

12-hour period following ingest ur . 
sowy thereafter, reaching à mu 

Death has been reported follow nc 

fore, Immediate hospiralizanion w ° 
observation and monitoring the ic 

essential 


Signs and symptoms of overdas. gc 

or in combination. any of the fo ov. 

ness, faintness. irrrrabiliry hyperco fh. 

heacache, halluctranons, mismo. c; 

sions and coma, rapid and irec J'c* "noc 
hyporension and vascular collag © ; n. 
ratory depression and failure hyve, r 
and cool clammy skin 


Intensive sympromaric and suppor. . 
required Inductior of emesis or iQ ^ ut 
lator of charcoal surry may be "e ^ A. 
ing, provided rhe cirway has beon < 3 
ospiranon, Signs and symproms . *c 
simu ation including convulsion. s 1 
diazepam, given sowly intraver a . 2 


derivatives and central nervous * /s7 
be avaided. Hyporensiton and v.c 
be treated with intravenous filu'a. c ^ x 
pressure titration w th on intrave ^2. r 
pressor agent it shouid be noted rì 
may produce a merkedly increo 2x 


Respiration should be supported ^y ^ 

ures, including maragement ofto: . ' 
mental oxygen, and mechanica vc 

as recuired 


Body temperature should be merr 
mancgementr of hyperpyrexia mn ny * 
nance of fluid and electrolyte ba ac 


There ore no data cn the ferhal eos i 
physiclogic effects cf massive ovc c : 
several days, snee the drug acti! y « 
enzyme systems. W th symptome’ c 


rm 


Jres, recovery from mild overdo*ag = r 
within 3 to 4 days 

Hemodialysis, pentcneal dialyss 30 * 

fusion may be of vclue in mass vc c. P 


cient data are not available to reso ^ 
use in these cases 


Toxic tlood levels of phenelzine fav > i 


lished, and assay methods ore no^ p c Y! ws 

roxicological use. 

HOW SUPPLIED 

Tablets—each orance-coated taboro * ^ ^". 
monogram and contains phenelz ^e ER 


^5 mg of phenelzine base borte: ot ' 
24). Store berween 15*-30?* C (59. 8t 


U.S. Parent 3,314,855 


PARKE-DAVIS 


Civ of Warner-Lambert Co 
Morris Plains, NJ C7950 USA 
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Upjohn Please see next page for brief summary 
of prescribing information. 





Goal 1: Improved Sleep Goal 2: Daytime Alertness 


Better initiation Better Morning 
and Maintenance and Daytime 
Sleep Alertness 













of 





M Halcion was found to initiate sleep in insomniac patients @ Halcion has the shortest half-life of any benzodiazepine 
within 174 minutes after ingestion. derived sleep medication. 
m Peak serum concentration occurs at 1.3 hours. m In controlled studies, Halcion treated patients demonstra 


significantly better morning and daytime alertness tha 


m Patients receiving Halcion were found to have 56.9% flurazepam-treated patients. 


fewer nighttime awakenings (compared with baseline). 
m Within 24 hours following a single oral dose, Halc 


m Patients receiving Halcion slept longer each night of no longer detectable in the plasma 


therapy (an average of 36 minutes longer) in comparison 


WAN DORONG: ii Patients receiving Halcion should be caut | abr 
possible combined effects with alcohol and other CN 
depressants. 


no 


AT TUAE | 





.... TIME (HOURS) 4 8 12 16 
... RAPIDLY ABSORBED PROMPTLY EXCRETED 
__ FOR IMPROVED SLEEP FOR DAYTIME ALERTNESS 


| : 0.258 0.5m 
Halcion fine °° ™ 
triazolarn (v 
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" 0.25 & 0.5m 
Haicion Tablets J 


triazolarn (y, 





Helps Meet Both Goals 
of Insomnia Therapy 










Office 


DOSAGE: For nongeriatric adults 
0.25 mg to 0.5 mg 











Hospital 


DOSAGE: For nongeriatric adults 
0.25 mg to 0.5 mg 


Patients should be advised against engaging in hazardous tasks that require 
mental alertness (operating machinery or driving a motor vehicle). 


Reference: 1. Ogura C, et al: Residual effects of hypnotics: Triazolam, flurazepam, and nitrazepam. Psychopharmacol! 1980; 68:61-65. 


Halcion Tablets 


(triazolam) ®©, 


INDICATIONS AND USAGE 
HALCION Tablets are indicated in the short-term 
management of insomnia characterized by difficulty in 
falling asleep, frequent nocturnal awakenings, and/or 
early morning awakenings. 

It is recommended that HALCION not be prescribed 
in quantities exceeding a one-month supply. 


CONTRAINDICATIONS 
Patients with known hypersensitivity to this drug or 
other benzodiazepines. 

HALCION is contraindicated in pregnant women due 
to potential fetal damage. Patients likely to become 
pregnant while receiving HALCION should be warned 
of the potential risk to the fetus. 


WARNINGS 
Overdosage may occur at 2 mg, four times the maximum 
recommended therapeutic dose (0.5 mg). Patients 
should be cautioned not to exceed prescribed dosage. 
Because of its depressant CNS effects, patients 
should be cautioned against engaging in hazardous 
occupations requiring complete mental alertness and 
also about the simultaneous ingestion of alcohol and 
other CNS depressant drugs. 
Anterograde amnesia and paradoxical reactions 
have been reported with HALCION and some other 
benzodiazepines. 


PRECAUTIONS 

General: In elderly and/or debilitated patients, treatment 
should be initiated at 0.125 mg to decrease the 
possibility of development of oversedation, dizziness, 

or impaired coordination. Caution should be exercised 
in patients with signs or symptoms of depression 

which could be intensified by hypnotic drugs. Suicidal 
tendencies and intentional overdosage is more common 
in these patients. The usual precautions should be 
observed in patients with impaired renal or hepatic 
function and chronic pulmonary insufficiency. Information 
for Patients: Alert patients about: (a) consumption of 
alcohol and drugs, (b) possible fetal abnormalities, (C) 
operating machinery or driving, (d) not increasing dose 
of the drug due to risk of dependence, (e) possible 
worsening of sleep after discontinuing HALCION. 
Laboratory Tests: Not ordinarily required in otherwise 


healthy patients. Drug Interactions: Additive CNS 
depressant effects with other psychotropics, anticonvul- 
sants, antihistaminics, ethanol, and other CNS depres- 
sants. Pharmacokinetic interactions of benzodiazepines 
with other drugs have been reported. Carcinogenesis, 
Mutagenesis, Impairment of Fertility: No evidence of 
carcinogenic potential was observed in mice during a 
94-month study with HALCION in doses up to 4000 
times the human dose. Pregnancy: Benzodiazepines 
may cause fetal damage if administered during preg- 
nancy. The child born of a mother who is on benzo- 
diazepines may be at some risk for withdrawal symptoms 
and neonatal flaccidity during the postnatal period. 
Nursing Mothers: Administration to nursing mothers is 
not recommended. Pediatric Use: Safety and efficacy 


in children below the age of 18 have not been established. 


ADVERSE REACTIONS 

During placebo-controlled clinical studies in which 1003 
patients received HALCION Tablets, the most trouble- 
some side effects were extensions of the pharmacologic 
activity of HALCION, e.g. drowsiness, dizziness, or 
lightheadedness. 


HALCION Placebo 

Number of Patients 1003 997 
% of Patients Reporting: 
Central Nervous System 

Drowsiness 14.0 6.4 

Headache 9.7 8.4 

Dizziness 7.8 3.1 

Nervousness 5.2 4.5 

Lightheadedness 4.9 0.9 

Coordination Dis- 

order/Ataxia 4.6 0.8 

Gastrointestinal 

Nausea/Vomiting 4.6 3.4 


In addition, the following adverse events have been 
reported less frequently (i.e., 0.9-0.596): euphoria, 
tachycardia, tiredness, confusional states/memory im- 
pairment, cramps/pain, depression, visual disturbances. 

Rare (i.e., less than 0.5%) adverse reactions included 
constipation, taste alterations, diarrhea, dry mouth, 
dermatitis/allergy, dreaming/nightmares, insomnia, 
paresthesia, tinnitus, dysesthesia, weakness, congestion, 
death from hepatic failure in a patient also receiving 
diuretic drugs. 
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Geriatric 


and/or debilitated patients 


DOSAGE: 0.125 mg to 0.25 mt 


Initiate at 0.125 mg (half of a 
0.25 mg scored tablet) until indi- 
vidual response is determined. 


The following adverse events have been reported 
in association with the use of benzodiazepines: dystonia, 
irritability, anorexia, fatigue, sedation, slurred speech, 
jaundice, pruritus, dysarthria, changes in libido, men- 
strual irregularities, incontinence and urinary retention. 

As with all benzodiazepines, paradoxical reactions 
such as stimulation, agitation, increased muscle 
spasticity, sleep disturbances, hallucinations and other 
adverse behavioral effects may occur rarely and in a 
random fashion. Should these occur, use of the drug 
should be discontinued. 

No laboratory changes were considered to be of 
physiological significance. 

When treatment is protracted, periodic blood counts, 
urinalysis and blood chemistry analyses are advisable. 

Minor changes in EEG patterns, usually low-voltage 
fast activity have been observed in patients during 
HALCION therapy and are of no known significance. 


DRUG ABUSE AND DEPENDENCE 

Controlled Substance: HALCION Tablets are a Controlled 
Substance in Schedule IV. Abuse and Dependence: 
Withdrawal symptoms have occurred following abrupt 
discontinuance of benzodiazepines. Patients with a 
history of seizures are at particular risk. Addiction-prone 
patients should be closely monitored. Repeat prescrip- 
tions should be limited to those under medical supervision. 


OVERDOSAGE 
Because of the potency of triazolam, overdosage may 
occur at 2 mg, four times the maximum recommended 
therapeutic dose (0.5 mg). Manifestations of overdosage 
include somnolence, confusion, impaired coordination, 
slurred speech, And ultimately, coma. Respiration, pulse, 
and blood pressure should be monitored and supported 
oy general measures when necessary. Immediate gas- 
tric lavage should be performed. Multiple agents may 
nave been ingested. 

Store at controlled room temperature 15°-30°C 
(59°-86°F). 


Caution: Federal law prohibits dispensing without 
prescription. 
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Short half-life - brief accumulation - rapid dearance 
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See important information on following page. 
Copy! ight © 1983, Wyeth Laboratories. All rights reserved. 
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Qe Briel Summary of Prescribing information. 


y QN indications and Usage: Management of anxiety 
i e disorders or short-term relief of symptoms of anxiety 
€ or anxiety associated with depressive symptoms. Anxiety 


or tension associated with stress of everyday life usually does 
not require treatment with an anxiolytic. 
Effectiveness in long-term use, i.e., more than 4 months, has not 
a? been assessed by systematic clinical studies. Reassess periodically 


usefulness of the drug for the individual patient. 
e Contraindications: Known sensitivity to benzodiazepines or acute narrow-angle 
w glaucoma. 


Wamings: Not recommended in primary depressive disorders or psychoses. As with ail 
CNS-acting drugs, warn patients not to operate machinery or motor vehicles, and of dimin- 
ished tolerance for alcohol and other CNS depressants. 

Physical and Psychological Dependence: Withdrawal symptoms like those noted with barbitu- 
rates and alcoho! have occurred following abrupt discontinuance of benzociazepines (including 
convulsions, tremor, abdominal and muscle cramps, vomiting and sweating). Addiction-prone 
individuals, e.g. drug addicts and alcoholics, should be under careful survetilance when on berr 
zodiazepines because of their predisposition to habituation and dependence. Withdrawal symp- 
toms have also been reported following abrupt discontinuance of benzodiazepines taken 
continuously at therapeutic levels for several months. 


Precautions: In depression accompanying anxiety, consider possibility for suicide. 

For elderly or debilitated patients, initial daily dosage should not exceed 2mg to avoid overse- 
dation. Terminate dosage gradually since abrupt withdrawal of any antianxiety agent may result in 
symptoms like those being treated: anxiety, agitation, irritability, tension, insomnia and occasional 
convulsions, Observe usual precautions with impaired renal or hepatic function. Where gastroin- 
testinal or cardiovascular disorders coexist with anxiety, note that lorazepam has not been shown 
of significant benefit in treating gastrointestinal or cardiovascular component. Esophageal dila- 
tion occurred in rats treated with lorazepam for more than 1 year at 6mg/kg/day. No effect dose 
was 1.25mg/kg/day (about 6 times maximum human therapeutic dose of 10mg/ day). Effect was 
reversible only when treatment was withdrawn within 2 months of first observation. Clinical sig- 
nificance is unknown; but use of lorazepam for prolonged periods and in geriatrics requires cau- 
tion and frequent monitoring for symptoms of upper G.J. disease. Safety and effectiveness in 
children under 12 years have not been established. 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; some have had 
eievations of LDH. As with other benzodiazepines, periodic blood counts and liver function tests 
are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce CNS depressant 
effects when administered with such medications as barbiturates or alcohol. 


CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potential emerged in rats 
during an 18-month study. No studies regarding mutagenesis have been performed. 


PREGNANCY: Reproductive studies were performed in mice, rats, and 2 strains of rabbits. 
Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotated limbs, gastroschisis, 
malformed skull and microphthalmia) were seen in drug-treated rabbits without relationship to 
dosage. Although all these anomalies were not present in the concurrent control group, they have 
been reported to occur randomly in historical controls. At 40mg/kg and higher, there was evi- 
dence of fetal resorption and increased fetal loss in rabbits which was not seen at lower doses. 
Clinical significance of these findings is not known. However, increased risk of congenital malfor- 
mations associated with use of minor tranquilizers (chlordiazepoxide, diazepam and 
meprobamate) during first trimester of pregnancy has been suggested in several studies. 
Because use of these drugs is rarely a matter of urgency, use of lorazepam during this period 
should almost always be avoided. Possibility that a woman of child-bearing potential may be preg- 
nant at institution of therapy shoald be considered. Advise patients if they become pregnant to 
communicate with their physician about desirability of discontinuing the drug. In humans, blood 
levels from umbilical cord blood indicate placental transfer of lorazepam and its glucuronide. 


NURSING MOTHERS: It is not known if oral lorazepam is excreted in human milk like other ben- 
zodiazepines. As a general rule, nursing should not be undertaken while on a drug since many 
drugs are excreted in milk. 


Adverse Reactions, if they occur, are usually observed at beginning of therapy and generally dis- 
appear on continued medication or on decreasing dose. in a sample of about 3,500 anxious 
patients, most frequent adverse reaction is sedation (15.996), followed by dizziness (6.995), weak- 
ness (4.2%) and unsteadiness (3.4%). Less frequent are disorientation, depression, nausea, 
change in appetite, headache, sleep disturbance, agitation, dermatological symptoms, eye func- 
tion disturbance, various gastrointestinal symptoms and autonomic manifestations. Incidence of 
sedation and unsteadiness increased with age. Small decreases in blood pressure have been 
noted but are not clinically significant, probably being related to relief of anxiety. 

Overdosage: in management of overdosage with any drug, bear in mind multiple agents may 
have been taken. Manifestations of overdosage include somnolence, confusion and coma. 
Induce vomiting and/or undertake gastric lavage followed by general supportive care, monitoring 
vital signs and close observation. Hypotension, though unlikely, usually may be controlled with 
Levarterenoi Bitartrate Injection U.S.P Usefulness of dialysis has not been determined. 


Ativan’: 


foro con 


ety 


DOSAGE: Individualize for maximum beneficial effects. Increase dose gradually 
when needed, giving higher evening dose before increasing daytime doses. Anxi- 
ety, usually 2-3mg/day given b.i.d. or ti.d.; dosage may vary from 1 to 10mg/day 
in divided doses. For elderly or debilitated, initially 1-2mg/day; insomnia due to 
anxiety or transient situational stress, 2-4mg h.s. 


HOW SUPPLIED: 0.5, 1.0 and 2.0mg tablets. 
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Young Adult — | 
Chronic Patient | 


From H&CP 





An important resource 
in service planning... 


Hospital & Community Psychiatry has contributed to a 
better understanding of the characteristics and needs 
of the rapidly expanding population of young adult 
chronic patients through a number of articles pub- 
lished in its pages. Now the Hospital & Community 
Psychiatry Service has compiled these important ar- 
ticles into a 37-page booklet that serves as a useful 
resource document for professionals charged with 
planning and providing services for this challenging 
eroup. Contributors include Leona L. Bachrach, 
Ph.D., H. Richard Lamb, M.D., and Bert Pepper, 
M.D. With commentaries by John A. Talbott, 
M.D., and James A. Prevost, M.D. $5 per copy; 
$3.50 per copy for orders of 5 or more. Prices include 
postage and handling. 


Order your copy now! 
Just complete and mail this form. 


Please send me __.. copy(ies) of The Young Adult Chronic Patient: 
Collected Articles From H@CP at $5 per copy ($3.50 per copy for 
orders of 5 or more). All orders of $35 or less must be prepaid. 


C] My check or money order is enclosed. (Payable to the American 
Psychiatric Association) 

C) Please bill me. (Fer orders over $35 only. All orders of $35 or 
less must be prepaid.) 


t ra a a P RAT SEHE tatum e aeterne tame Mist RA atras P PH rni Me RAR EE TA imer 





tea aa T a a T aa arta tara NI Ha rar rer aee t times mnn term memet nme nen nmm oem 


City State Zip 
MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 


1400 K Street, N.W. 
Washington, D.C. 20005 
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The B24 lil...a new 

generation of electro- 
convulsive therapy | 
instrumentation from «6 
Medcraft. 


Designed with patient and operator safety in mind, this 
new series of instrumentation meets the rigorous 
requirements for listing by Underwriters Laboratories — UL 
244, Standards for Medical and Dental Equipment. The 
B24 Ill provides the physician with the ultimate in precision 
dosage levels. Consistancy of desired output level is 
assured with the following features: 


€ Line Voltage Compensation — allows compen- 
sation for fluctuations in incoming line voltages. 

® Pre-programmed Voltage Selection — choice of 
eleven voltage levels from 70 volts to 170 volts. 

® Automatic Treatment Timing — adjustable from 0.1 
second to 1.0 second with or without Glissando. 

€ Current Output Indicators — visual assurance of 
current flow during treatment. 


Exclusive Patient Test Module allows a complete systems 
integrity check of insturmentation prior to treatment. 
Clinical accuracy and dependability are assured by the 
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Medcraftt, a Division of 


use of 10096 solid state circuitry. Double shielded Hittman Medical Systems | | 
transformer provides an additional margin of treatment 9050 Red Branch Rd. / Columbia, MD 21045 
safety. Write or call for ordering information, specifications 309/997-3400 / Call toll-free 800/638-2896 
anda prices. Medicratt is a registered tredemork of Hitman Coro 
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he Brown Schools offers a continuum of psychi- 

atric services for children, adolescents, and 
adults. Treatment programs include psychiatric in- 
tensive care, long-term psychiatric hospitalization, 
transitional treatment, community-based extended 
living, and post-discharge follow along. Seven sepa- 
rate facilities provide programs designed for persons 
with varying degrees of mental illness, emotional 
disturbance, behavior disorders, and developmental 
disabilities. Special services are available for the — 
deaf, for autistic children and adolescents, for post 
head trauma patients, and for those with multiple 
handicaps. 
For information contact the Director of Admissions. 
Call Toll Free 800/831-5305, 
except in Texas call 800/252-5404, 


* The Brown Schools e PO Box 4008, — 
Austin, Texas 78765 » 512/478-6662. , 
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Psychiatric Hospitals Frank T. Rafferty. M.D.. Medical Director 











Emerging s 
from depression ` 


= Improvement may be evident as early as 
the first week of therapy: Optimal antidepressant 
effect may not be evident for 2-3 weeks. — 





= Rapid relief of anxiety, 
sleep disturbances and somatic 
symptoms occurs as antidepressant 


action begins. 






*The total daily dosage of Sinequan, up to 150 mg, may be administered on a once-a-day 
schedule without loss of effectiveness. | 

+The 150-mg capsule strength is intended for maintenance therapy only and is not 
recommended for initiation of treatment. _ 


For a brief summary of Sinequan prescribing information including adverse reactions, 
"UIDEMUS © 1982. Pfizer | 
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Anti ant 
iones; witha 
single h.s. dose’ 


- SINEQUAN 


(doxepin HC) 


150-mg, 100-mg, 75-mg, 50-mg, 25- -mg 
and 10-mg CAPSULES and ORAL CONCENT RATE, 
10 mg/ml, 120-ml (4 oz) bottles 








ROeRIG GED 


A divicinn nf Pfizer Dhasmmmeni cime. 








SINEQUAN (doxepin HCI) 


Reference 1. Barranco SE. Thrash ML. Hackett E, Frey J etai Pizer Pharmaceuticals, Pfizer 
inc. New York NY) Early onse! of response to Goxepin treatment. J Clin Psychiatry 
40: 265-269. 1979. 


BRIEF SUMMARY 

SINEQUAN?* (doxepin HC) Capsules/Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hypersen- 
sitivity to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept in 
mind, 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly im older patients. 

Warnings. The once-a-day dosage regirnen of SINEQUAN in patients with intercurrent 
illness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Geriatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patient's condition. 

in Pregnancy: Reproduction studies have been performed in rats. rabbits, mon- 
keys and dogs and there was no evidence of harm to the animai fetus The relevance to 
humans is not known. Since there is no experience in pregnant women who have received 
this drug, safety in pregnancy has not been established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAO inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAGO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: I! should be borne in mind that alcoho! ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous 
machinery while taking the drug. Patients should also be cautioned that ther response to 
aicohol may be potentiated. 


Since suicide is an inherent risk in any depressed patient and may remain so until F I RST AN N UAL EDI TI ON ! 


significant improvement has occurred, patients should be closely supervised during the 


early course of therapy. Prescriptions should be written for the smallest feasible amount. 
Should increased symptoms of psychosis or shift to manic symptomatology PSYCHIATRY 1982: 
occur, it may be necessary to reduce dosage or add a major tranquilizer to the dosage 


He isi Reactions. NOTE: Some of the adverse reactions noted below have not been THE AMERICAN PSYCHIATRIC 





specifically reported with SINEQUAN use. However, due to the close pharmacolo ical 
ener among the tricyclics, the reactions should be considered when prescribing ASSOCIATION 
INEQUAN. 


Anticholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have AN NU AL REVIEW 


been reported. if they do not subside with continued therapy, or become severe, it may be 
necessary to reduce the dosage. F eo 
Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. Ed it ed by Lester Grinspoon, M. D. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side j 
effects are confusion, disorientation, hallucinations. numbness, paresthesias, ataxia, anc 
extrapyramidal symptoms and seizures. : : : 
Cardiovascular Cardiovascular effects including hypotension and tachycardia have been This provocative new volume, 


reported occasionally, 31 : : ; F :ehi i ob FA 
Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. especially written by psy chiatrists distinguished 


iA Fosmontila hias PR reported n n patients. pae have been occa- in their areas, elaborates on the overviews 
sional reports of bone marrow depression manifesting as agranulocytosis, leuxoperna, : ; 

DE cent ciun is Ap H i ! delivered at the APA Annual Meeting. It sets 
astrointestinal. Nausea, vomiting, indigestion, taste disturbances. diarrhea, anorexia, acto : : ‘ 
and aphthous stomatitis have been reported. (See anticholinergic effects.) forth the latest thinking, debate, and research in 
Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- five kev areas: 
ment of breasts and galactorrhea in the female, raising or lowering of blood sugar levels have * y d 

been reported with tnicyclic administration. . . 
Other: Dizziness, tinnitus, weight gain, sweating, chilis, fatigue. weakness, flushing, jaun- I The Psychiatric Aspects of Sexuality 
dice, alopecia, and headache have been occasionally observed as adverse effects. . et 
Dosage and Administration. For mos! p iliness of mild to moderate severity, a Virginia A. Sadock, M. D., Preceptor 
starting daily dose of 75 mg is recommended. Dosage may subsequently be increased or l NN . x 
decreased at appropriate intervals and according to individual response, The usual op- U. The Schizophrenic Disorders 
timum dose range is 75 mg/day to 150 mg/day. 
. in more severely il! patients higher doses may be required with subsequent gradual Robert Cancro, M.D., Preceptor 
Eo Men macari ma Additional therapeutic effect is rarely to be obtained by Lil. Depression in C hildhood and Adolescence 
In patients with very mild symptomatology or emotional symptoms accompanying organic Hen ry H. Work, M.D., Preceptor 
disease, lower doses may suffice. Some of these patients have been controlled on doses as . ] 
lowas 25-50 mgiday aN a e IV. Law and Psychiatry 
he total daily dosage of SINEQUAN may be given on a divided or once-a-Gay dosage dee 
schedule. if the once-a-day schedule is employed us maximum recommended dose is 150 Alan A. Stone, M.D., Prece ptor 
mg/day. This dose may be given at bedtime. The 150 mg capsule strength is intended for sel 'acich ^ : 
maintenance therapy only and is not recommended for initiation of treatment. V. Borderline and Narcissistic Personality 
Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant Disorders 


etlact may not be evident for two to three weeks. . 
! . Otto F. Kernberg, M.D., Preceptor 

A. Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 


2, Severe: Respiratory depression, hypotension, coma, convulsions, cardiac arrhythmias Available from 
and tachycardias. g 

Also: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic deus), Amer IC an 
hyperthermia (or hypothermia). hypertension, diated pupils, hyperactive reflexes. 


B. Management and Treatment | . ` 

1. Mild: Observation and supportive therapy is all that is usually necessary. S C 1 atric 
2. Severe: Medical management of severe SINEQUAN overdosage consists of aggressive = ; l 

supportive therapy if the patient is conscious, gastric lavage, with aporopnate precautions P ] 

to prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly ress, nc 

absorbed. The use of activated charcoal has been recommended, as has been continuous 


| y: e. 

gastric lavage with saline for 24 hours or more. An adequate airway should be established in Order Department 

comatose patients and assisted ventilation used if necessary. EKG monitoring ey Fes 1400 K Street, N.W. 

required for several days, since relapse after apparent recovery has been reported. Ar- ? : " n 

rhythmias should be treated with the appropriate antiarrhythmic agent. It has been reported Washington, D.C. 20005 - 


that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 


aba : l -opies Psychiatry 1982: The American Psychiatric Association 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- ae CON Psychiatr y 1982: The American Psychiatric Assor 


mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be Annual Review, Publication #P000-9, $38.50. 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, how- NL d NTC ANC NE , 
ever, barbiturates may potentiate any respiratory depression. Dialys:s and forced diuresis (Non-prepaid orders will be invoiced with shipping/handling 
enerally are not of value in the management of overdosage due to high tissue and protein charges added.) 
inding of SINEQUAN. 
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CAPSULES [AMANTADINE HC] 
In double-blind clinical studies," SYMMETREL has 
been proven clearly effective in treating akathisia, 
acute dystonic reactions, and parkinsonian reactions 
(akinesia, rigidity and tremor) caused by the major 
neuroleptic agents. 

These same studies confirm that SYMMETREL is 
comparable to Artane? (trihexyphenidyl HCl) and 
Cogentin® (benztropine mesylate) in controlling 
drug-induced EPS, But therapy with SYMMETREL 
results in fewer anticholinergic side effects. 

Efficacy. With less incidence of troublesome atropine- 
like side effects. And, therefore, more potential for 
patient compl lallCe. ouo. lile, Endo Laboratories, Inc. 
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alla 00 MG CAPSULES 
[AMANTADINE HCl] 


BRIEF SUMMARY OF PRESCRIBING INFORMATION 


INDICATIONS. Parkinson s Disease/Syndrome and Drug-induced Extrapyramidal Heac- 
tions; SYMMETREL is indicated in the treatment of idiopathic Parkinson's disease (Paral 
ysis Agitans), postencephalitic parkinsonism, drug-induced extrapyramidal reactions. and 
symptomatic parkinsomsm which may follow injury to the nervous system by carbon mon- 
oxide intoxication. It is indicated in those elderly patients believed to develop parkinsonism 
in association with cerebral arteriosclerosis. In the treatment of Parkinson s disease. 
SYMMETREL is less effective than levodopa. (-)-3-(3.4-dihydroxypheny!-L-alanine, and its 
efficacy in companson with the anticholinergic antiparkinson drugs has not yet been estab- 
ished. Although antichalinergic type side effects have been noted with SYMMETREL when 
used in patients with drug-induced extrapyramidal reactions, there is a lower incidence of 
these side effects than that observed with anticholinergic antiparkinson drugs. 
CONTRAINDICATIONS. SYMMETREL is contraindicated in patients with known hypecsen- 
sitivity to the drug 

WARNINGS. Patients with a history of epilepsy or other "seizures" should be observec 
closely for possible increased seizure activity 

Patients with a history of congestive heart failure or peripheral edema should be followed 
closely as there are patients who developed congestive heart failure while receiving 
SYMMETREL 

Patients with Parkinson's disease improving on SYMMETREL should resume norma 
activities gradually and cautiously, consistent with other medical considerations. such as 
the presence of osteoporosis or phiebothrombosis 

Patients receiving SYMMETREL who note central nervous system effects or blurring of 
vision should be cautioned against driving or working in situations where alertness IS 
important 
PRECAUTIONS, SYMMETREL (amantadine hydrochloride) should not be discontinued 
abruptly since a few patients with Parkinson's disease experienced a parkinsonian Crisis, 
ip asudden marked clinical deteroration. when this medication was suddeniy stopped 
The dose of anicholinergic drugs or of SYMMETREL should be reduced if atropimne-tike 
effects appear when these drugs are used concurrently 

The dose ot SYMMETREL may need careful adjustment in patients with renal impair 
ment, congestive heart failure. penpheral edema. or orthostatic hypotension. Since 
SYMMETREL is not metabolized and is mainly excreted in the unne, it may accumutate 
when renal tunction isinadequate 

Care should be exercised when administering SYMMETREL to patients with liver dis- 
ease. a history of recurrent eczematoid rash, or to patients with psychosis or severe pSy- 
choneutosis not controled by chemotherapeutic agents. Careful observation is required 
when SYMMETREL is administered concurrently with central nervous system stimulants 

No long-term studies in animals have been performed to evaluate the carcinogenic 
potentia! of SYMMETREL The mutagenic potential of the drug has not yet been determined 
in experimental systems 

Pregnancy Category C: SYMMETREL (amantadine hydrochloride) has been shown to 
be embryotoxic and teratagenic in rats at 50 mg/kg/day. about 12 umes the recommended 
human dose. but not at 37 mg/kg/day Embryotoxic and teratogenic drug effects were not 
seenin rabbits which received up to 25 times the recommended human dose There are no 
adequate and well-controfied studies in pregnant women 

SYMMETREL should be used dunng pregnancy only if the potential beneft justifies the 
potential risk to the embryo or the fetus 

Nursing Mothers: SYMMETREL is excreted in human mik Caution should be exercised 
when SYMMETREL is administered to a nursing woman 

Pediatric Use: The safety and efficacy of SYMMETREL in newborn infants, and infants 
betow Ihe age ol 1 year have not been established 
ADVERSE REACTIONS. The most frequently occurring serus adverse reactions are 
depression. congestive heart faure. orthostatic hypotensive episodes. psychosis, and ur 
nary retention Rarely convulsions. leukopenia. and neutropenia have been reparted 

Other adverse reactions of a less serious nature which have been observed are the tot 
lowing hallucinations confusion, anxiety and ircitabibty: anorexia. nausea. and constipa- 
hon. alana and dizziness (ightheadedness), vedo reticulans and peripheral edema 
Adverse reactions observed less frequently are the following. vomiting. dry mouth. nead- 
ache, dyspnea. fatigue. imsomma. and a sense of weakness infrequently skin rash, slurred 
speech, and visual disturbances have been abserved Rarely eczematon dematts and 
oculogyric episodes have been reported 
DOSAGE AND ADMINISTRATION. Adult Dosage for Parkinsonism: The usual dose of 
SYMMETREL (amantadine nydrochlonde) is 100 mg twice a day when used aione 
SYMMETREL has an onset of action usually within 4B hours 

The initial dose of SYMMETREL is 100 mg daily for patients with serious associated medi- 
cai dnesses or who are receiving fugh doses of other antiparkinson drugs Alter one to sev- 
erai weeks at 100 mg once daily the dose may be increased to 100 mg twice daily. id 
necessary 

Occasionally patients whose responses are not optimat with SYMMETREL at 200 mg 
daily may benefit from an increase up to 400 mg daily in divided doses. However. such 
patients should be supervised closely Dy their physicians 

Patients initially denving benefit from SYMMETREL not uncommonly experience à fatat 
of effectiveness alter afew months. Benel may be regained by increasing the dose to 
300 mg daily Allernatvely. temporary discontinuation of SYMMETREL for several weeks 
totiowed by reinitiation of the drug. may result in regaining benefit in some patients. A deci 
sion to use other antiparkinson drugs may be necessary 

Dosage for Concomitant Therapy: Some patients who do no! respond to anuchoiner- 
gic antiparienson drugs may respond to SYMMET REL. When SYMMETREL or anhicholiner- 
cic antiparknson drugs are each used with marginal benefit, concomitant use may 
produce additional benefi 

When SYMMETREL and ievodopa are initiated concurrently. the patient can exhibit rapid 
therapeutic benefits SYMMETREL shouid be held constant al 100 mg daly or twice daily 
while the daily dose of levodopa is gradually increased to optimal beneht. 

When SYMMETREL is added to optimal well-tolerated doses of levodopa. additional 
peneki may result, inciuding smoothing out the fluctuations in improvement which some- 
emes occurin patients on levodopa alone. Patients who require a reduction in their usual 
dose of levodopa because of development of side effects may possibly regain lost beneht 
with the addition of SYMMETREL. 

Dosage for Drug-Induced Extrapyramidal Reactions: Adult The usual dose of 
SYMMETREL (amantadine hydrochionde) is 100 mg twice a day Occasionally. patients 
whose responses are not optimal with SYMMETREL at 200 mg daily may benefit from an 
increase up to 300 mg dary in divided doses. 6043-10BSP 


Capsules manufactured by R.P Scherer. North America, St. Petersburg, Florida 33702 
tor 


Du Pont Pharmaceuticals 
Biochemicals Department 

E.l. duPont de Memours 5 Co. (Inc.) 
Wümington, Delaware 19898 
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An invaluable 
reference for all who 
work with the 
mentally disabled... 


Major statements and standards on patients’ rights 
issued by courts, legislatures, and national organi- 
zations are brought together for the first time in this 
40-page booklet published by APA's Hospital & 
Community Psychiatry Service. Included are the 
American Hospital Association's patient's bill of 
rights, the standards set by the court in the famous 
Wyatt v. Stickney case in Alabama, JCAH standards 
on patients’ rights, and the section on patients rights 
and advocacy from the Mental Health Systems Act. 
Complete with bibliography and listings of advocacy 
projects and patient groups. $5 per copy, $3.50 per 
copy for orders of 5 or more. 


Order your copy now! 
Just complete and mail this form. 


Please send me copy(ies) of Rights of te Mentally Dis- 
abled: Statements and Siandards at $5 per copy ($3.50 per 
copy for orders of 5 or more). All orders of $3°5 or less must be 


prepaid. 





C] My check or money order is enclosed. (Payable to the 
American Psychiatric Association) 


C] Please bill me. (For orders over $35 only. Invoice will 
include shipping and handling charges.) 


MEE CC 


City State Zip 


MAIL TO: Hospital & Community Psychiatry Service 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 
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Valium (diazepam/Roche) IV. unbound 
from receptor at 60 minutes 


ase see last page of advertisement for a summary of product information. 





Animal studies demonstrated: 
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Valium (diazepam/Roche) MAE 
bound to receptor at 30 seconds 


Receptor occupancy may 
be more relevant than 
plasma half-life in defining 
duration of action 


The question 


under investigation: 


Why does lorazepam (IV, with its intermedi- 
ate elimination half-life, evoke a longer period 
of amnesia and sedation than Valium 
(diazepam/Roche), which has a longer plasma 
half-life? 


The postulate: 


Lorazepam binds more tightly than diazepam 
to central benzodiazepine receptors—and 
remains bound longer. 


Copyright © 1983 by Roche Products Inc. All rights reserved. 


?5 INHIBITION ?H-DIAZEPAM BINDING 


Valium (diazepam/ Roche 
brain receptor sites 
duration than that 


Lorazepam (l.V.): 
not yet bound at 30 seconds 


] he experiments: 
At varying times after dosing with I.V. diazepam 
or IV. lorazepam, experimental rats were sacri- 
ficed and their brain tissues subjected to bind- 
ing assays and autoradiography. 


EX VIVO RECEPTOR BINDING PROFILE 







AFTER INTRAVENOUS LORAZEPAM 
70 OR INJECTABLE VALIUM (diazepam/Roche) 
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MINUTES POST-DRUG 


occupancy of 
was faster and of shorter 
of lorazepam: 


Valium (diazepam/Roche) IV: unbound Lorazepam (LV): still 
from receptor at 60 minutes receptor bound at 60 minutes 





Ihe results: The exact nature of the correlatio: 


between benzodiazepine binding sites and 
receptors in relation to clinical effect is stil 
being defined. Considerable evidence sup 
ports the correlation. Although these animal 
results are consistent with clinical experie: 
concerning relative duration of action, direc! 
human data on receptor binding and huma: 
effects are still under investigation. 


. VALIKIM« 


:  diazepam/Roche 


-mg, 5-mg, 10-mg scored tablets 
2-ml ready-to-use Tel-E-Ject® disposable syringes + anal 
2-ml ampuls, 10-ml vials " 


Diazepam receptor occupancy peaked at 30 
seconds after dosing and returned to baseline 
in 60 minutes. Peak lorazepam receptor occu- 
pancy did not occur until 10 minutes after 
dosing and continued to be strongly in evi- 
dence after 60 minutes, with 4595 occupancy 
still being observed. 


in the forefront of neuroreceptor research 


ROCHE 


*Data on file, Hoffmann-La Roche Inc., Nutley, N, Please see next page for summary of product informati: 





Valium* (diazepam/Roche) (& Tablets 
Valrelease™ (diazepam/Roche) & slow-release Capsules 
Injectable Valium® (diazepam/Roche) W 


Before prescribing, please consult complete product information, a summary of which follows: 


Indications: Management of anxiety disorders, or short-term relief of symptoms of anxiety. 
Anxiety or tension associated with the stress of everyday life usually does not require treat- 
ment with an anxiolytic. Symptornatic relief of acute agitation, tremor, impending or acute 
delirium tremens and hallucinosis due to acute alcohol withdrawal; adjunctively in: relief of 
skeletal muscle spasm due to reflex spasm to local pathology; spasticity caused by upper 
motor neuron disorders; athetosis; stiff-man syndrome. Oral forms may be used adjunctively 
in convulsive disorders, but not as sole therapy. Injectable form may also be used adjunctively 
in: status epilepticus; severe recurrent seizures; tetanus; anxiety, tension or acute stress reac- 
tions prior to endoscopic/surgical procedures; cardioversion. 
The effectiveness of diazepam in long-term use, that is, more than 4 months, has not been 
assessed by systematic clinical studies. The physician should periodically reassess the useful- 
ness of the drug for the individual patient. 
Contraindications: Tablets or capsules in children under 6 months of age; known hypersensi- 
tivity; acute narrow angle glaucoma; may be used in patients with open angle glaucoma who 
are receiving appropriate therapy. 
Warnings: As with most CNS-acting drugs, caution against hazardous occupations requiring 
complete mental alertness (e.g., operating machinery, driving). Withdrawal symptoms similar 
to those with barbiturates and alcohol have been observed with abrupt discontinuetion, usu- 
ally limited to extended use and excessive doses. Infrequently, milder withdrawal symptoms 
have been reported following abrupt discontinuation of benzodiazepines after continuous use, 
generally at higher therapeutic levels, for at least several months. After extended therapy, 
gradually taper dosage. Keep addiction-prone individuals (drug addicts or alcoholics) under 
careful surveillance because of predisposition to habituation/dependence. 

Usage in Pregnancy: Use of minor tranquilizers during first trimester should 

almost always be avoided because their use is rarely a matter of urgency and 

because of increased risk of congenital malformations, as suggested in several 

studies. Consider possibility of pregnancy when instituting therapy; advise patients 

to discuss therapy if they intend to or do become pregnant. 
ORAL: Advise patients against simultaneous ingestion of alcohol and other CNS depressants. 
Not of value in treatment of psychotic patients; should not be employed in lieu of appropriate 
treatment. When using oral forms adjunctively in convulsive disorders, possibility of increase 
in frequency and/or severity of grand mal seizures may require increase in dosage of standard 
anticonvulsant medication; abrupt withdrawal in such cases may be associated with tempo- 
rary increase in frequency and/or severity of seizures. 
INJECTABLE: To reduce the possibility of venous thrombosis, phlebitis, local irritation, swelling, 
and, rarely, vascular impairment when used LV: inject slowly, taking at least one minute for 
each 5 mg (1 ml) given; do not use small veins, i.e., dorsum of hand or wrist; use extreme 
care to avoid intra-arterial administration or extravasation. Do not mix or dilute with other 
solutions or drugs in syringe or infusion flask. If it is not feasible to administer Injectable 
Valium (diazepam/Roche) directly LV, it may be injected slowly through the infusion tubing as 
close as possible to the vein insertion. 
Administer with extreme care to elderly, very ill, those with limited pulmonary reserve because 
of possibility of apnea and/or cardiac arrest; concomitant use of barbiturates, alcohol or other 
CNS depressants increases depression with increased risk of apnea; have resuscitative facili- 
ties available. When used with narcotic analgesic eliminate or reduce narcotic dosage at least 
1/3, administer in small increments. Should not be administered to patients in shock, corna, 
acute alcoholic intoxication with depression of vital signs. 
Has precipitated tonic status epilepticus in patients treated for petit mal status or petit mal 
variant status. Not recommended for OB use. 
Efficacysafety not established in neonates (age 30 days or less); prolonged CNS depression 
observed. In children, give slowly (up to 0.25 mg/kg over 3 minutes) to avoid apnea or 
prolonged somnolence; can be repeated after 15 to 30 minutes. If no relief after third admin- 
istration, appropriate adjunctive therapy is recommended. 
Precautions: If combined with other psychotropics or anticonvulsants, carefully consider indi- 
vidual pharmacologic effects — particularly with known compounds which may potentiate 
action of diazepam, i.e., phenothiazines, narcotics, barbiturates, MAO inhibitors and antide- 
pressants. Protective measures indicated in highly anxious patients with accompanying 
depression who may have suicidal tendencies. Observe usual precautions in impaired hepatic 
function; avoid accumulation in patients with compromised kidney function. Limit oral dos- 
age to smallest effective amount in elderly and debilitated to preclude ataxia or oversedation 
(initially 2 to 21⁄2 mg once or twice daily, increasing gradually as needed and tolerated). 
The clearance of diazepam and certain other benzodiazepines can be delayed in association 
with Tagamet (cimetidine) administration. The clinical significance of this is unclear. 
INJECTABLE: Although promptly controlled, seizures may return; readminister if necessary; not 
recommended for long-term maintenance therapy. Laryngospasm/increased cough reflex are 
possible during peroral endoscopic procedures; use topical anesthetic, have necessary coun- 
termeasures available. Hypotension or muscular weakness possible, particularly when used 
with narcotics, barbiturates or alcohol. Use lower doses (2 to 5 mg) for elderly debilitated. 
Adverse Reactions: Side effects most commonly reported were drowsiness, fatigue, ataxia. 
infrequently encountered were confusion, constipation, depression, diplopia, dysarthria, head- 
ache, hypotension, incontinence, jaundice, changes in libido, nausea, changes in salivation, 
skin rash, slurred speech, tremor, urinary retention, vertigo, blurred vision. Paradoxical reac- 
tions such as acute hyperexcited states, anxiety, hallucinations, increased muscle spasticity, 
insomnia, rage, sleep disturbances and stimulation have been reported; should these occur, 
discontinue drug. 


Because of isolated reports of neutropenia and jaundice, periodic blood counts, liver function 
tests advisable during long-term therapy. Minor changes in EEG patterns, usually low-voltage 
fast activity, observed in patients during and after diazepam therapy are of no known signifi- 
cance. 

INJECTABLE: Venous thrombosis/phlebitis at injection site, hypoactivity, syncope, bradycardia, 
cardiovascular collapse, nystagmus, urticaria, hiccups, neutropenia. 

In peroral endoscopic procedures, coughing, depressed respiration, dyspnea, hyperventila- 
tion, laryngospasmvpain in throat or chest have been reported. 

Dosage: Individualize for maximum beneficial effect. 

ORAL: Adults: Anxiety disorders, relief of symptoms of anxiety—Valium (diazepam/Roche) tab- 
lets, 2 to 10 mg b.i.d. to q.i.d.; or 1 or 2 Valrelease (diazepam/Roche) capsules (15 to 30 mg) 
daily. Acute alcohol withdrawal—tablets, 10 mg t.i.d. or q.i.d. im first 24 hours then 5 mg t.i.d 
or q.i.d. as needed; or 2 capsules (30 mg) the first 24 hours, then 1 capsule (15 mg) daily as 
needed. Adjunctively in skeletal muscle spasm—tablets, 2 to 10 mg tid. or q.i.d.; or 1 or 2 
capsules (15 to 30 mg) once daily. Adjunctively in convulsive disorders—tablets, 2 to 10 mg 
b.i.d. to q.i.d.; or 1 or 2 capsules (15 to 30 mg) once daily. 


Geriatric or debilitated patients: Tablets—2 to 2/7 mg 1 or 2 times daily initially, increasing as 
needed and tolerated (see Precautions). Capsules— 1 capsule (15 mg) daily when 5 mg oral 
Valium (diazepam/Roche) has been determined as the optimal daily dose. 

Children: Tablets—1 to 21⁄2 mg t.i.d. or q.i.d. initially, increasing as needed and tolerated (not 
for use in children under 6 months). Capsules— 1 capsule (15 mg) daily when 5 mg oral 
Valiurn has been determined as the optimal daily dose (not for use in children under 6 
months). 

INJECTABLE: Usual initial dose in older children and adults is 2 to 20 mg I.M. or IV, depending 
on indication and severity. Larger doses may be required in some conditions (tetanus). In 
acute conditions injection may be repeated within 1 hour, although interval of 3 to 4 hours is 
usually satisfactory. Lower doses (usually 2 to 5 mg) with slow dosage increase for elderly or 
debilitated patients and when sedative drugs are added. (See Warnings and Adverse Reaction 
For dosages in infants and children see below; have resuscitative facilities available. 

IM. use: by deep injection into the muscle. 

LV. use: inject slowly, take at least one minute for each 5 mg (1 ml) given. Do not use small 
veins, i.e, dorsum of hand or wrist. Use extreme care to avoid intra-arterial administration or 
extravasation. Do not mix or dilute Valium with other solutions or drugs in syringe or infusion 
flask. If it is not feasible to administer Valium directly I.V, it may be injected slowly through the 
infusion tubing as close as possible to the vein insertion. 

Moderate anxiety disorders and symptoms of anxiety, 2 to 5 mg I.M. or IV, and severe anxiety 
disorders and symptoms of anxiety, 5 to 10 mg I.M. or IV., repeat in 3 to 4 hours if necessary; 
acute alcohol withdrawal, 10 mg I.M. or IV. initially, then 5 to 10 mg in 3 to 4 hours if neces- 
sary. Muscle spasm, in adults, 5 to 10 mg IM. or IV. initially, then 5 to 10 mg in 3 to 4 hours if 
necessary (tetanus may require larger doses); in children administer LV. slowly; for tetanus in 
infants over 30 days of age, 1 to 2 mg I.M. or IV, repeat every 3 to 4 hours if necessary; in 
children 5 years or older, 5 to 10 mg repeated,every 3 to 4 hours as needed. Respiratory 
assistance should be available. 

Status epilepticus, severe recurrent convulsive seizures (IM. route preferred), 5 to 10 mg adult 
dose administered slowly, repeat at 10- to 15-minute intervals up to 30 mg maximum. Repea 
in 2 to 4 hours if necessary keeping in mind possibility of residual active metabolites. Use 
caution in presence of chronic lung disease or unstable cardiovascular status. Infants (over 
30 days) and children (under 5 years), 0.2 to 0.5 mg slowly every 2 to 5 min., up to 5 mg (IV. 
preferred). Children 5 years plus, 1 mg every 2 to 5 min., up to 10 mg (slow IV. preferred); 
repeat in 2 to 4 hours if needed. EEG monitoring may be helpful. 

In endoscopic procedures, titrate |V. dosage to desired sedative response, generally 10 mg o! 
less but up to 20 mg (if narcotics are omitted) immediately prior to procedure; if IV. cannot 
be used, 5 to 10 mg IM. approximately 30 minutes prior to procedure. As preoperative medi 
cation, 10 mg I.M.; in cardioversion, 5 to 15 mg IV. within 5 to 10 minutes prior to procedure. 
Once acute symptomatology has been properly controlled with injectable form, patient may 
be placed on oral form if further treatment is required. 

Management of Overdosage: Manifestations include somnolence, confusion, coma, dimin- 
ished reflexes. Monitor respiration, pulse, blood pressure; employ general supportive mea- 
sures, IV. fluids, adequate airway. Use levarterenol or metararrinol for hypotension. Dialysis is 
of limited value. 

How Supplied: 

ORAL: Valium (diazepam/Roche) scored tabletse-2 mg, white; 5 mg, yellow; 10 mg, blue — 
bottles of 100* and 500;* Prescription Paks of 50, available in trays of 10;* Tel-E-Dose* 
packages of 100, available in trays of 4 reverse-numbered boxes of 25' and in boxes contair 
ing 1O strips of 10.' pn 
Valrelease (diazepam/Roche) slow-release capsules— 15 mg (yellow and blue), bottles of 
100;t Prescription Paks of 30." 


INJECTABLE: Ampuls, 2 ml, boxes of 10; Vials, 10 ml, boxes of !;' Tel-E-Ject* (disposable 
syringes), 2 ml, boxes of 10.’ Each ml contains 5 mg diazepam, compounded with 40% 
propylene glycol, 10% ethyl alcohol, 5% sodium benzoate and benzoic acid as buffers, and 
1.5% benzyl alcohol as preservative. 














*Supplied by Roche Products Inc., Manati, Puerto Rico 00701 


'Supplied by Roche Laboratories, Division of Hoffmann-La Roche Inc., Nutley, 
New Jersey 07110 


ROCHE PRODUCTS INC 
f Manati, Puerto Rico 00701 


Career Opportunities 









Nova Scotia 
awe 

Nova Scotia 
Hospital 














The Nova Scotia Hospital requires two psychiatrists to fufil its role as 
the principal psychiatric resource and referral center for the Province of 
Nova Scotia. The Hospital provides a full range of general and special 
psychiatric services for the entire Province and also has a rapidly devel- 
oping community mental health program for its immediate environs 
including outpatient services and a Day Hospital. 

This fully accredited Hospital is located in the City of Dartmouth 
(population 65,000) which is part of the Halifax-Dartmouth Metropolitan 
Area. Its location offers an ideal blend of moderate pace of life in the 
East with a wide range of cultural, educational, recreational activities 
and conveniences of urban living. In addition, the temperate climate 
enhances the quality of life. 

The Hospital is affiliated with Dalhousie Medical School and the 
psychiatric staff of 19 provides an atmosphere of professional stimula- 
tion and growth. Academic appointments are possible for suitable can- 
didates and there is scope for limited private practice for full-time psy- 
chiatrists. 

Candidates must have Canadian Fellowship or equivalent qualifica- 
tions. Assistance with licensure in the Province of Nova Scotia is pro- 
vided. Benefits include a maximum salary of $68,075 (under review), a 
full range of civil service benefits including four weeks annual vacation 
irom the first year, statutory holidays, sick leave benefits, group life 
insurance, relocation assistance and, in addition, a relocation grant of 
$5,000 is provided if a commitment is made for one year's service. 

Resumes may be submitted to the Nova Scotia Civil Service Com- 
mission, P. O. Box 943, Halifax, Nova Scotia, B3U 2V9. Please quote 
Competition Number 83-304. 

For further information or enquiries, please contact in writing or by 
telephone (collect) to Dr. H. P. Poulos, Medical Director, Nova Scotia 
Hospital, Drawer 1004, Dartmouth, Nova Scotia, B2Y 329. Telephone 
— 902-469-7500. $ 






























VACANCY — BOARD CERTIFIED PSYCHIATRIST. 


VETERANS ADMINISTRATION MEDICAL CENTER, 
MURFREESBORO, TENNESSEE, HAS AN OPENING FOR A BOARD 
CERTIFIED PSYCHIATRIST. THE PSYCHIATRY SERVICE HAS 

315 BEDS AND A LARGE OUTPATIENT DEPARTMENT, AND 
UTILIZES A FULL RANGE OF TREATMENT MODALITIES. 
AFFILIATED WITH MEHARRY MEDICAL COLLEGE. 














PRIMARY RESPONSIBILITIES WILL BE DIRECT CLINICAL CARE 
IN THE OUTPATIENT AREA AND PARTICIPATION IN THE 
RESIDENT/MEDICAL STUDENT TEACHING PROGRAM. WILL 
ASSIST IN CHANGING PRESENT PROGRAMS AND DEVELOPING 
NEW ONES TO IMPROVE THE QUALITY OF PATIENT CARE 

AND TO ENHANCE THE TEACHING PROGRAM. SOME 
ADMINISTRATIVE DUTIES INCLUDED. RESEARCH 
ENCOURAGED. 











INCOME (SALARY PLUS VA PHYSICIAN BONUS) UP TO $71,400 
DEPENDING UPON QUALIFICATIONS. SCHEDULED TOUR OF 
DUTY IS 40 HOURS PER WEEK. ON CALL APPROXIMATELY 
ONE NIGHT PER MONTH. THIRTY DAYS ANNUAL LEAVE AND 
FIFTEEN DAYS SICK LEAVE PER YEAR. FULL BENEFIT PACKAGE. 
CURRENT LICENSE AND REGISTRATION IN A STATE, 
TERRITORY OR COMMONWEALTH OF THE UNITED STATES OR 
DISTRICT OF COLUMBIA REQUIRED. EQUAL OPPORTUNITY 
EMPLOYER, 









“*MURFREESBORO IS A COMMUNITY OF APPROXIMATELY 30,000 
LOCATED IN THE BEAUTIFUL MIDDLE TENNESSEE AREA, 

30 MILES SOUTHEAST OF NASHVILLE. EDUCATIONAL. 
CULTURAL AND SPORTS ACTIVITIES AVAILABLE LOCALLY AND 
IN NASHVILLE. ABUNDANT OUTDOOR RECREATIONAL 
ACTIVITIES AVAILABLE. MILD CLIMATE. 












IF INTERESTED, WRITE SAM LOWY, M.D., CHIEF, 
PSYCHIATRY SERVICE, VA MEDICAL CENTER, 

MURFREESBORO, TN 37130 OR CALL (615) 893.1360, 
EXT. 3543. 
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PSYCHIATRY 


Insanity, Rational Autonom y 
and Mental Health Care 
edited by Rem B. Edwards 











This comprehensive volume of more than thirty-five 
essays discusses the most crucial questions facing to- 
day's mental-health professional. What is the nature 
and purpose of the therapist-patient relationship? 
What degrees of personal choice oughi to be exer- 
cised by those undergoing mental-health treatment? 
How are health care professionals and society to con- 
front such issues as informed voluntary consent, 
competency, voluntary versus involuntary hospital- 
ization, professional paternalism versus the right to 
refuse treatment, as well as the development, use. 
and regulation of behavior-control therapies? What 
are the advantages and disadvantages of deinstitu- 
tionalization versus custodial care? 

some of the best known names in psychiatry, 
psychology, philosophy, and law are included in this 
important contribution to interdisciplinary research: 
Loren H. Roth, Peter Sedgwick, Robert M. Veatch. 
Thomas Szasz, Christopher Boorse, H. Tristram 
Engelhardt, Jr., Michael C. Moore, Toksoz B. Karasu. 
Robert W. Gibson, Alan Meisel, Charles W. Lidz. 
William T., Blackstone, Peter R. Breggin, Ruth 
Macklin, Vernon H. Mark, Elliot S. Valenstain, lonas 
Robitscher, Gerald L. Klerman, and others. 
609 pages 
Cloth $29.95 


My check/M.O. for... is enclosed. Price is $29.95 per copy, 
plus $1.50 for postage and handling (plus 7% tax in AYSI 


Or charge Mastercard... .. Visa uw Expires oo 
AtCOUnL | ao ate a 
Signature rm Seals a et RC PERRA 


Name... 22 ss 
loci T EON RENNES RR 


GI em RR State... Zip 


PROMETHEUS BOOKS 


700 East Amherst Street Buffalo. Now Yovk 14918 








The young chronic patient: 








candidate for HALDOL 


A new patient population has thrust itself upon the attention 
of the psychiatric community: young chronic psychotic 
patients. Chemotherapy, of course, forms only a part of the 
approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term. prognosis. 


Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients.” Mean daily doses as low as 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.’ The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, 

notably in times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 
The mental “fuzziness” (impaired alertness), often a problem with some 


neuroleptics, is seldom encountered with HALDOL. Patients usually remain 
alert and able to participate in other forms of therapy.” 


Rarely causes sexual problems 

Because it has the lowest anticholinergic potential of all neuroleptics, 
HALDOL is much less likely to cause impotence or ejaculatory difficulties 
than drugs with high anticholinergic effects. This can be a major factor in 
maintaining compliance among young male psychotic patients. 


Extrapyramidal symptoms, if seen, are readily controlled 


EPS, if seen, are usually dose-related and readily controlled with dosage 
adjustment, antiparkinson medication or by giving a single h.s. dose.** 





Right at the start — right for the long term 





(napenda) 


tablets/concentrate/injection 


*Marked sedation is rare; some instances of drowsiness have bae reported 
** Persistent extrapyramidal symptoms may require díscontinuatio:, c! the drug 


hotograph posed by professional model. Please see following page for hrief summary of Prescribing Information. 


The only neuroleptic many psychotic 
patients may ever need 








HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 


e Rapid relief of core 
psychotic symptoms 


^ e Effective for both initial 
| and maintenance therapy 


e Safe and effective at the | 
widest possible dosage range" 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions. 












acceptability. 2 mg per ml Hom ee 
haloperidol (as de actate). HALDOL 
HALOPERIDOL 
CONCENTRATE 
HALDOILS tablets 
(haloperidol) 


HALDOIS? (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) | 
in acutely agitated patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg | 
methylparaben and 0.2 m | 
prop Iparaben per ml, and lactic acid 
or p 


adjustment to 3.0-3.6. 
Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any Cause, 
hypersensitivity to the drug, Parkinson's disease. 


Warnings: Usage in Pregnancy: Safe use in pregnancy or in women likely to become 
pregnant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment. 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
signs appear 


General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular changes have been reported with chemically-related 
drugs. although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
is required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure may occur). (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold; (3) with known allergies or a 
history of allergic reactions to drugs: (4) receiving anticoagulants. since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
parkinson medication, if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates: if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. Intraocular pressure may increase when anticholinergic drugs. including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression Severe neurotoxicity 
may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels, the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer 
Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence have 
been reported. the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date. however. have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
this time. The 1. 5. 10 mg tablets contain FD&C Yellow No 5 (tartrazine) which may cause 
allergic-type reactions (including bronchial asthma) in certain susceptible individuals, espe- 
cially in those who have aspirin hypersensitivity 


Adverse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
dal) reactions have been reported frequently, often during the first few days of treatment 
Generally they involved Parkinson-like symptoms which were usually miid to moderately severe 
and usually reversible. Other types of neuromuscular reactions (motor restlessness, dystonia, 
akathisia. hyperreflexia. opisthotonos, oculogyric crises) have been reported far less fre- 
quently. but were often more severe Severe extrapyramidal reactions have been reported at 
relatively low doses. Generally. extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Anti- 
parkinson drugs may be required. Persistent extrapyramidal reactions have been reported and 
the drug may have to be discontinued in such cases. 


Withdrawal Emergent Neurological Signs: Abrupt discontinuation of short-term antipsychotic 


A32 








in 6 different strengths, for 
convenience in individualizing 
dosage. 


HALDOL 
HALOPERIOOL 
TABLETS 





FTA 
< V mg l mg 2mg 5mg 10mg 20 mg 


therapy is generally uneventful, However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual 
withdrawal will reduce the occurrence of these signs. but until further evidence is available 
HALDOL should be gradually withcrawn. 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associatec 
with persistent dyskinesias. The risk appears to be greater in elderly patients on high-dose 
therapy. especially females. Symptoms are persistent and sometimes appear irreversible; there 
is no known effective treatment and all antipsychotic agents should be discontinued. The 
syndrome may be masked by reinstitution of drug, increasing dosage, or switching to a differen: 
antipsychotic agent. Fine vermicular movement of the tongue may be an early sign of the 
syndrome and if medication is stopoed at that time the syndrome may not develop 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres- 
sion. lethargy, headache. contusion, vertigo, grand mal seizures, and exacerbation of psy- 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may be 
responsive to drug withdrawal and ‘or treatment with anticholinergic drugs. 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia has been reported, some- 
times alone and sometimes in association with muscle rigidity or in association with rhabdo- 
myolysis and acute renal failure. Cardiovascular Effects: Tachycardia. hypotension, 
hypertension and ECG changes. Hematologic Effects: Reports of mild, usually transient 
leukopenia and leukocytosis. minimal decreases in red blood cell counts, anemia, or a ten- 
dency toward lymphomonocytosis agranulocytosis rarely reported and only in association with 
other medication. Liver Effects: Impaired liver function and/or jaundice reported. Dermato- 
logic Reactions: Maculopapular and acneiform reactions. isolated cases of photosensitivity. 
loss of hair. Endocrine Disorders: Lactation. breast engorgement, mastalgia, menstrual irreg- 
ularities. gynecomastia. impotence, increased libido, hyperglycemia. hypoglycemia and 
hyponatremia. Gastrointestinal Effects: Anorexia, constipation, diarrhea, hypersalivation, 
dyspepsia. nausea and vomiting. Autonomic Reactions: Dry mouth, blurred vision, urinary 
retention and diaphoresis Respiratory Effects: Laryngospasm, bronchospasm and increased 
depth of respiration. Other: Cases of sudden and unexpected death have been reported in 
association with the administration of HALDOL. The nature of the evidence makes it impossible 
to determine definitively what role, if any, HALDOL played in the outcome of the reported cases. 
The possibility that HALDOL caused death cannot, of course, be excluded, but it is to be kept in 
mind that sudden and unexpected death may occur in psychotic patients when they go 
untreated or when they are treated with other neurageptic drugs 


IMPORTANT: Full directions for use should be read before HALDOL haloperidol is 
administered or prescribed. 


The injectable form is intended only for acutely agitated psychotic patients with meflerately 
severe to very severe symptoms. Controlled trials to establish the safety and effectiveness of 
intramuscular administration in children have not been conducted 
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References: 1. Pepper B, Kirshner MC, Ryglewicz H: The young adult chronic patient: Overview 
of a population. Hosp Community Psychiatry 32(7):463-469, 1 981. 2. Darling HF: Haloperido! in 
overt ambulatory schizophrenics. Diseases of the Nervous System 34(7):364-367, 1973. 

3 Tobin JM, Robinson GMH: Double-blind comparison of haloperidol and thiothixene with 
after-care treatment evaluation in psychiatric outpatients with schizophrenia. Psychiatric 
Journal of the University of Ottawa 5(3):168-174, 1980. 
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New! THEY COULD NOT TALK AND SO THEY 
DREW: Children's Styles of Coping and Thinking by Myra 


F. Levick. This book describes and illustrates normal and ab- 


normal development of the ego functions of cognitive skills 
and mechanisms of defense through the graphic produc- 
tions of young children between the ages of two and ten. 
The author discusses art therapy, defense mechanisms of the 
ego, psychosexual and cognitive development, manifesta- 
tions of defense mechanisms in children's drawings, mani- 
festations of defense mechanisms in the drawings of 
disturbed children and young adults, and related topics. 
May '83, about $34.50 


New! GROUP PSYCHOTHERAPY WITH PEOPLE 
WHO ARE DYING by Steven Phillip Lindenberg. Focusing 
on the patient’s perspective, this book provides unique in- 
sights into group counseling and psychotherapy for cancer 
patients. It addresses psychological and psychosocial effects 
of terminal illness, effects of the illness on family systems, 
death and dying, and patient reactions to treatment. Coun- 
seling techniques and group dynamics are described in de- 
tail. June 83, about $24.75 


THE SHAMAN: His Symbols and His Healing Power by 
Spencer L. Rogers. Data from many cultures is compiled in 
this book to explain the role of the shaman in society, his 
methods, and the reasons for his frequent success. Discus- 
sions are included on various concepts of the supernatural 
and symbolic devices employed in shamanistic rituals and 
healing rites, theories of disease in aboriginal cultures, the 
psychological basis of shamanistic therapy, and a compari- 
son of shamanistic and Western methods of healing. 82, 
$24.50 


DRUGS AND MENTAL RETARDATION edited by Stephen 
E. Breuning and Alan D. Poling. Chapters in this book pro- 
vide information on the role of drugs in the etiology of men- 
tal retardation, behavioral pharmacology, and methodo- 
logical issues in the evaluation of drug effects; examine the 
use, effects, and effectiveness of antipsychotic and antianx- 
iety drugs, antidepressant and antimanic drugs, stimulants, 
and antiepilepsy drugs; and discuss the use of behaviorally 
active drugs with the mentally retarded in public schools 
and foster and group homes. 82, $44.75 


BARRIERS TO THE EFFICACY OF PSYCHIATRIC TREAT- 
MENT edited by William E. Kelly. This book not only pro- 
vides a broad overview of the problems facing psychiatry in 
the 1980s, it also provides solutions to those problems, in- 
cluding suggestions on how psychiatrists can improve the 
effectiveness of their treatment methodologies and how 
they can prove the efficacy of psychiatric treatment to third 
party payers for continued funding and support. ‘67, $17.75 


PSYCHOPHARMACOLOGY FOR PRIMARY PHYSICIANS 
edited by Albert S. Norris. This volume contains reliable in- 
formation and practical advice on the use of psychotropic 
drugs. Pharmacology, prescribing data, patient education, 
problems with noncompliance, the psychosocial context of 
psychiatric illness, and psychotherapy all receive expert ex- 
planations. A special section on the use of psychopharma- 
cologic agents in children is included. 87, $18. 75 
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New! SEXUAL DYNAMICS OF ANTI-SCC iA‘. BE: TAY 
IOR edited by Louis B. Schlesinger and Eupcoo Rei itch 
Various types of anti-social behaviors that are s xv a'l} ‘act 
vated or that have distinct sexual dynamics ar «c nir dr 
this volume. Divided into three sections, the ʻe < ove 
cially tolerated acts—prostitution, pornograri s  nyi oh 

mania, sexual permissiveness, and genae” d sobore 
non-tolerated offenses—genital exhibitionism — 'eptoran. 
sexually motivated burglaries, and pyromania . ^d rare am 
bizarre behaviors—erotized repetitive hanz^«s  n:crr. 
philia, sadomasochism, vampirism, and sexuc!! rotis «te. 
homicide and assault. June 83, about $31.50 


New! VIOLENT INDIVIDUALS AND X MELIES: A 
Handbook for Practitioners edited by Susan S. t neers, Ann 
M. Anderson, Cynthia Allen Hart and Gera c M. Ruben 
stein. This guide <o assessment, intervention . ^o thc aps 
for violent individuals and their families is com) ^a^nsi.o in 
its coverage of types of violence and therapies. | «i idec are 
methods for assessing the potential for violerc > i» c' ents 
managing the emotional dimensions of .-'tinizeuon 
managing violence in inpatient settings, treati y a; gre--tve 
residents in institutions, and training mento  ^eilh. oro 
viders to work with violence-prone patients. Acg 64, annu 
$21.75 


PSYCHIATRIC HOSPITALIZATION OF CHILD EN cr.:tec 
by Jerome L. Schulman and Martin Irwin. G3 ng beyond 
theory and philosaphy, the contributors to this » ol. presen: 
a practical encyclopedia of inpatient child ps «tictry. The 
text's six sections deal with general considerations he c ail 
routine, milieu issues, treatment, staff issues nd re-ult« 
Within these broad areas, forty-seven chapter citer sel 
contained, comprehersive explications of all «es of she 
program. 82, $45.50 


GERIATRIC PSYCHOPHARMACOTHERAP*: Optima: 
Technique compiled and edited by Alvin J. Levenson. Ar 
optimal late life pharmacologic technique for ac r un sire ion 
of the major psychotropic agents is provided n iis bok 
Chapters describe the physiologic changes ass) ‘ated stb 
growing older and cover clinical application o' * ^e opti na 
technique, commonly prescribed agents, perti x nt pna ne 
cokinetics and pharmacodynamics, principles c. Use, ¿nd 
side effects. 82, $24.75 
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THE HUMAN MIND: A Physiological Clarifica::o7 bs Ed- 
mund Jacobson. A distinguished scientist prest ^ s e uni ue 
and comprehensive account of the physiology « ire rona 
He traces the evolution and range of views o: t mine re- 
ports the results of his investigations, using the ve rovolo me 
ter, into the physiology of the mind; and explau $ tne natare 
of the mind in the »odv and the relation of the: n: to the 
body and to reality as a whole. '82, $18.75 


THE ARTS AND PSYCHOTHERAPY by Shaun Y.. Niff. ^c 
author shows how contemporary therapies in; «v ng oral 
and written language, movement and dance, + au ad . ad 
music, visual imagery, and drama corresponc © ancint 
crosscultural, even un;versal attempts at psych « hea 1g 
The relationship of shamanism to modern ar» if erar es 
motives and needs, obstacles to expression, and p cp aat on 
for therapy also receive detailed analyses. 81,517 


~ 


Order direct for fastest results 9 » Write or call (217) 789-8980 e Books sent on approval 
ORIRE i on MasterCard, Visa & prepaid orders 


2600 South First Street ¢ Springfield e Illinois O 627 17 








HELP BRING EARLIER RELIEF OFTEN 
BEGINNING IN ONLY 4 DAYS 


Now, provide more rapid symptomatic 
relief than with amitriptyline 


IN DEPRESSED MOOD 
almost two times greater improvement at Day 4 


(41%) ASENDIN® Amoxapine 
Day 4 
[J (22%) Amitriptyline 
—_ ee 0 0 
ee 
ee eg (71%) Amitriptyline 


PERCENT OF MAXIMUM POSSIBLE e ibe ais DEPRESSED MOOD ITEM, 
HAMILTON DEPRESSION SCALE (N = 61) 


IN PSYCHIC ANXIETY 
almost three times greater improvement at Day 4 


L.—. . ](8696) ASENDIN 
Day 4 mE 
[1] (1396) Amitriptyline 


O ooo ABENDIN 
[o UU TUTTI] (48%) Amitriptyline 


PERCENT OF MAXIMUM POSSIBLE i eiii ANXIETY, PSYCHIC ITEM, 
HAMILTON DEPRESSION SCALE (N = 61) 


E May enhance patient compliance? 


In a double-blind study of 50 depressed patients, ASENDIN 
showed only one-half as many dropouts due to treatment refusa 
toxicity, or deterioration as did amitriptyline? Antidepressants are 
not recommended for use during the acute recovery phase 
following myocardial infarction. 


FOR A MORE RAPID RESPONSE... 


sendiin : 


-AMQ «a 


Tablets 25 mg. 50 mg. 100 mg, 150 mg 


A Re THERAPEUTIC CHOICE 
R 1,500,000 PRESCRIPTIONS 
ALREADY FILLED* 








*Data from National Prescription Audit, IMS America. Ltd 
See ASENDIN brief summary on next page for clinical 
pharmacology, contraindications, warnings, 
precautions and adverse reactions. 





In depression with anxiety: 


Asendi 


ANMQALONTE eam 


Tablets 25 mg, 50 mg, 100 mg, 150 mg 





HELPS SHORTEN YOUR WAIT 


FOR THERAPEUTIC BENEFITS EN 


| 
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BRIEF SUMMARY Bion 7 
ASENDIN* Amoxapine Tablets VVDIN 7 


CLINICAL PHARMACOLOGY 

ASENDIN is an antidepressant with a mild sedative component to its 
action. The mechanism of its clinical action in man is not well under 
stood. in animals, amoxapine reduced the uptake of norepinephrine 
and serotonin and blocked the response of dopamine receptors to 
dopamine. Amoxapine is not a monoamine oxidase inhibitor. 


ASENDIN is absorbed rapidly and reaches peak blood levels ap- 
proximately 90 minutes after ingestion. It is almost completely 
metabolized. The main route of excretion is the kidney. in vitro tests 
show that amoxapine binding to human serum is approximately 
90%. In man, amoxapine serum concentration declines with a half- 
lite of 8 hours. However, the major metabolite, 8-hydroxyamoxapine, 
has a biologic half-life of 30 hours. Metabolites are excreted in the 
urine in conjugated form as glucuronides. 


Clinical studies have demonstrated that ASENDIN has a more rapid 
onset of action than either amitriptyline or imipramine. The initial 
clinical effect may occur within four to seven days and occurs within 
two weeks in over 8096 of responders. 


CONTRAINDICATIONS 

Prior hypersensitivity to dibenzoxazepine compounds and in the 
acute recovery phase following myocardial infarction. Hyperpyretic 
crises, severe convulsions and deaths have occurred in patients 
receiving tricyclic antidepressants and monoamine oxidase inhibi- 
tors simultaneously. do not give concomitantly. Before replacing a 
monoamine oxidase inhibitor with ASENDIN amoxapine, allow a 
minimum of 14 days to elapse, then initiate cautiously, with gradual 
increase in dosage until optimum response is achieved. 


WARNINGS 

Use with caution in patients with history of urinary retention, angle- 
closure glaucoma or increased intraocular pressure. Watch patients 
with cardiovascular disorders closely. Tricyclic antidepressants, par- 
ticularly in high doses, can induce sinus tachycardia, changes in 
conduction time, and arrhythmias. Myocardial infarction and stroke 
have been reported with drugs of this class. Rarely, grand mai sei- 
zures have been reported with dosages of ASENDIN above recom- 
mended limits. Take extreme caution in patients with history of con- 
vulsive disorders. 


PRECAUTIONS 

General: 

Because of inherent suicide potential, dispense to severely de- 
pressed patients the smallest suitable amount of the drug. Manic 
depressive patients may experience a shift to the manic phase; 
schizophrenic patients may develop increased symptoms of psy- 
chosis; patients with paranoid symptomatology may have such 
symptoms exaggerated, requiring reduction of dosage or addition 
of a major tranquilizer to the therapeutic regimen. Antidepressant 
drugs can cause skin rashes and/or "drug fever" in susceptible 
individuals. These allergic reactions may, in rare cases, be severe. 
They are more likely to occur during the first few days of treatment, 
but may also occur later. ASENDIN should be discontinued if rash 
and/or fever develop. Amoxapine possesses a degree of dopamine- 
blocking activity which may cause extrapyramidal symptoms in 
<1% of patients. Rarely. symptoms indicative of tardive dyskinesia 
have been reported, possibly related to treatment with amoxapine. 
information for the patient: 

Warn patients of possibility of drowsiness; performance of potentially 
hazardous tasks such as driving an automobile or operating ma- 
chinery may be impaired. 

Drug interactions: 

See Contraindications re concurrent usage of tricyclic antidepres- 
sants and monoamine oxidase inhibitors. Paralytic ileus may occur 
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when tricyclic antidepressants are taken in combination with anti- 
dE drugs. ASENDIN may enhance response to alcohol, 
effects of barbiturates and other CNS depressants. 


Therapeutic interactions: 

Concurrent administration with electroshock may increase hazards 
associated with such therapy. 

Carcinogenesis, impairment of fertility: 

Pancreatic adenocarcinoma was detected in low incidence for mid- 
dose group of rats studied a: 3 dose levels in a 21-month toxicity 
study: pancreatic islet cell hyperplasia occurred with slightly in- 
creased incidence at doses 5-10 times the human dose. Signifi- 
cance of these findings to man is not known. The number of fertile 
matings decreased when male rats were treated with 5-10 times the 
human dosage; female rats receiving oral doses within the thera- 
peutic range displayed reversible increase in estrous cycle length. 


Pregnancy - Category C: 

Studies in mice, rats and rabbits have demonstrated no evidence of 
teratogenic effect due to ASENDIN. Embryotoxicity was seen in rats 
and rabbits given oral doses approximating human dose; fetotoxic 
effects (intrauterine death, stillbirth, decreased birth weight) were 
seen in animals at oral doses 3-10 times human dose. Decreased 
postnatal survival (between days 0-4) was demonstrated in offspring 
of rats at 5-10 times human dose. There are no adequate and well- 
controlled studies in pregnant women; ASENDIN should be used 
Sd pregnancy only if potential benefit justifies potential risk to 
etus. 

Nursing mothers: 

ASENDIN, like many other systemic drugs, is excreted in human 
milk. Because effects of the drug on infants are unknown, caution 
should be exercised when ASENDIN is administered to nursing 
women. 

Pediatric use: 

Safety and efficacy in children below the age of 16 have not been 
established. 


ADVERSE REACTIONS reported in controlled studies: 

Incidence greater than 1%. 

Most frequent were sedative and anticholinergic—drowsiness (14%), 
dry mouth (14%), constipation (12%) and blurred vision (7%). Less 
frequently reported reactions were: CNS and Neuromuscular- 
anxiety, insomnia, restlessness, nervousness, palpitations, tremors, 
confusion, excitement, nightmares, ataxia, alterations in EEG pat- 
terns. Allergic—edema. Gastrointestinal-nausea. Other—dizziness, 
headache, fatigue, weakness, excessive appetite, increased 
perspiration. 

Incidence less than 1%: 

Anticholinergic disturbances of accommodation, mydriasis, 
delayed micturition, urinary retention, nasal stuffiness. Cardiovas- 
cular-hypotension, hypertension, syncope, tachycardia. Allergic- 
drug fever with skin rash, photosensitization, pruritus, rarely vas- 
culitis. CNS and Neuromuscular-tingling, paresthesias of the 
extremities, tinnitus, disorientation, seizures, hypomania, numbness, 
incoordination, disturbed concentration, extrapyramidal symptoms, 
including, rarely, tardive dyskinesia. Hematologic—Leukopenia. 
Gastrointestinal~epigastric distress, vomiting, flatulence, abdominal 
pain, peculiar taste, diarrhea. Endocrine—increased or decreased 
libido, impotence, menstrual irregularity, breast enlargement and 
galactorrhea in the female. Other—lacrimation, weight gain or loss, 
altered liver function. 

Drug Relationship Unknown: 

Reported rarely, but under circumstances where drug relationship 
was unknown: Allergic—urticaria and petechiae. Anticholinergic — 
paralytic ileus. Cardiovascular—atrial arrhythmias (including atrial 
fibrillation), myocardial infarction, stroke, heart block. CNS and Neu- 
romuscular--hallucinations, nightmares. Hematologic-thrombocytopenia. 
purpura. Gastrointestinal—parotid swelling. Endocrine-change in 
blood glucose levels. Other-pancreatitis, hepatitis, jaundice, uri- 
nary frequency, testicular swelling, anorexia. 


Additional Adverse Reactions Reported with Other Antidepressant 
Drugs: 
Anticholinergic-sublingua' adenitis, dilation of the urinary tract. 
CNS and Neuromuscular—delusions, syndrome of inappropriate 
ADH secretion. Hematologic—agranuloaytosis, eosinophilia. Gas- 
trointestinal-stomatitis, black tongue. Endocrine-gynecomastia. 
Other—alopecia. 

* 
References: 1. Hekimian LJ, Friedhoff AJ, Deever E: A Sap eal of the onset of action 
and therapeutic efficacy of amoxapine and amitriptyline. J Clin Psychiatry 39:633-637, 
1978. 2. Data on file, Clinical Research Department, Lederle Laboratories. 3. Prusoff BA, 


Weissman MM, Charney J, et al: Speed of symptom reduction in depressed outpatients 
treated with amoxapine and amitriptyline. Curr Ther Res 30:843-855, 1981. 


LECERLE LABORATORIES 
A Division of American Cyanamid Company 
l Wayne. New Jersey 07470 


€ 1983, Lederle Laboratories 911-3 


Calendar 
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For free listing of your organization’s official annual or regional meeting, please send us the following information: sponsor, 
location, inclusive dates, type and number of continuing education credits (if available), and the name, address, and telepbone 
number of the person or group to contact for more information. All notices and changes must be received no later than 60 days 
before the month of desired publication and should be addressed to Calendar, American Journal of Psychiatry, 1400 K Št., 
N.W., Washington, DC 20005. Because of space limitations, only listings of meetings of the greatest interest to Journal readers 


will be included. 


JUNE 





June 1—4, biennial meeting, National League for Nursing, 
Philadelphia. Margaret E. Walsh, CAE, Executive Director, 
10 Columbus Circle, New York, NY 10019, 212-582-1022. 


June 7—8, annual conference for innovators of community 
health promotion, American Hospital Association, Chicago. 
Contact AHA, 840 North Lake Shore Dr., Chicago, IL 
60611, 212-280-6000. 


June 9-12, annual meeting, American Association of Neuro- 
pathologists, St. Louis, Mo. Michael Noel Hart, M.D., 
secretary-Treasurer, Department of Pathology, University of 
lowa Hospitals and Clinics, lowa City, IA 52242, 319-353- 
3429. ° 


June 11-13, annual institute on the delivery of human 
service to rural people, American Rural Health Association, 
Lake Tahoe, Nev. Contact Raymond Coward, Center for 
Rural Studies, University of Vermont, Burlington, VT 04501. 


June 12-15, annual meeting, National Congress of Parents 
and Teachers, Albuquerque, N.M. Dr. Ronald L. Smith, 
Executive Director, 700 North Rush St., Chicago, IL 60611, 
312-787-0977, 


June 12~15, annual meeting, Committee on Problems of 
Drug Dependence, Inc., Lexington, Ky. Joseph Cochin, 
Ph.D., Executive Director, Department of Pharmacology, 
Boston University School of Medicine, 80 East Concord St., 
Boston, MA 02118, 617-247-6245. 


June 19—23, House of Delegates meeting, American Medical 
Association, Chicago. Contact AMA, 535 North Dearborn 
St., Chicago, IL 60610, 312-751-6000. 


June 24—25, Board of Trustees meeting, American Psychiat- 
ric Ássociation, Washington, DC. 


JULY 





July 3-6, International Congress of Family Therapy, Israel 
Association for Marital and Family Therapy and Family Life 
Education, Tel Aviv, Israel. Contact Secretariat, Box 50006, 
Tel Aviv 61500, Israel. 


July 5—7, annual meeting, Royal College of Psychiatrists, 


London. Natalie Cobbing, Executive Director, 17 Belgrave 
Square, London, SW1X 8PG, United Kingdom; 01-235- 
2351-5. 


July 5-8, international symposium on trends and challenges 
in psychiatry today, the Catholic University of Rome and the 
New Jersey Medical School, Rome. Contact Angelo Dane- 
sino, Ph.D., New Jersey Medical School, Dept. of Psychiatry 
and Mental Health Science, 100 Bergen St., Interims Bldg. 
15, Room 1524, Newark, NJ 07103; 201-456-4678 or 456. 
4501. 


July 8—10, 1st International Congress on Pre and Peri-Nata! 
Psychology, Toronto. Contact Irene Leps, Conference Office, 
Ontario Institute for Studies in Education, 252 Bloor St. W.. 
Toronto, Ontario MSS 1V6, Canada; 416-923-6641. 


July 11—16, VII World Congress of Psychiatry, World Psychi- 
atric Association and the Austrian Society of Neurology and 
Psychiatry, Vienna. Contact Congress Team International. 
Box 9, A-1095, Vienna, Austria. 


July 12-16, annual conference, National society for Chil- 
dren and Adults with Autism, Salt Lake City. Contact 
NSAC, Frank Warren, Suite 1017, 1234 Massachusetts Ave.. 
N.W., Washington, DC 20005-4599; 202-783-0125. 


July 23-28, World Mental Health Congress, Washington, 
D.C. Contact World Federation for Mental Health, Secretari- 
at #107-2352, Health Sciences Mall, University of 
British Columbia, Vancouver, British Columbia V6T 1 WS. 
Canada. 


July 27-29, annual meeting, Association of American Indian 
Physicians, Gallup, N.M. Terry Hunter, Executive Director, 
6805 5. Western Ave., Suite 504, Oklahoma City, OK 
73139; 405-631-0447. 


July 28—August 4, annual meeting, American Bar Associa- 
tion, Atlanta. Thomas H. Gonser, Executive Director, 1155 
E. 60th St., Chicago, IL 60637; 312-947-4000. 


July 31—August 3, annual meeting, National Medical Associ- 
ation, Chicago. Contact NMA, Suite 310, 1301 Pennsylva- 
nia Ave., N.W., Washington, DC 20004; 202-347-1895. 


July 31—August 4, biennial meeting, International society for 
the Study of Behaviora! Development, Munich, Wesr Germa- 
ny. Contact Rolf Oerter, University of Munich, Am Stadpark 
20, D-8000 München 60, West Germany (FRG). 


(Continued on page A65) 
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Aquick, new Way 
to put DSM-III to work for you. 


Controversial DSM-III Debate 
Now On Tape 


“Do the advantages of DSM-III outweigh the disadvan- 
tages?” That's the topic of the debate which took place at 


the 1982 American Psychiatric Association Annual Meeting. 


Now you can listen to five noted authorities discuss the 
issues surrounding the still controversial Diagnostic and 
Statistical Manual of Mental Disorders (Third Edition), the 
first major revision of criteria and codes for psychiatric 
diagnostic classification in 12 years. Two one-hour cassette 
tapes contain the provocative debate. Listen and decide for 
yourself! 


Moderator: John C. Nemiah, M.D., Boston, MA. 
Affirmative: Robert L. Spitzer, M.D., New York, NY. 
Gerald L. Klerman, M.D., Boston, MA. 

Negative: Robert Michels, M.D., New York, NY. 

George E. Vaillant, M.D., Boston, MA. 


NEW! Spiral bound Desk 
Reference to the Diagnostic 
Criteria from DSM-III 


Now you can get the information you need to make a 
‘DSM-III diagnosis in a new, more convenient format—with 
the new spiral bound Desk Reference. Perfect for quick 
reference by clinicians and researchers, the Desk Reference 
contains the classification, diagnostic criteria and a listing of 
the most important conditions to be considered in a dif- 
ferential diagnosis of each category. While the new format 
contains the same basic information as the Quick Reference, 
widely used for the past three years, it offers these added 
features: 


e Spiral binding to lay open and flat on your desk. 

* Full classification displayed on a single fold-out sheet. 

e A new alphabetical listing to help you pinpoint the code 
number promptly. 

* Larger page size and more convenient groupings of the 
diagnostic criteria. 


Join the 70,000 professionals 
already using the 
DSM-III Case Book 


The D5M-III Case Book brings the diagnostic concepts of 
DSM-III to life, presenting 214 actual patient case histories, 
reflecting the wide range of psychopathology seen in clinical 
practice. Use the Case Book for learning new concepts from 
DSM-III, to prepare for examinations, to test knowledge 

of diagnosis, to illustrate unusual cases and to stimulate 
discussions. 





Authors: Robert L. Spitzer, M.D.; Andrew E. Skodal, 
M.D.; Miriam Gibbon, M.S.W. and Janet B. W. 
Williams, D.S.W. 

You can still order your copy of the original Quick Reference 

to the Diagnostic Criteria, a pocket-sized booklet specially 

bound in durable leatherette. The contents of the Desk 

Reference and the Quick Reference ate the same, except as 

noted above. 





Just clip the coupon and mail your order to: 


American 


SVC hi at BUM Order Department 
y ^ Washington, D.C. 20005 


Orders over $35 can be charged on MasterCard or Visa by 
phone, 1-800-368-5777 (in Washington, D.C., call 797-4996) 


sion e m" NM ME NE OR MA NS DUM ME MAN m» wm ug 
i Please send met the following publications: | J-11-M_ g 
p O DSM-III Debate Cassette Tape (two 1-hour tapes) #AT-037-2 $18.00 gi 








p Desk Reference to DSM-III 442-046-7 (Spiral bound) $15.00 I 
C] DSM-III Case Book (O 442-050-5 (Casebound) $29.95 
a i 
I (3 #42-051-3 (Paperback) $17.50 " 
[3 Quick Reference to DSM-III #42-043-2 $12.95 
BS DSM-I C) #42-041-6 (Caseboumd) $32.00 l 
I (3 #42-042-4 (Paperback) $25.00 i 
: All orders must be prepaid. Please make check payable to . : 
i American Psychiatric Press, Inc. à 
3 $ Amount of Order + $1.50 Shipping / Handling i 
E $ Total Amount i 
§ Please ship materials to: i 
B Name n n i 
ETT cc a tr ln ar ae : 


Ci State. Zip 
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In a controlled clinical study of 1,168 patients 
diagnosed as having moderate to severe anxiety. 
over 70% also exhibited a moderate to severe 
depressed mood as elicited on the Hamilton Anxiety 
Rating Scale (HARS)* 

On the Self-Rating Symptom Scale, a large 
number of patients also reported experiencing 
such depressive symptoms as low energy. feeling 
blue and lonely, self-blame, and difficulty making» 
decisions* 


XA AXRELIEVESCLI ICAL ANXIETY 
WITH DEPRESSIVE SYMPTOMS. 


XANAX, the first triazolobenzodiazepine. is 
characterized by a structure uniquely different from 
other benzodiazepines. 

In addition to effectively relieving clinical anxiety 
XANAX Tablets have been found to be significantly 
more effective (0<0.001) than 
placebo in decreasing de- 
pressed mood score (HARS) 
in patients with clinical anxiety* 


A DESIRABLE 
PROFILE OF CLINICAL 
ADVANTAGES 


E Intermediate half-life of 
12 to 15 hours 

E Significantly lower incidence of drowsiness 
when compared directly with diazepam in clinical 
'studies* 

lil No greater incidence of anticholinergic 
effects than with placebo, eg, dry mouth. 
constipation, tremort 

E No reports of cardiovascular toxicity* 

ll Documented 16-week effectiveness with no 


appreciable increase in dosage from week 4 to 
week 16t 


E Simple dosage—0.25 to 05 mg tid. 









*Cohn JB: | Clin Psychiatry 42(9):347-351, 1981 
tData on file The Upjohn Company. 


Xanax 


US mq 
Tablets 


alprazo dM © 





The Upy hn Company Please see next page for brief summary of 
Kalamaz Michigan 4 9001 prescribing information. © 1983 The Upijo! 





XANAX’ Tablets € 
(alprazolam) 


CONTRAINDICATIONS 

Patients with sensitivity to this drug or other benzodiazepines and in 
acute narrow angie glaucoma. 

WARNINGS 

Notof value in psychotic patients. Caution patients against hazardous 
occupations requiring complete mental alertness and about the simul- 
taneous ingestion of alcohol and other CNS depressant drugs. 

Benzodiazepines can cause fetal harm in pregnant women. Warn 
patients of the potential hazard to the fetus. Avoid during the first 
trimester 
PRECAUTIONS 
General: if XANAX is combined with other psychotropics or anti- 
convulsant drugs. consider drug potentiation. Exercise the usual pre- 
cautions regarding size of the prescription for depressed or suicidal 
patients. In elderly and debilitated patients. use the lowest possible 
dosage. Observe the usual precautions in treating patients with 
impaired renal or hepatic function. 
information for Patients: Alert patients about (a) consumption of alco- 
hol and drugs. ibl possible fetal abnormalities. (c)operating machinery 
or driving tdi not increasing dose of the drug due to risk of dependence, 
fe} not stopping the drug abruptly. Laboratory Tests: Not ordinarily required 
in otherwise healthy patients. Drug interactions: Additive CNS depressant 
effects with other psychotropics, anticonvulsants. antihistamines, etha- 
nol and other CNS depressants. Pharmacokinetic interactions with 
benzodiazepines have been reported. Drug/Laboratory Test Interactions: 
No consistent pattern for a specific drug or specific test. Carcinogenesis. 
Mutagenesis. Impairment of Fertility: No carcinogenic potential or impairment 
of fertility in rats. Pregnancy: See Warnings. Nonteralogenic Effects. The child 
born of a mother on benzodiazepines may be at some risk for with- 
drawal symptoms and neonatal flaccidity Labor and Delivery: No estab- 
lished use. Nursing Mothers: Benzodiazepines are excreted in human milk 
Women on XANAX should not nurse. Pediatric Use: Safety and effective- 
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cological activity of XANAX e.g. drowsiness or lightheadedness 
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A New Radioreceptor Assay 
for Psychiatric Research: 








The Wellcome Neuroleptic Assay Kit 


Wellcome Diagnostics is pleased to announce the To order the WELLCOME NEUROLEPTIC ASSAY KIT. 
availability of a new radioreceptor assay for assessing call 800-334-9332 (North Carolina, call collect: 919-758. 
the in vitro potency of neuroleptic drugs — the 3436) or to obtain technical information, please cal! 800 
WELLCOME NEUROLEPTIC ASSAY KIT. 334-8570 (in North Carolina, call collect: 919.541.9090 

Ext. 4617). 
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Intended for research use only, and not for use in LLL Te Fa oe he ges de ee 
diagnostic procedures, this in vitro assay measures the Reference 1. Creese |. Snyder SH: A simple and sensitive 
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dopamine receptor blocking activity of neuroleptic drugs radioreceptor assay for antischizophrenic drugs in blood. 
and their pharmacologically active metabolites. The test Nature 270: 180, 1977. 

is based on the competitive binding assay method 
described by Creese and Snyder! Specifically, the test 
drug and °H-spiperone (spiroperidol) compete for bind- 
ing to dopamine receptors on calf caudate membranes. ostic 
When the competitive reaction has approached comple- 


tion, receptor-bound neuroleptic drug is separated from L4 A Division of Burroughs Wellcome Co. "A" 
that remaining unbound by centrifugation Wellcome 3030 Cornwallis Rd., Research Triangle Park. N.C. 27709 
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Medical Staff Fellowships at the Intramural Research 
Program, National Institute of Mental Health 





The National Institute of Mental basic research projects, accord- As a Medical Staff Fellow, vou 
Health Associate Programatthe ing totheir interests. Research will receive an initial salary of 
National Institutes of Health Fellows engage in fulltime lab- $30,000, with increments of 


offers Medical Staff Fellowships oratory research under the pre- — $2,000 per year. Moving, travel 
(formerly termed Clinical Asso-  ceptorship of one of the senior expenses and Federal health 
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ciates) for two or three years of — staff. All Fellows may partici- care benefits are available. | 
intensive training in virtuallv all pate in tutorial seminars and For a detailed catalog about i 
areas of clinical and basic other teaching programs. the program, write or call 

psychobiological research in otaff Fellows usually begin collect: i 


adult and child psychiatry. Ex- their appointments at the com- The Fellowship Program 
cellent facilities are available at pletion of residency training. The Clinical Center 

the Clinical Center onthe 306- The Clinical Center is approved Bldg. 10, Room 2N220 

acre NIH campus in Bethesda, for 1 year of psychiatric resi- Nati Bnei Institutes of Health 
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Contraindications: Severe central nervous system depression, comatose states from any 
| was too much troubl e cause, hypertensive or hypotensive heart disease of extreme degree. 

Warnings: Administer cautiously to patients who have prev iously exhibited a hypersensi- 

tivity reaction (e.g., blood dyscrasias, jaundice) to phenothiazines. Phenothiazines are capa- 


at home 99 ble of potentiating central nervous system depressants (e.g., anesthetics, opiates, alcohol, 
hd etc.) as well as atropine and phosphorus insecticides; carefully consider benefit versus risk 
in less severe disorders. During pregnancy, administer only when the potential benefits 
exceed the possible risks to mother and fetus. 
Precautions: There have been infrequent reports of leukopenia and/or agranulocytosis and 


Forthe distu rbed geriatric patient, convulsive seizures. In epileptic patients, anticonvulsant medication should also be main- 
MELLARIL® (thioridazine) can often tained. Pigmentary retinopathy, observed primarily in patients receiving larger than recom- 
n ; s . mended doses, is characterized by diminution of visual acuity, brownish coloring of vision, 
avoid the need for institutional care. and impairment of night vision; the possibility of its occurrence may be reduced by remain- 
: : : ina within recommended dosage limits. Administer cautiously to patients participating in 
By effectively controlling agitated activities requiring complete mental alertness (e.g., divini add increase dosage gradu- 
behavior without excessive sedation’ ally. Orthostatic hypotension is more common in females than in males. Do not use epi- 
` ; nephrine in treating drug-induced hypotension since phenothiazines may induce a reversed 

and other adverse reactions, it enables epinephrine effect on occasion. 

1 Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administra- 
many elderly patients to stay at home tion. Tissue culture ea perenents indicate chat approximately one-third of hurnan breast 
with their families. cancers are prolactin dependent in vitro, a factor of potential importance if the prescription 

of these drugs is contemplated in a patient with a previously detected breast cancer. 
Reference: 1, Wilson JD, Mathis E: Nursing home management Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and impotence 
of behavior problems in the geriatric. J Arkansas Med Soc 1968; have been reported, the clinical significance of elevated serum prolactin levels is unknown 
65 (6): 210-215. for most patients. Daily doses in excess of 200 mg should be used only in severe neuropsy- 


chiatric conditions. 
Adverse Reactions: Central Nervous System--Drowsiness, especially with large doses, 
early in treatment; infrequently, pseudoparkinsonism and other extrapyramidal symptoms; 
rarely, nocturnal confusion, hyperactivity, 'ethargy, psychotic reactions, restlessness, and 
headache. Autonomic Nervous System—Dryness of mouth, blurred vision, constipation, 
nausea, vomiting, diarrhea, | 
nasal stuffiness, and palior. 
Endocrine System—Galactar- 
rhea, breast engorgement, 
amenorrhea, inhibition of ejacu- 
lation, and peripheral edema. 
Skin-— Dermatitis and skin erup- 
tions of the urticarial type, pho- 
tosensitivity. Cardiovascular 
System—ECG changes (see Car- 
diovascular Effects below). 
Other--Rare cases described as 
parotid swelling. 
it should be noted that efficacy, 
indications and untoward effects 
have varied with the different 
phenothiazines, It has been 
reported that old age lowers the 
tolerance for phenothiazines; 
the most common neurologic 
side effects are parkinsonism : 
and akathisia, and the risk of agranulocytosis and leukopenia increases. The following reac- 
tions have occurred with phenothiazines and should be considered whenever one of these 
drugs is used. 
Autonomic Reactions—Miosis, obstipation, anorexia, paralytic ileus. Cutaneous Reac- 
tions---Erythema, exfoliative dermatitis, contact dermatitis. Blood Dyscrasias—Agranulo- 
cytosis, leukopenia, eosinophilia, thrombocytopenia, anemia, aplastic anemia, pancytope- 
nia. Allergic Reactions—Fever, laryngeal edema, angioneurotic edema, asthma. 
Hepatotoxicity—Jaundice, biliary stasis, Cardiovascular Effects — Changes in terminal por- 
tion of electrocardiogram including prolongation of Q-T interval, lowering and inversion of 
T-wave, and appearance of a wave tentatively identified as a bifid Tor a (1 wave have been 
observed with phenothiazines, including Mellaril (thioridazine); these appear to be revers 
ible and due to altered repolarization, not myocardial damage. While there is no evidence of 
a causal relationship between these changes and significant disturbance of cardiac rhythm, 
several sudden and unexpected deaths apparently due to cardiac arrest have occurred in 
patients showing characteristic electrocardiographic changes while taking the drug. 
While proposed, periodic electrocardiograms are not regarded as predictive. Hypoten- 
sion, rarely resulting in cardiac arrest. Extrapyramidal Symptoms -— Akathisia, agita- 
tion, motor restlessness, dystonic reactions, trismus, torticoliis, opisthotonus, oculo- 
gyric crises, tremor, muscular rigidity, and akinesia. Persistent Tardive 
Dyskinesia— Persistent and sometimes irreversible tardive dyskinesia, characterized 
by rhythmical involuntary movements of the tongue, face, mouth, or jaw (e.g., pro- 
trusion of tongue, puffing of cheeks, puckering of mouth, chewing movements) and 
sometimes of extremities may occur on long-term therapy or after discontinuation 
of therapy, the risk being greater in elderly patients on high-dose therapy, especially 


= females; if symptoms appear, discontinue all antipsychotic agents, Syndrome may 
3 be masked if treatment is reinstituted, dosage is increased, or antipsychotic agent is 
| switched. Fine vermicular movements of tongue may be an early sign, and syndrome 


may not develop if medication is stopped at that time. Endocrine Disturbances-—Men- 


o T ot ue strual irregularities, altered libido, gynecomastia, lactation, weight gain, edema, 
(eo) azme : false positive pregnancy tests. Urinary Disturbances—Retention, incontinence. 
Others-—Hyperpyrexia; behavioral effects suggestive of a paradoxical reaction, 
TABLETS: 10 mg. 15m and 50 ma thioridazine HCI. including excitement, bizarre dreams, aggravation of psychoses, and toxic confu- 
USP MELLARIL-S’ t | sional states; following long-term treatment, a peculiar skin-eye syndrome 
Each & ml conta! marked by progressive pigmentation of skin or conjunctiva and/or accompa- 
T wine HCH US nied by discoloration of exposed sclera and cornea; stellate or irregular 
opacities of anterior lens and cornea; systemic lupus erythematosus. 

| like syndrome. 
Helps keep the Dosage: Dosage must be individualized according to the degree of 
Spin NE" mental and emotional disturbance, and the smallest effective dosage 
. m. Mm. shouid be determined for each patient. /n geriatric patients with multi- 
disturbed geriatric ple symptoms such as agitation, anxiety, depressed mood, tension, 
* sleep disturbances, and fears the usual starting dosage is 25 mg t.i.d. 
F as and the dosage ranges from 10 mg b.i.d. to q.i.d. in milder cases to 50 


mg t.i.d. or q.id. for more severely disturbec patients; the total daily 
dose ranges from 20 mg to a maximum of 200 mg. (MEL Z35 5/5/82) 
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American Psychiatric Association Statement 
on the Insanity Defense 


Insanity Defense Work Group 


L ong before there was psychiatry, there was the 
insanity defense. The idea that the insane should 
not be punished for otherwise criminal acts began to 
develop in the twelfth century as part of the more 
general idea that criminal punishment should be im- 
posed only on persons who were morally blamewor- 
thy. In the thirteenth century, Bracton, the first medie- 
val jurist to deal with the subject of insanity and crime, 
stated, “For a crime is not committed unless the will to 
harm be present." The earliest documented case of a 
jury acquittal on grounds of unsound mind occurred in 
1505 (1). 

In his treatise on the History of the Pleas of the 
Crown (2) published posthumously in 1736, England's 
Lord Mathew Hale explained that the insanity defense 
was rooted in the fundamental moral assumptions of 
the criminal law: 


Man is naturally endowed with these two great faculties, 
understanding and liberty of will. ... The consent of the 
will is that which renders human actions either commend- 
able or culpable. . . . [I]t follows that, where there is a total 
defect of the understanding, there is no free act of the will. 


Thus it is a longstanding premise of the criminal law 
that unless a defendant intentionally chooses to com- 
mit a crime, he is not morally blameworthy, and he 
should not be punished. By singling out certain defen- 
dants as either lacking free will or, alternatively, 


This statement was approved by the Assembly of District 
Branches of the American Psychiatric Association in October 1982 
and by the Board of Trustees in December 1982. The Insanity 
eDefense Work Group included the following: Loren Roth, M.D., 
M.P.H., Chair; Shervert H. Frazier, M.D.; Allan Beigel, M.D.; 
Robert L. Spitzer, M.D.; and ex-officio, Alan A. Stone, M.D.; and 
Joel Klein, Esq. 

Single copies of this statement are available without charge from 
the APA Office of Public Affairs, 1400 K St., N.W., Washington, DC 
20005. Contact the Office of Public Affairs regarding the cost of 
quantity orders. 
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lacking sufficient understanding of what they do, the 
insanity defense becomes the exception that proves the 
rule. In the law’s mora] paradigm, other criminal 
defendants, those who do not receive an insanity 
defense, are thus found blameworthy. 

Despite these general premises in the criminal law, 
many questions have persisted about the insanity 
defense such as how best to define criminal insanity 
(what the legal test should be) and what should happen 
to criminal defendants once they are found "insane." 
The history of the insanity defense has been one of 
periodic revisions of standards, public debate, and 
contention. This has been the case especially when the 
insanity defense is highlighted by a case involving a 
defendant who has attempted to harm a well-known 
person. 

The modern formulation of the insanity defense 
derives from the "rules" stated by the House of Lords 
in Daniel M’Naghten’s case in 1843. M’Naghten was 
indicted for having shot Edward Drummond, secretary 
to Robert Peel, the Prime Minister of England. The 
thrust of the medical testimony was that M'Naghten 
was suffering from what today would be described as 
delusions of persecution symptomatic of paranoid 
schizophrenia. The jury returned a verdict of not guilty 
by reason of insanity. This verdict became the subject 
of considerable popular alarm and was regarded with 
particular concern by Queen Victoria. As a result, the 
House of Lords asked the judges of that body to give 
an advisory opinion regarding the answers to five 
questions “on the law governing such cases." The 
combined answers to two of these questions have come 
to be known as M’Naghten’s Rules. 


[T]o establish a defense on the ground of insanity, it must 
be clearly proved that, at the time of the committing of the 
act, the party accused was labouring under such a defect of 
reason, from disease of the mind, as not to know the 
nature and quality of the act he was doing; or if he did 
know it, that he did not know he was doing what was 
wrong. 
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APA STATEMENT ON THE INSANITY DEFENSE 


M’Naghten quickly became the prevailing approach 
to the insanity defense in England and in the United 
States, even though this formulation was criticized 
often because of its emphasis on the defendant’s lack 
of intellectual or cognitive understanding of what he 
was doing as the sole justification for legal insanity. 
M’Naghten’s case was followed by a public response 
not unlike that of the public’s response to the John 
Hinckley case. 


Ye people of England exult and be glad 
For ye’re now at the will of the merciless mad... 
For crime is no crime—when the mind is unsettled. (3) 


Over the last 150 years, legal formulations for 
insanity other than M’Naghten have, from time to 
time, been adopted in certain jurisdictions, e.g., the 
“irresistible impulse” formulation (4, 5). Judge David 
Bazelon was midwife to the “product of mental ill- 
ness" test for insanity employed in the District of 
Columbia from 1954 through 1972 (6). However, the 
“product of mental illness” test was originally formu- 
lated in New Hampshire in 1869 (7, 8). 

The alternative formulation for the insanity defense 
best known besides M’Naghten is that proposed by the 
drafters of the Model Penal Code during the 1950s, the 
so-called ALI (American Law Institute) test. Section 
4.01 of the Model Penal Code provides: 


A person is not responsible for criminal conduct if at the 
time of such conduct as a result of mental disease or defect 
he lacks substantial capacity either to appreciate the 
criminality (wrongfulness) of his conduct or to conform 
his conduct to the requirements of law. 


This was the test employed in the Hinckley case. 

The ALI (Model Penal Code) approach to insanity 
differs from M’Naghten in three respects. First, ALI 
substitutes the concept of "appreciation" for that of 
cognitive understanding in the. definition of insanity, 
thus apparently introducing an affective, more emo- 
tional, more personalized approach for evaluating the 
nature of a defendant's knowledge or understanding. 
Second, the ALI definition for insanity does not insist 
upon a defendant's total lack of appreciation (knowl- 
edge) of the nature of his conduct but instead that he 
only “lacks substantial capacity.” Finally, ALI, like the 
“irresistible impulse" test, incorporates a so-called 
volitional approach to insanity, thus adding as an 
independent criterion for insanity the defendant's abil- 
ity (or inability) to control his actions. 

Through court rulings, the ALI approach to criminal 
insanity has been adopted in all federal jurisdictions. It 
has been adopted by legislation or judicial ruling in 
about half the states. Some variation of M’Naghten is 
the exclusive test of insanity in about one-third of the 
states. A handful of states (six) supplement M'Naghten 
with some variation of the "irresistible impulse" test. 
Only New Hampshire continues to use the “product of 
mental illness" test. Montana and Idaho have abol- 
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ished the insanity defense in recent years or at least 
that form of the defense that requires the defendant to 
meet one of the above-mentioned special legal tests or 
formulations for insanity. 

Interestingly, the United States Supreme Court has 
never ruled whether the availability for defendants of 
an insanity defense is constitutionally compelled. Nor 
has the legislature of the United States (the Congress) 
yet adopted one or another of the traditional insanity 
defense formulations for use in the federal courts. 
Earlier in the twentieth century, three state courts 
(Washington, Mississippi, and Louisiana) ruled that 
recognition of the insanity defense was constitutionally 
required. 

Despite the attention given to the insanity defense by 
legal scholars and the continuing debates about the 
role that psychiatry should play in the administration 
of defense, it should be noted that successful invoca- 
tion of the defense is rare (probably involving a 
fraction of 1 percent of all felony cases) (9, 10). While 
philosophically important for the criminal law, the 
insanity defense is empirically unimportant. Making 
changes in the insanity defense will hardly be the 
panacea for reducing crime. 

Historically, defendants who were found insane also 
did not usually regain their freedom. Instead, they 
often spent many years, if not their whole lifetimes, 
locked away in institutions for the criminally insane. 
Information also suggests that despite the prominence 
given the insanity defense through well publicized 
trials, the majority of such successful defenses, rather 
than being awarded by juries after criminal trials, 
occur instead by concurrence between the prosecution 
and defense. Thus, in many instances, the insanity 
defense functions in a noncontroversial manner to 
divert mentally ill offenders from the criminal justice 
system to the mental health system. 

As has recently been summarized by persons testify- 
ing before Congress in the wake of the John Hinckley 
verdict, there is also a great deal that is unknown and 
not very well studied about the insanity defense. For 
example, contrary to popular belief, what little evi- 
dence there is suggests that the insanity defense is not 
solely or exclusively a defense of the rich (11). Nor is it 
a defense that is confined to defendants who are 
accused only of violent crimes. 

During the last ten years, interest in abolishing or 
modifying the insanity defense has been renewed be- 
cause of several factors. Public officials, speaking for a 
growing conservative consensus and a public under- 
standably disturbed by the failures of the entire crimi- 
nal justice system, have championed the cause that the 
insanity defense is one more indication that the coun- 
try is “soft on crime." Thus, in 1973 President Nixon, 
called for the abolition of the insanity defense, noting 
that this proposal was “the most significant feature of 
the Administration's proposed criminal code." 

A 1981 Attorney General's Task Force on Violent 
Crime proposed federal legislation to create a verdict 
of “guilty but mentally ill,” similar to legislation that 
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had been passed in a few states such as Illinois and 
Michigan. 

The hardening of American attitudes about crime 
has not been, however, the only cause of concern 
about the insanity defense. Over the last decade, as a 
consequence of some civil libertarian-type court rul- 
ings that insanity acquittees may not be subjected to 
procedures for confinement that are more restrictive 
than those used for civil patients who have not com- 
mitted criminal acts, the insanity defense became a 
more attractive alternative for defendants to plead. As 
noted by Stone, over the last decade and for the first 
time in history, a successful plea of insanity had “‘real 
bite" (12). Modern psychiatric treatment, particularly 
the use of antipsychotic drugs, permits the seeming 
restoration of sanity for many defendants, even if it 
cannot be known with certainty whether such acquit- 
tees still remain dangerous. 

The consequence of the aforementioned trends has 
been the rapid release from hospitals for a segment of 
insanity acquittees in some states. In Michigan, follow- 
ing the McQuillan (13) decision, 55.6 percent of “not 
guilty by reason of insanity" patients were discharged 
following a 60-day diagnostic commitment (14). In 
contrast, over 90 percent of insanity acquittees are 
hospitalized in Illinois after the 30-day diagnostic 
hearing, with their average length of hospitalization 
being 39 months. Once their release is approved by the 
court, it is almost always under the condition of 
participation in a mandatory, court-ordered outpatient 
program. The exodus of insanity acquittees in some 
states has alarmed both the public and the psychiatric 
profession, which traditionally has been expected to 
play some continuing role in the social control of 
persons found not guilty by reason of insanity. The 
public’s perception that a successful plea of insanity is 
a good way to “beat the rap" contributes to a belief 
that the criminal insanity defense is not only funda- 
mentally unfair (“for after all, he did do it") but also 
that insanity is a dangerous doctrine. 


THE HINCKLEY VERDICT 


The ruling of the District of Columbia jury in the 
John Hinckley case catalyzed many of the above and 
related issues concerning the insanity defense and its 
administration. Following the Hinckley verdict, some 
twenty bills were under discussion or were introduced 
in the Congress that would codify, for the first time, a 
federal approach towards insanity and also restrict the 
defense. The debate has focused on the wording of the 
insanity defense, its potential abolition, and on post- 


trial mechanisms for containing the insane. The Rea- 


gan administration has proposed, in effect, to abolish 
the traditional insanity defense and to substitute in- 
stead a “mens rea" approach. A person would be 
found not guilty by reason of insanity only if the 
person lacked “mens rea," the required mental state 
that is part of the definition of a crime. Another 
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approach proposes a limited M’Naghten-type criterion 
to define insanity. 

Other debates have focused upon procedural issues 
in the law of insanity. In Mr. Hinckley’s case, as is 
presently the case in about half the states, the govern- 
ment had the burden of persuasion to prove the 
defendant’s sanity beyond a reasonable doubt. The 
other states include insanity among the so-called “‘af- 
firmative defenses," placing the burden of proving 
insanity upon the defendant rather than making the 
government prove sanity. One proposed change of the 
insanity defense is to shift the burden of proof to the 
defendant, rather than to the state. 

Another focus of discussion, both prior to and 
following Mr. Hinckley's case, has been on the nature 
and quality of psychiatric testimony in insanity trials. 
In particular, there has been criticism of psychiatric 
testimony about whether defendants meet (or fail to 
meet) the relevant legal test for insanity in a given 
jurisdiction. To some extent the public appears con- 
fused by the so-called “‘battle of the experts." Unfortu- 
nately, public criticism about the "battle of the ex- 
perts" fails to recognize or acknowledge advances in 
psychiatric nosology and diagnosis that indicate a high 
degree of diagnostic reliability for psychiatry— 80 per- 
cent or so—so long, that is, as psychiatric testimony is 
restricted to medical and scientific, and not legal or 
moral, issues (see, for example, reference 15). Sanity is, 
of course, a legal issue, not a medical one. The “battle 
of the experts” is also to a certain extent foreordained 
by the structure of the adversary system. Experts often 
disagree in many types of criminal and civil trials. For 
example, other medical experts may disagree on the 
interpretation of X-rays, engineers on structural issues, 
and economists on market concentration issues. Amer- 
ican jurisprudence requires that each side (defense and 
prosecution) make the best case it can in the search for 
the just outcome. 


THE APA POSITION 
Should the Insanity Defense Be Abolished? 


The American Psychiatric Association, speaking as 
citizens as well as psychiatrists, believes that the insan- 
ity defense should be retained in some form. The 
insanity defense rests upon one of the fundamental 
premises of the criminal law, that punishment for 
wrongful deeds should be predicated upon moral 
culpability. However, within the framework of English 
and American law, defendants who lack the ability 
(the capacity) to rationally control their behavior do 
not possess free will. They cannot be said to have 
“chosen to do wrong.” Therefore, they should not be 
punished or handled similarly to all other criminal 
defendants. Retention of the insanity defense is essen- 
tial to the moral integrity of the criminal law. 

The aforementioned points do not, of course, mean 
that the insanity defense is necessarily “good for 
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psychiatry," “good for all criminals" who invoke the 
plea, or even always “good for the public.” In fact, the 
opposite may be the case. Psychiatrists, indeed even 
some psychiatric patients, might be less stigmatized, 
less susceptible to criticism by the media and the public 
were the insanity defense to be abolished. Thus the 
Association’s view that the insanity defense should not 
now be abolished is not one that it takes out of self- 
interest. Only a minority of psychiatrists testify in 
criminal trials. Members of the American Psychiatric 
Association, however, recognize the importance of the 
‘insanity defense for the criminal law, as well as its 
importance for genuinely mentally ill defendants who 
on moral and medical grounds require psychiatric 
treatment (in addition to restraint), rather than receiv- 
ing solely custody and punishment. 

To the extent that changes need to be made in the 
insanity defense, the Association, therefore, recom- 
mends consideration of some of the ideas discussed 
below concerning the legal definition of insanity, the 
burden of proof, the role that psychiatrists can or 
should play within the insanity defense, and the post- 
verdict disposition of persons found insane. 


Should a “Guilty But Mentally Ill" Verdict Be 
Adopted in the Law to Either Supplement or Take 
_the Place of the Traditional Insanity Defense? 


While some psychiatrists believe that the “guilty but 
mentally ill” verdict has merit for dealing with prob- 
lems posed by the insanity defense, the American 
Psychiatric Association is extremely skeptical of this 
approach. Currently nine states are experimenting 
with a “guilty but mentally ill” verdict or its equiva- 
lent. They permit a “guilty but mentally ill” verdict as 
an alternative choice for jurors to the traditional 
insanity defense. Were, however, “guilty but mentally 
ill” to be the only verdict possible (besides guilt or 
innocence), this would be the abolitionist position in 
disguise. The idea of moral blameworthiness would be 
diminished within the law. This does not seem right. 

There are also problems with “guilty but mentally 
ill" as an alternative choice to the traditional insanity 
defense. “Guilty but mentally ill” offers a compromise 
for the jury. Persons who might otherwise have quali- 
fied for an insanity verdict may instead be siphoned 
into a category of “guilty but mentally ill." Thus some 
defendants who might otherwise be found not guilty 
through an insanity defense will be found "guilty but 
mentally ill” instead. 

The "guilty but mentally ill" approach may become 
the easy way out. Juries may avoid grappling with the 
difficult moral issues inherent in adjudicating guilt or 
innocence, jurors instead settling conveniently on 
“guilty but mentally ill." The deliberations of jurors in 
deciding cases are, however, vital to set societal stan- 
dards and to give meaning to societal ideas about 
responsibility and nonresponsibility. An important 
symbolic function of the criminal law is lost through 
the “guilty but mentally ill” approach. 
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There are other problems with “guilty but mentally 
ill.” Providing mental health treatment for persons in 
jails and prisons has, over the years, proved a refrac- 
tory problem (16). Yet the "guilty but mentally ill” 
approach makes sense only if meaningful mental 
health treatment is given defendants following such a 
verdict. In times of financial stress, the likelihood that 
meaningful treatment for persons “guilty but mentally 
ill” will be mandated and paid for by state legislatures 
is, however, slight. This has been the outcome in 
Michigan (the state that first embarked upon the 
“guilty but mentally ill” approach) where even though 
they have been found “guilty but mentally ill,” felons 
have received no more treatment than they would have 
prior to the new law. 

Alternatively, whatever limited funds are available 
for the treatment of mentally ill inmates may be 
devoted to “‘guilty but mentally ill defendants,” ignor- 
ing the treatment needs of other mentally ill but 
conventionally sentenced prisoners who require men- 
tal health treatment in prison. 

The “guilty but mentally ill? plea may cause impor- 
tant moral, legal, psychiatric, and pragmatic problems 
to receive a whitewash without fundamental progress 
being made. We note that under conventional sentenc- 
ing procedures already in place, judges may presently 
order mental health treatment for offenders in need of 
it. Furthermore, a jury verdict is an awkward device 
for making dispositional decisions concerning a per- 
son's need for mental health treatment. 


Should the Legal Standards Now in Use Concerning 
the Insanity Defense Be Modified? 


While the American Psychiatric Association is not 
opposed to state legislatures (or the U.S. Congress) 
making statutory changes in the language of insanity, 
we also note that the exact wording of the insanity 
defense has never, through scientific studies or the case 
approach, been shown to be the major determinant of 
whether a defendant is acquitted by reason of insanity 
(9). Substantive standards for insanity provide instruc- 
tions for the jury (or other legal decisionmakers) 
concerning the legal standard for insanity which a 
defendant must meet. There is no perfect correlation, 
however, between legal insanity standards and psychi- 
atric or mental states that defendants exhibit and 
which psychiatrists describe. For example, while some 
legal scholars and practitioners believe that using the 
word “appreciate” (rather than “knowing” or “under- 
standing”) expands the insanity dialogue to include a 
broader and more comprehensive view of human 
behavior and thinking, this may hot necessarily be so. 
Of much greater practical significance is whether the 
standard employed is interpreted by individual trial" 
judges to permit or not permit psychiatric testimony 
concerning the broad range of mental functioning of 
possible relevance for a jury's deliberation. But this 
matter is not easily legislated. 

The above commentary does not mean that given 
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the present state of psychiatric knowledge psychiatrists 
cannot present meaningful testimony relevant to deter- 
mining a defendant’s understanding or appreciation of 
his act. Many psychiatrists, however, believe that 
psychiatric information relevant to determining 
whether a defendant understood the nature of his act, 
and whether he appreciated its wrongfulness, is more 
reliable and has a stronger scientific basis than, for 
example, does psychiatric information relevant to 
whether a defendant was able to control his behavior. 
The line between an irresistible impulse and an impulse 
not resisted is probably no sharper than that between 
twilight and dusk. Psychiatry is a deterministic disci- 
pline that views all human behavior as, to a large 
extent, “caused.” The concept of volition is the subject 
of some disagreement among psychiatrists. Many psy- 
chiatrists therefore believe that psychiatric testimony 
(particularly that of a conclusory nature) about voli- 
tion is more likely to produce confusion for jurors than 
is psychiatric testimony relevant to a defendant’s ap- 
preciation or understanding. 

Another major consideration in articulating stan- 
dards for the insanity defense is the definition of 
mental disease or defect. Definitions of mental disease 
or defect sometimes, but not always, accompany in- 
sanity defense standards. Under Durham (6), the 
“product of mental illness” approach, a series of legal 
cases in the District of Columbia suggested that (for 
purposes of criminal insanity) *sociopathy" or other 
personality disorders could be “productive” of insan- 
ity. It was assumed by the law that such disorders 
could impair behavior control. But this is generally not 
the experience of psychiatry. Allowing insanity acquit- 
tals in cases involving persons who manifest primarily 
“personality disorders" such as antisocial personality 
disorder (sociopathy) does not accord with modern 
psychiatric knowledge or psychiatric beliefs concern- 
ing the extent to which such persons do have control 
over their behavior. Persons with antisocial personality 
disorders should, at least for heuristic reasons, be held 
accountable for their behavior. The American Psychi- 
atric Association, therefore, suggests that any revision 
of the insanity defense standards should indicate that 
mental disorders potentially leading to exculpation 
must be serious. Such disorders should usually be of 
the severity (if not always of the quality) of conditions 
that psychiatrists diagnose as psychoses. 

The following standard, recently proposed by Bon- 
nie (17), is one which the American Psychiatric Associ- 
ation believes does permit relevant psychiatric testimo- 
ny to be brought to bear on the great majority of cases 
where criminal responsibility is at Issue: 


A person charged with a criminal offense should be found 

* not guilty by reason of insanity if it is shown that as a 
result of mental disease or mental retardation he was 
unable to appreciate the wrongfulness of his conduct at the 
time of the offense. 


As used in this standard, the terms mental disease or 
mental retardation include only those severely abnormal 
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mental conditions that grossly and demonstrably impair a 
person's perception or understanding of reality and that 
are not attributable primarily to the voluntary ingestion of 
alcohol or other psychoactive substances. 


In practice there is considerable overlap between a 
psychotic person's defective understanding or appreci- 
ation and his ability to control his behavior. Most 
psychotic persons who fail a volitional test for insanity 
will also fail a cognitive-type test when such a test 1s 
applied to their behavior, thus rendering the volitional 
test superfluous in judging them. 


Should tbe Burden of Proof in Insanity Cases Always 
Rest Witb tbe Prosecution? 


The case of John Hinckley brought renewed atten- 
tion to who has the burden of proof in insanity cases. 
In the Hinckley case, the state had the burden to prove 
Mr. Hinckley's sanity beyond a reasonable doubt. This 
was a considerable burden for the state to overcome. 
Legal scholars believe that who bears the burden of 
proof in a legal case is a matter of considerable import. 
This is especially so when what is to be proven is 
inherently uncertain. And if anything can be agreed 
upon about criminal insanity, it is that insanity is a 
matter of some uncertainty. 

At present about half of the states and all the Federal 
Courts require that once a defendant introduces into 
the proceeding any evidence of insanity, the state then 
bears the burden to prove the defendant was instead 
sane. An equal number of states and the District of 
Columbia, however, assign the burden of proof to the 
defendant, who must then prove his insanity by “a 
preponderance of the evidence" or by an even higher 
standard of proof. 

The American Psychiatric Association is exceedingly 
reluctant to take a position about assigning the burden 
of proof in insanity cases. This matter is clearly one for 
legislative judgment. For public policy, the issue is, in 
part, whether the rights of the individual or the rights 
of the state are to be given more or less weight in 
criminal insanity trials or, as is sometimes stated, 
which types of errors do we deem more or less 
tolerable in insanity trials. Given the inherent uncer- 
tainties involved in psychiatric testimony regarding the 
defense and the ever-present problems relating abstract 
legal principles to controversies of such emotion, who 
bears the burden of proof in insanity trials may be 
quite important. This is particularly so when what 
must be proved must also be proved "beyond a 
reasonable doubt." As suggested by the United States 
Supreme Court in the Addington case (18), psychiatric 
evidence is usually not sufficiently clear-cut to prove or 
disprove many legal facts "beyond a reasonable 
doubt." 

It is commonly believed that the likely effect of 
assigning the burden of proof (burden of persuasion) 
to defendants rather than to the state in insanity trials 
will be to decrease the number of such successful 
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defenses. This matter clearly requires further empirical 
study. 


Should Psychiatric Testimony Be Limited to 
Statements of Mental Condition? 


This area for potential reform of the insanity defense 
is one of the most controversial. Some proposals 
would limit psychiatric testimony in insanity defense 
trials to statements of mental condition, i.e., to state- 
ments of conventional psychiatric diagnoses, to provi- 
sion of accounts of how and why the defendant acted 
as he did at the time of the commission of the act, to 
explanations in medical and psychological terms about 
how the act was affected or influenced by the person's 
mental illness. However, under this approach, psychia- 
trists would not be permitted to testify about so-called 
“ultimate issues" such as whether or not the defendant 
was, in their judgment, “sane” or “insane,” “‘responsi- 
ble" or not, etc. A further limitation upon psychiatric 
"ultimate issue" testimony would be to restrict the 
psychiatrist from testifying about whether a defendant 
did or did not meet the particular legal test for insanity 
at issue. Thus the law could prevent psychiatrists from 
testifying in a conclusory fashion whether the defend- 
ant “‘lacked substantial capacity to conform his behav- 
ior to the requirements of law," “lacked substantial 
capacity to appreciate the criminality of his act," was 
not able to distinguish “right from wrong" at the time 
of the act, and so forth. 

The American Psychiatric Association is not op- 
posed to legislatures restricting psychiatric testimony 
about the aforementioned ultimate legal issues con- 
cerning the insanity defense. We adopt this position 
because it is clear that psychiatrists are experts in 
medicine, not the law. As such, the psychiatrist’s first 
obligation and expertise in the courtroom is to “do 
psychiatry,” i.e., to present medical information and 
opinion about the defendant's mental state and moti- 
vation and to explain in detail the reason for his 
medical-psychiatric conclusions. When, however, “‘ul- 
timate issue" questions are formulated by the law and 
put to the expert witness who must then say “yea” or 
“nay,” then the expert witness is required to make a 
leap in logic. He no longer addresses himself to 
medical concepts but instead must infer or intuit what 
is in fact unspeakable, namely, the probable relation- 
ship between medical concepts and legal or moral 
constructs such as free will. These impermissible leaps 
in logic made by expert witnesses confuse the jury (19). 
Juries thus find themselves listening to conclusory and 
seemingly contradictory psychiatric testimony that de- 
fendants are either “sane” or “insane” or that they do 
or do not meet the relevant legal test for insanity. This 
state of affairs does considerable injustice to psychiatry 
and, we believe, possibly to criminal defendants. These 
psychiatric disagreements about technical, legal, and/ 
or moral matters cause less than fully understanding 
juries or the public to conclude that psychiatrists 
cannot agree. In fact, in many criminal insanity trials 
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both prosecution and defense psychiatrists do agree 
about the nature and even the extent of mental disor- 
der exhibited by the defendant at the time of the act. 

Psychiatrists, of course, must be permitted to testify 
fully about the defendant's psychiatric diagnosis, men- 
tal state, and motivation (in clinical and commonsense 
terms) at the time of the alleged act so as to permit the 
jury or judge to reach the ultimate conclusion about 
which they, and only they, are expert. Determining 
whether a criminal defendant was legally insane is a 
matter for legal fact-finders, not for experts. 


What Should Be Done With Defendants Following 
“Not Guilty by Reason of Insanity" Verdicts? 


This is the area for reform where the American 
Psychiatric Association believes that the most signifi- 
cant changes can and should be made in the present 
administration of the insanity defense. We believe that 
neither the law, the public, psychiatry, nor the victims 
of violence have been well served by the general 
approach and reform of the last ten years, which has 
obscured the quasi-criminal nature of the insanity 
defense and of the status of insanity acquittees. 

The American Psychiatric Association is concerned 
particularly about insanity acquittals of persons 
charged with violent crime. In our view, it is a mistake 
to analogize such insanity acquittees as fully equivalent 
to civil committees who, when all has been said and 
done, have not usually already demonstrated their 
clear-cut potential for dangerous behavior because 
they have not yet committed a highly dangerous act. 
Because mental illness frequently affects the patient's 
ability to seek or accept treatment, we believe that civil 
commitment, as a system of detention and treatment, 
should be predicated on the severity of the patient's 
illness and/or in some instances on the mental patient's 
potential for perpetrating future violence against oth- 
ers, The usual civil committee has not, however, 
committed nor will he commit in the future a major 
crime. Most mentally ill persons are not violent (20). 
By contrast, the “dangerousness” of insanity acquit- 
tees who have perpetrated violence has already been 
demonstrated. Their future dangerousness need not be 
inferred; it may be assumed, at least for a reasonable 
period of time. The American Psychiatric Association 
is therefore quite skeptical about procedures now 
implemented in many states requiring periodic deci- 
sionmaking by mental health professionals (or by 
others) concerning a requirement that insanity acquit- 
tees who have committed previous violent offenses be 
repetitively adjudicated as "dangerous," thereupon 
provoking their release once future dangerousness 
cannot be clearly demonstrated in accord with the 
standard of proof required. 

While there are no easy solutions to these problems, 
the following are some potential alternatives for the 
future. 

First, the law should recognize that the nature of in- 
hospital psychiatric intervention has changed over the 
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last decade. Greater emphasis is now placed upon 
psychopharmacological management of the hospital- 
ized person. Such treatment, while clearly helpful in 
reducing the overt signs and symptoms of mental 
illness, does not necessarily mean, however, that 
"cure" has been achieved—nor that a patient's ‘“‘non- 
dangerousness" is assured. Continuing, even com- 
pelled, psychiatric treatment is often required for this 
population once the patient is released from the hospi- 
tal. 

Although some insanity acquittees will recover in 
such facilities, there can be no public guarantee. There- 
fore, the presumption should be that after initial 
hospitalization a long period of conditional release 
with careful supervision and outpatient treatment will 
be necessary to protect the public and to complete the 
appropriate treatment programs. Unfortunately, how- 
ever, many jurisdictions have neither the trained per- 
sonnel nor appropriate outpatient facilities and re- 
sources to provide for such close management of 
previously violent persons who are conditionally re- 
leased. Where statutes provide for conditional release 
and judges allow it without these necessary resources, 
the public is subjected to great risk and the insanity 
acquittee is deprived of an opportunity for a necessary 
phase of treatment. 

At any hearing that might order the conditional 
release of an insanity acquittee, the following ques- 
tions must be answered affirmatively. Has a coherent 
and well structured plart of supervision, management, 
and treatment been put into place? Is this plan highly 
likely to guarantee public safety while maximizing the 
chances for rehabilitation of the insanity acquittee? 
Are the necessary staff and resources available to 
implement the plan? Is there in place a procedure to 
reconfine the insanity acquittee who fails to meet the 
expectations of the plan? 

For some acquittees contingent release is not possi- 
ble because of the risk to society, the lack of resources, 
or other relevant legal considerations. Yet because 
psychiatry has no more to offer the acquittee, contin- 
ued confinement cannot be justified on therapeutic or 
psychiatric grounds. When there exists no realistic 
therapeutic justification for confinement, the psychiat- 
ric facility becomes a prison. The American Psychiatric 
Association believes this hypocrisy must be confronted 
and remedied. One appropriate alternative is to trans- 
fer the locus of responsibility and confinement for such 
acquittees to a nontreatment facility that can provide 
the necessary security. 

The American Psychiatric Association believes that 
the decision to release an insanity acquittee should not 
be made solely by psychiatrists or solely on the basis of 

. psychiatric testimony about the patient's mental condi- 
tion or predictions of future dangerousness. While this 
may not be the only model, such decisions should be 
made instead by a group similar in composition to a 
parole board. In this respect, the American Psychiatric 
Association is impressed with a model program pres- 
ently in operation in the State of Oregon under the 
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aegis of a Psychiatric Security Review Board (21, 22). 
In Oregon a multidisciplinary board is given jurisdic- 
tion over insanity acquittees. The board retains control 
of the insanity acquittee for a period of time as long as 
the criminal sentence that might have been awarded 
were the person to have been found guilty of the act. 
Confinement and release decisions for acquittees are 
made by an experienced body that is not naive about 
the nature of violent behavior committed by mental 
patients and that allows a quasi-criminal approach for 
managing such persons. Psychiatrists participate in the 
work of the Oregon board, but they do not have 
primary responsibility. The Association believes that 
this is as it should be, since the decision to confine and 
release persons who have done violence to society 
involves more than psychiatric considerations. The 
interest of society, the interest of the criminal justice 
system, and the interest of those who have been or 
might be victimized by violence must also be addressed 
in confinement and release decisions. 

In line with the above views, the American Psychiat- 
ric Association suggests the following guidelines for 
legislation dealing with the disposition of violent in- 
sanity acquittees. 

1. Special legislation should be designed for those 
persons charged with violent offenses who have been 
found “not guilty by reason of insanity.” 

2. Confinement and release decisions should be 
made by a board constituted to include psychiatrists 
and other professionals representing the criminal jus- 
tice system—akin to a parole board. 

3. Release should be conditional upon having a 
treatment supervision plan in place with the necessary 
resources available to implement it. 

4, The board having jurisdiction over released in- 
sanity acquittees should have clear authority to recon- 
fine. 

5. When psychiatric treatment within a hospital 
setting has obtained the maximal treatment benefit 
possible but the board believes that for other reasons 
confinement is still necessary, the insanity acquittee 
should be transferred to the most appropriate nonhos- 
pital facility. 

In general, the American Psychiatric Association 
favors legislation to identify insanity acquittees who 
have committed violent acts as a special group of 
persons who, because of the important socictal inter- 
ests involved, should not be handled similarly to other 
civil committees. 

Although efforts to treat mentally disordered offend- 
ers have met with limited success, we should also 
increase our commitment to developing and imple- 
menting new treatment approaches for those adjudi- 
cated insane. There are practical as well as humanistic 
reasons for making this recommendation. A certain 
number of those who plead insanity will, whatever 
their disposition, eventually be released to society. To 
whatever extent their sanity is restored or their capaci- 
ty to adhere to proper conduct is enhanced, the public 
will receive that much more protection from crime. 
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“Double Depression": Two-Year Follow-Up 


Martin B. Keller, M.D., Philip W. Lavori, Ph.D., Jean Endicott, Ph.D., 
William Coryell, M.D., and Gerald L. Klerman, M.D. 


Of 316 patients with a major depressive disorder 
who were followed for between 6 months and 2 
years, 80 (25%) bad a preexisting chronic minor 
depression of at least 2 years’ duration. The chronic 
minor depression reduced tbe apparent effect of the 
known predictors of recovery and relapse from the 
major depressive disorder and predicted a very 
pernicious course for the chronic depression. 
Furthermore, the longer the patient continued to 
suffer from a chronic minor depression after 
recovering from the major depression, the greater the 
probability that relapse into another major 
depression would preempt recovery from the chronic 
depression. 

(Am J Psychiatry 140:689—694, 1983) 


W: have reported that 2696 of the first 101 

patients who entered the National Institute of 
Mental Health (NIMH)-Clinical Research Branch Col- 
laborative Program on the Psychobiology of Depres- 
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sion (1, 2) with a major depressive episode were found 
to have a preexisting chronic minor depression of at 
least 2 years’ duration, a phenomenon labeled “double 
depression” (3). At the 12-month follow-up, cross- 
sectional recovery rates for patients with double de- 
pression differed markedly depending on whether re- 
covery was defined as recovery from the major depres- 
sive disorder only (23 of 26 patients-—-88%) or 
recovery from both the major depressive disorder and 
chronic minor depression (8 of 26 patients—31%). 
There was also an increased rate of recovery from the 
index episode of major depressive disorder in patients 
with a preexisting chronic depression (23 of 26 pa- 
tients—-88%) compared with subjects with major de- 
pressive disorder only (52 of 75 patients— 6996). 

As discussed by Williams and Spitzer (4), the Re- 
search Diagnostic Criteria (RDC) (5) for major depres- 
sive disorder and chronic minor depression are very 
similar to the DSM-III categories of major depressive 
episode and dysthymic disorder. Therefore, most pa- 
tients diagnosed as having double depression would 
receive DSM-III axis I diagnoses of both major de- 
pressive episode and dysthymic disorder. The two 
RDC conditions that correspond to dysthymic disor- 
der are intermittent depressive disorder and chronic 
minor depressive disorder. Throughout this article we 
will refer to these two RDC conditions as ‘‘chronic 
minor depression.” It is noteworthy that although 
research on the syndrome of double depression is still 
in its early stages, the DSM-III guidelines explicitly 
encourage recording both diagnoses when a patient 
meets criteria for a major depressive episode and a 
dysthymic disorder. 

The larger sample (N=316) and the longer follow- 
up reported in this article allow us to accomplish three 
main objectives: 

1. To explore for associated sociodemographic and 
clinical characteristics in patients with double depres- 
sion who sought treatment. 

2. To demonstrate pronounced differences in time 
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to recovery and subsequent relapse between patients 
with and without double depression, using multivari- 
ate analyses that control for other clinical variables 
known to predict recovery and relapse from major 
depressive disorder. 

3. To investigate the course of the dysthymic disor- 
der in patients with double depression. 


METHOD 
Subjects 


We studied the first 316 subjects who entered the 
NIMH Collaborative Program with a current episode 
of definite major depressive disorder who were fol- 
lowed for at least 6 months. Subjects were excluded if 
the index episode of major depressive disorder was 
mixed with or cycled to mania or hypomania, al- 
though subjects included in the study may have had a 
past episode of mania or hypomania. Subjects were at 
least 17 years of age at entry, were white, spoke 
English, had an IQ above 70, and were without 
evidence of organic brain syndrome. Of these 316 
patients, 238 have been followed for 1 year, 181 for 18 
months, and 133 for 2 years. 


Procedures 


Patients were recruited as study participants when 
they were accepted for psychiatric treatment through 
the customary referral mechanisms at inpatient and 
outpatient psychiatric units in public and private set- 
tings associated with each of the five collaborative 
centers. This is a naturalistic study, and subjects were 
not randomly assigned to different treatment groups. 
However, all treatments received during the course of 
the study were recorded. Details of the intake proce- 
dures and assessments have been described previously 
(1, 2). Subjects were reinterviewed at 6-month inter- 
vals using the Longitudinal Interval Follow-up Evalua- 
tion (6). Change points in psychopathologic status 
were recorded by filling in week-by-week psychiatric 
status ratings on a quantitative scale of severity for 
each separate RDC disorder diagnosed at entry or at 
any time during the follow-up period. 

To be considered recovered from the episode of 
major depressive disorder a patient either had to have 
returned to his or her “usual self" for 8 consecutive 
weeks or had to have one or more “criterion” symp- 
toms to only a mild degree for 8 weeks. Thus a patient 
with a chronic minor depressive disorder who devel- 
oped an episode of major depressive disorder might 
have then recovered from the episode of major depres- 
sion and returned to his or her usual self, characterized 
by chronic minor depression. Such a patient was 
considered recovered only from the episode of major 
depressive disorder. In order to be considered recov- 
ered from the chronic condition, a patient had to have 
been free from the criterion symptoms for minor 
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depressive disorder or for intermittent depressive dis- 
order for 8 consecutive weeks. By definition, a patient 
who was recovered from the chronic condition also 
satisfied the conditions for recovery from the episode 
of major depressive disorder. 


Statistical Methods 


We estimated the probability of recovery as a func- 
tion of time by the Kaplan-Meier method (7), which 
allowed us to use the entire group of patients in our 
estimations, even though some patients had been fol- 
lowed longer than others. Recovery patterns among 
groups were compared with the Mantel-Haenszel sum- 
mary chi-square (8). We also used parametric survival 
regression models (7) to examine the multivariate 
effects of certain predictor variables on time to recov- 
ery. Distribution-free statistical tests were used to 
measure association: Fisher’s exact test (9) for 2x2 
contingency tables and Kendall’s tau (9) and the 
Wilcoxon-Mann-Whitney U test (9) for association in 
ordered categories. We compared continuous variables 
between patients with and without double depression 
by the Wilcoxon rank-sum test and used the standard 
chi-square test (10) for equality of proportions only 
when the distributional assumptions were clearly met. 


RESULTS 


Eighty (2596) of the first 316 patients who entered 
the study with an episode of major depressive disorder 
had a preexisting chronic depression that had lasted 
for at least 2 years before the onset of the major 
depression; 236 (75%) did not. The median age of 
patients with double depression at the time of entry 
into the study was 36 years; for patients with major 
depression only it was 35 years. The median age at the 
time of their first episode of affective disorder for the 
patients with double depression was 23 years; for the 
patients with major depression only it was 26 years. 

Table 1 shows that patients with double depression 
had a significantly shorter duration of the major 
depressive disorder before entry into the study 
(p.008, Mann-Whitney). The worst median Global 
Assessment Scale score for the patients with double 
depression was 39; for the patients with major depres- 
sion only it was 35. They also had a significantly more 
severe Hamilton depression score (11) (median worst 
score=28) than the patients with major depression 
only (median worst score=26) (p.012, Mann-Whit- 
ney). Table 2 presents the clinical characteristics of the 
chronic underlying depression. 


Time to Recovery 
Table 3 indicates that the time to recovery from the 
index episode of major depressive disorder was signifi- 


cantly shorter for the subjects with double depression 
than it was for those without a preexisting depression 
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TABLE 1. Characteristics of Patients With or Without Double 
Depression 


Double Major Depressive 
Depression Disorder Only 
(N=80) (N=236) 
Characteristic N % N % 
Sociodemographic 
Sex 
Male 31 39 85 36 
Female 49 61 151 64 
Marital status at 
entry into study 
Married or living 
with someone 34 43 111 47 
Never married 25 31 66 28 
Divorced or 
separated 17 21 45 19 
Widowed 4 5 14 6 
Clinical 
Inpatient status 57 71 182 77 
Number of previ- 
ous episodes of 
affective illness 
None 23 29 80 34 
1-2 28 35 90 38 
3 or more 29 36 66 28 
Acuteness of onset 
Less than 1 
month 28 35 73 31: 
1 month to less 
than 3 months 18 23 50 21 
3 months to less 
than 1 year 21 26 66 28 
lyear or more 13 16 45 19 
Duration of episode 
before entry into 
study 
Less than 3 
months 28 35 59 23 
3 months to less 
than 6 months 22 28 59 25 
6 months to less 
than 12 months 16 20 42 18 
12 months or 
more 14 18 76 32 
RDC subtypes of 
major depressive 
disorder 
Endogenous 71 89 205 87 
Psychotic 11 14 33 14 
Primary 44 55 156 66 
Unipolar (includ- 
ing first-episode 
patients) 69 86 203 86 
Bipolar (lifetime) 11 14 33 14 


(Mantel-Haenszel summary x^—3.87, df=1, p=.026, 
one-tailed). This difference is also described very clear- 
ly by an analysis of the interval-specific probabilities of 
recovery, which reveals that among the patients still ill 
„at 1 year, there was an 82% probability of recovery 
during the second year for the patients with double 
depression, compared with only 29% for the patients 
with major depression alone. Patients were considered 
recovered from the major depression when they had 
only mild symptoms or when they had returned to 
their usual selves, which might have been a state of 
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TABLE 2. Characteristics of the Chronic Depression in 80 Patients 
With Double Depression 


Characteristic N 7o 
Chronic depression occurred before first episode of 

RDC major depressive disorder 44 55 
First episode of RDC major depressive disorder oc- 

curred before the first chronic depression 33 41 
Chronic depression and first episode of RDC major 

depressive disorder occurred in same year 3 4 
Number of years of chronic depression before entry 

into study 

2 to less than 3 4 5 

3 to less than 5 19 24 

5 to less than 8 12. 15 

8 to less than 10 5 6 

10 or more 40 50 
Age at onset of first chronic depression (years) 

5-10 3 4 

11-15 8 10 

16—20 17 21 

21-25 10 13 

26—30 13 16 

31 or older 29 36 
Subtype of chronic depression 

Intermittent depressive disorder 68 85 

Minor depressive disorder 12 13 


chronic minor or chronic intermittent depression in the 
patients with double depression. 

Table 3 shows that it is critically important to 
distinguish between recovery from the episode of 
major depression and recovery from the chronic minor 
depression, because patients entering the study with a 
double depression recovered quickly from the major 
depression (median 13 weeks from entry), but took 
much longer to recover from the chronic minor depres- 
sion (median not yet observed at 104 weeks). 


Recovery Rates at 2 Years 


The cross-sectional rates of recovery for the 133 
subjects followed for the entire 2-year period indicate 
that 31 (9796) of the 32 patients with double depres- 
sion recovered from the major depression, compared 
with 80 (7996) of the 101 subjects without a preexist- 
ing chronic depression (p=.012, Fisher’s exact test). 
Among the 32 patients with double depression, 18 
(58%) recovered from the major depression but not 
from the chronic minor depression, and 13 (39%) 
recovered from both the major depression and the 
chronic depression. These proportions agree well with 
the Kaplan-Meier estimates in table 3, based on the 
entire sample of 316 patients. 


Controlling for Predictors of Recovery 


The sample was stratifed by the threc variables 
found to be statistically significant predictors of 
shorter time to recovery in the whole sample (pooling 
patients with and without double depression) in order 
to determine if the more rapid recovery in patients 
with double depression could be wholly or partially 
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TABLE 3. Cumulative Probability (percent) of Recovery of Patients 
With or Without Double Depression? 


Double Depression (N80) 


Recovery 
Recovery From Major Recovery 
Number From Major Depressive From Major 
of Weeks Depressive Disorder and Depressive 
Since Entry Disorder Dysthymic Disorder Only 
Into Study Only Disorder (N=236) 
4 18 3 18 
8 33 6 34 
12 49 8 44 
26 69 20 58 
32 83 29 69 
78 93 38 75 
104 97 43 78 


4Estimated by the Kaplan-Meier method (7). 


explained by these covariates. These variables are 
shorter duration of the index episode of major depres- 
sion before entry into the study (Mantel-Haenszel 
x?=38.0, df=3, p<.001, two-tailed), more acute onset 
of the index episode of major depression (permutation 
test for trend in the medians, p=.017), and less severe 
Hamilton depression score (11) (Mantel-Haenszel 
x^—10.2, df=3, p<.025, two-tailed). As indicated in 
table 1, patients with double depression had shorter 
and more severe episodes of major depression before 
entry, but acuteness of onset of the major depression 
was similar in both groups. 

In the 86 subjects ill for no longer than 3 months 
before entry, there was no difference in time to recov- 
ery between 28 subjects with double depression and 58 
subjects with major depression alone. However, for 
the 230 subjects who were ill longer than 3 months 
before entry, there was a significantly faster time to 
recovery from the major depression in the 52 patients 
with double depression (Mantel-Haenszel y*=5.6, 
df=1, p<.025, two-tailed). For example, at 26 weeks 
there was a 63% cumulative probability of recovery 
from the major depression for the patients with a 
preexisting chronic minor depression, compared with 
51% for patients with major depression alone. This 
difference increased to 82% versus 64% at 52 weeks 
and to 95% versus 70% at 78 weeks. Thus the effects 
of double depression and previous duration of major 
depressive disorder were not simply additive but were 
negatively interactive. 

Although in the sample as a whole more severely 
depressed patients tended to recover more slowly and 
patients with double depression were on average more 
severely depressed than those with major depression 
alone, the patients with double depression still recov- 
ered faster overall. The reason is that severity was not 
associated with speed of recovery for the patients with 
double depression, but it was strongly associated in the 
patients with major depression alone. 

Among the patients with double depression, none of 
the variables in table 1 were found to have a significant 
association with time to recovery from the chronic 
preexisting depression. 
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FIGURE 1. Cumulative Probability (percent) of Relapse for Patients 
With or Without Double Depression 


90 4 Patients with double depression (N= 66) 
0 © Patients with major depressive disorder only (N = 168) 
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aRecovery from index episode of major depressive disorder. 


Relapse 


Patients with double depression who recovered from 
the major depression (N=66) had a significantly high- 
er rate of relapse into a subsequent RDC affective 
disorder following recovery than those with major 
depression alone (N=168) (Mantel-Haenszel x^-—3.9, 
df=1, p=.024, one-tailed). The relapse graphs in 
figure 1 present these different rates. 

It has been reported (12) that a greater number of 
affective episodes before entry into the study predicted 
a higher rate of relapse folldwing recovery from the 
index episode of major depressive disorder. Multivari- 
ate analysis controlling for the number of previous 
episodes shows that the more rapid relapse in the 
patients with double depression cannot be explained 
on the basis of number of previous episodes. 

We foliowed the 66 patients with double depression 
who recovered from the major depression for an 
average of 1 year after that recovery. Recovery from 
the chronic minor depression occurred in 25 patients 
(3896), while 24 (3696) of these patients had a relapse 
into an RDC major affective disorder. The remaining 
17 patients (26%) continued to be in the “middle” 
state of chronic minor depression. During the first 6 
months after recovery from the major depression, 20 
patients (3096) recovered from the chronic underlying 
depression, and 12 (18%) had a relapse into a major 
affective disorder, while 34 (52%) remained in the 
chronic minor depression. During the second 6 
months, of the 34 patients still in the chronic minor 
depression, only 5 (1596) recovered from the chronic 
depression and 12 (35%) relapsed into an episode of 
major affective disorder. Thus jn the 1-year period 
following recovery from the major depression, patients 
wih double depression had a falling chance of recovery. 
from the chronic minor depression and a rising chance 
of relapse into a major affective episode. 


The Cycle of Recovery and Relapse 


In the group of 133 patients who were observed for 
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the entire 2-year follow-up period, the 32 patients with 
double depression had a highly significantly faster 
cycle time (Kendall’s tau=.23, p=.003, two-tailed) 
over 2 years than the 101 without double depression, 
as measured by the number of cycles of recovery and 
relapse that occurred during that time. Twenty (62%) 
of the patients with double depression completed at 
least one cycle of recovery and relapse by 2 years, 
compared with 33 (33%) of the patients without 
double depression. There were at least 2 prospective 
recoveries in 50% of the patients with double depres- 
sion compared with 27% of the patients with major 
. depression alone. Thus repeated episodes of major 
affective disorder were much more likely in patients 
who had double depression. 


Treatment 


Details of the treatment received during the index 
episode of major depression before entry into the study 
were reported in a recent article for a subsample of 217 
of these subjects who had had at least 4 weeks of major 
depression before entry (13). Two conclusions from 
that study are relevant to the present work: 1) patients 
in our sample were not intensively treated with soma- 
totherapy before entry, and therefore we have no 
reason to suppose that they were “treatment resistant" 
and 2) there were no important differences in treat- 
ment before entry between subjects with and without 
double depression. : 

These subjects received more intense antidepressant 
somatotherapy after entry into the study compared 
with the period before entry. Our approach to the 
analysis of the treatment data has been determined by 
the study design, which did not randomly assign 
patients to different treatments. Treatment was pre- 
scribed for patients as a result of joint decisions by 
clinicians and patients. Thus treatment itself becomes 
an outcome, because the patient's state was likely to 
help determine the choice of treatment. Therefore, in 
our initial analyses of the treatment data we examined 
the highest level of treatment received in the first 8 
weeks after entry as an indicator of therapeutic effort. 
Analysis of treatment received during this early phase 
of follow-up revealed no differences in initial treatment 
between the patients with and without double depres- 
sion that could account for the observations of out- 
come reported in this article. 


DISCUSSION 


e 

Whether chronic minor depressive disorders and 
major depressive episodes are qualitatively different or 
lie on a continuum requires further research. As a 
result of recent research into chronic depression, Akis- 
kal and his colleagues have proposed a detailed noso- 
logical framework for subdividing “low-grade chronic 
depressions” (dysthymic disorders) into separate enti- 
ties based on internal and external validators such as 
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age at onset, concomitant personality attributes, fam- 
ily history, physiological correlates (including dexa- 
methasone suppression and REM latency), and re- 
sponsiveness to pharmacologic treatment (14—17). 
The design of our study does not make it possible for 
us to accurately place our patients into Akiskal and 
associates’ schema. However, we strongly encourage 
continued research aimed at validating ways of sub- 
classifying chronic minor depressions and determining 
the effect of these chronic conditions on the course and 
outcome of major depressive episodes. 

The current results strengthen an earlier suggestion 
(3) that caution is required in interpreting findings 
from outcome studies on depressive disorders that do 
not report explicit criteria for recovery or that fail to 


_ specify the proportion of patients who have double 


depression. 

Multivariate analysis of clinical factors that are 
significant predictors of time to recovery (duration of 
the major depressive disorder before entry into the 
study and severity of the depression) and time to 
relapse (number of previous episodes) in the whole 
sample of patients with major depression reveals that 
each of these variables has a much stronger association 
with outcome in the patients without double depres- 
sion than in the patients with double depression. 
Therefore, the patient with an episode of major depres- 
sive disorder that is not preceded by a chronic preexist- 
ing depression provides a better opportunity for the 
researcher to study predictors of outcome. We con- 
clude that studies controlling for this distinction have a 
greater likelihood of uncovering determinants of 
course in depressed patients. 

The practicing clinician has fewer guides to progno- 
sis for patients with double depression than for pa- 
tients with major depression alone, because the preex- 
isting chronic depression obscures the usual relation- 
ship between clinical predictors and recovery or 
relapse. The clinician should also be aware of the 
pernicious nature of the preexisting dysthymic disor- 
der in patients with double depression, because 61% 
of our patients did not recover from the chronic minor 
depression after 2 years of prospective follow-up. 

It is now possible for the clinician to predict that 
patients whose major depressive disorder is accompa- 
nied by a preexisting chronic minor depression are at 
very high risk for repetitive episodes of major affective 
disorder. Furthermore, the patient with double depres- 
sion who arrives at the clinical state of recovery from 
the major depression is poised between two outcomes: 
a complete recovery (from the chronic minor depres- 
sion) and a relapse into another major affective epi- 
sode. The longer the time that the patient remains 
chronically ill after recovering from the major depres- 
sion, the greater the likelihood that relapse will pre- 
empt complete recovery. 

These findings suggest that patients with double 
depression should receive intensive treatment after 
recovery from the episode of major depressive disor- 
der, because it appears that they are predisposed to 
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rapid relapse by the continued existence of the chronic 
preexisting depression. 
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Assessing Personality: Effects of the Depressive State 
on Trait Measurement 


Robert M.A. Hirschfeld, M.D., Gerald L. Klerman, M.D., Paula J. Clayton, M.D., 
Martin B. Keller, M.D., Pat McDonald-Scott, M.A., and Barbara H. Larkin 


The influence of the clinically depressed state on 
personality assessment was evaluated by comparing 
self-report personality inventories of patients while 
clinically depressed and at follow-up 1 year later. 
The authors examined two groups from the National 
Institute of Mental Health (NIMH)-Clinical Research 
Branch Collaborative Program on the Psychobiology 
of Depression: Clinical Studies—patients whose 
symptoms had completely remitted and those who 
had not recovered. The clinically depressed state 
strongly influenced assessment of emotional strength, 
interpersonal dependency, and extraversion. 
Assessment of rigidity, level of activity, and 
dominance did not change after symptomatic 
recovery. 

(Am J Psychiatry 140:695—699, 1983) 


he relationship between personality and depres- 
sion has long been discussed by clinicians and 
theorists and, more recently, by clinical researchers (1— 
3). Personality features such as interpersonal depen- 
dency, obsessionality, introversion, lack of social 
adroitness, intolerance of stress, and cognitive and 
attitudinal distortions have all been hypothesized to be 
related to the pathogenesis of affective disorders. 
The validity of these descriptions is limited by the 
fact that the vast majority of the clinical observations 
and research assessments have been performed during 
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the depressed state. Clinicians observe and treat pa- 
tients during depressive states, when patients’ percep- 
tions concerning their “usual” selves may well be 
distorted. Similarly, the researcher usually measures 
patient characteristics and behaviors during the mor- 
bid state. Therefore, interpretations by both clinicians 
and researchers might reflect common biases. 

The possible influence of clinical state on personality 
assessment has received moderate attention in the 
psychiatric literature (4—6). In general, studies have 
found that a trend exists toward “normal” or “‘healthi- 
er" levels when personality assessments are repeated 
following recovery, although results remain inconclu- 
sive. However, to our knowledge, no research has 
reported on a broad range of personality attributes. 

In this paper we report data on the effect of the 
clinically depressed state on a variety of personality 
measures. To examine this issue, we compared person- 
ality assessments of patients made while they were 
clinically depressed and assessments of those same 
patients when they were fully recovered 1 year later. A 
similar comparison was made for depressed patients 
who had not recovered at the 1-year follow-up. The 
effect of modified instructions on personality assess- 
ment and the identification of specific characteris- 
tics that are affected by clinical state are also consid- 
ered. 


METHOD 


Subjects were selected from a sample of moderately 
to severely ill inpatients and outpatients with affective 
disorders who entered treatment at one of five univer- 
sity medical centers participating in the National Insti- 
tute of Mental Health (NIMH)-Clinicai Research 
Branch Collaborative Program on Psychobiology of 
Depression. The background and goals of this pro- 
gram have been described elsewhere (7, 8). All partici- 
pants were assessed by means of a number of instru- 
ments, including the Personal History of Depressive 
Disorders (9); the Schedule of Affective Disorders and 
Schizophrenia (SADS), a semistructured clinical inter- 
view (10); the Research Diagnostic Criteria (RDC) 
(11); and the Longitudinal Interval Follow-Up Evalua- 
tion (12), which was administered at 6-month intervals 
after entry into the study. In addition, a personality 
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battery was completed by the patients during the 
intake evaluation and again at the time of the 1-year 
follow-up. 

The personality battery is composed of 436 items 
measuring 17 substantive scales drawn from 5 differ- 
ent self-report personality inventories. The scales, se- 
lected on the basis of their clinical or empirical rele- 
vance to affective disorders, include 7 scales from the 
Guilford-Zimmerman Temperament Survey (13), the 
Interpersonal Dependency Inventory (14), the short- 
ened version of the Lazare-Klerman-Armor Personality 
Inventory (15), the Maudsley Personality Inventory 
(16), and 2 subscales of the MMPI (17). 

With the exception of the 2 MMPI scales, all 
inventories were administered with instructions to 
answer questions according to the person’s “usual 
self,” i.e., his or her typical way of acting or feeling 
during asymptomatic periods. These instructions were 
used in order to minimize the effects of illness on 
response, according to Kendell and DiScipio’s finding 
that depressed patients’ performance on the Eysenck 
Personality Inventory was very similar to their per- 
formance upon recovery when these directions were 
used (18). 

Of the potential sample of 734 patients, 301 had 
completed the personality battery for the intake evalu- 
ation and for the 1-year follow-up. Twenty-four were 
excluded due to inconsistent response on more than 
one-third of 23 pairs of redundant items or due to 
having more than 1096 of the items missing for any 
scale. Of the remaining 277 patients, 181 met criteria 
for a definite major depressive disorder at the time of 
entry into the study. None of these patients had manic 
and depressive features or cycled between mania and 
depression during the current episode, and none was 
schizoaffective, manic, or hypomanic during the cur- 
rent episode, although patients may have had previous 
episodes of mania or hypomania. 

Clinical state at recovery was determined by ratings 
from the Longitudinal Interval Follow-Up Evaluation 
(LIFE), completed by a professional clinical interview- 
er. The 114 patients with a major depressive disorder 
with completed 1-year follow-up evaluations were 
divided into two categories according to their clinical 
status: recovered and unrecovered. The "recovered" 
group consisted of 40 patients (25 women and 15 men) 
who had been completely free of residual symptoms of 
all affective conditions for at least 2 weeks at the time 
of the 1-year follow-up personality assessment. In 
addition to meeting the inclusion criterion of definite 
major depressive disorder and not meeting any of the 
exclusion criteria, 5 patients in this group also met 
RDC for chronic and/or intermittent depressive disor- 
der, 1 for panic disorder, and 7 for bipolar I or II 
disorder. 

The “unrecovered” group consisted of 48 subjects 
(32 women and 16 men) who had been experiencing 
symptoms of major depressive disorder for at least 2 
weeks before the follow-up personality assessment. 
Eleven patients in the unrecovered group also met 
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TABLE 1. Characteristics of Recovered and Unrecovered Patients 


Female Patients Male Patients 


Re- Unre- Re- Unre- 

covered covered covered covered 

(N=25)  (N=32) (N=15) (N-16) 

Characteristic N % N % N % ND 
Education 

High school or less 14 56 18 56 3. 33 8 50 


College or more 11 44 14 44 10 67 8 50 
Marital status 
Married or living 


with someone 12 509 14 47 7 47 12 75 

Unmarried 12 50a 16 353^ 8 53 4 25 
Hospitalization status 

Inpatient 17 68 25 78 $11 73 12 75 

Outpatient 8 32 7. 22 4 27 4 25 
Total number of af- 

fective episodes 

1 or 2 11 S5S*¢ 12 434 3 43 8 80 

3 or more 9 45- 16 3574 4 57 2 20 


4Information was not available for 1 patient; N=24, 

"Information was not available for 2 patients; N=30. 
‘Information was not available for 5 patients; N=20. 
J[nformation was not available for 4 patients; N=28. 


RDC for chronic and/or intermittent depressive disor- 
der and 5 for bipolar II disorder. 

A third group of 26 partially recovered patients were 
intermediate between the recovered and unrecovered 
groups and were eliminated from further analysis. 

Table 1 shows a number of characteristics of the 
recovered and unrecovered gsoups. Ages ranged from 
19 to 61 years. The recovered women had a mean 
(*SD) age of 34.28 12.57 years; the recovered men, 
37+12.71 years. The mean age of the unrecovered 
women was 41+14.41 years; for the unrecovered men 
it was 43.5 +15.57 years. 

A majority of patients had completed at least a high 
school education; about half were married or living 
with someone at the time of entry into the study, and 
the remainder were about equally divided among being 
divorced, separated, widowed, or never having been 
married. Recovered and unrecovered patient groups 
did not differ significantly on these variables (table 1). 

The mean (X SD) age of the recovered women at the 
onset of their first RDC affective disorder was 
26.52+11.6 years; for the recovered men it was 
32+13.45 years. The mean age of the unrecovered 
women at the onset of their first RDC affective disor- 
der was 29.03+15.09 years; for the unrecovered men 
it was 36.75:: 14.67 years. 

All groups showed at least slight impairment in 
overall functioning during the 5 years before entry into 
the study. Recovered women were significantly less 
impaired than unrecovered wolnen: their healthiest 
mean (+SD) overall level of functioning in the 5 years 
before entry was 1.84+.75, compared with 2.41+.91° 
for the unrecovered women (p<.05). (The scale ranged 
from 1=good in all areas to 6=major impairment in 
several areas.) The recovered men had a mean level of 
2.13.99; the unrecovered men, 2.88::1.31. 

All groups showed “good” to “very good" social 
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TABLE 2. Personality Scale Scores at Entry Into Study and at 1-Year Follow-Up for Recovered and Unrecovered Female Patients 


Recovered (N=25) 


Unrecovered (N=32) 


Follow-Up Follow-Up 
Entry Score Score Entry Score Score 
Personality Scale Mean SD Mean SD t Mean SD Mean SD t 
Emotional strength 
Neuroticism (Maudsley Personal- 
ity Inventory —MPI) 29.08 12.19 20.64 11.95 ~3.66a 33.93 1042 35.15 9.88 1.13 
Emotional stability (Guilford-Zim- 
merman Temperament Survey— 
GZTS) 12.40 6.54 16.48 7.25 3.306 9.09 5.76 9,25. 5,52 16 
Objectivity (GZTS) 14.48 4.51 17.96 5.10 3.47% 13.93 4.79 | 14.75. 4.31 1.34 
Orality (Lazare-Klerman-Armor 
Personality Inventory-Short 
Form—LKA) 8.08 4.68 5.20 4.42 —3.32b 9.34 3.42 8.31 4.16 1.30 
Ego resiliency (MMPI) 20.16 5.42 22.80 3:12 2.765 1471 5.57 18.75 5.40 1.16 
Interpersonal dependency 
Emotional reliance on another 
person (Interpersonal Dependency 
Inventory-—IDI) 48.48 9.09 43.60 8.60 | —2.97b 49.40 10.09 49.71 8.77 .19 
Lack of social self-confidence (IDI) 34,84 9.98 30.92 9.61 ~—2.54¢ 40.25 7.92 39.03 8.61 —1.04 
Assertion of autonomy (IDI) 26.36 Vide 2732 7.45 .69 29.03 7.40 26.53 7.08 -1.90 
Extraversion-introversion 
Extraversion (MPT) 23.48 10.07 27.24 10.36 2.685 18.81 9.61 17.87 9.68 = 
Sociability (GZTS) 16,04 6.79 18.12 6.84 2.35¢ 13.56 7.45 14.31 7.36 1.10 
Restraint (GZTS) 17.68 4.05 17,36 3.87 —.62. 18.68 4.86 18.93 4.05 Al 
Thoughtfulness (GZTS) 17:72 3.58 16.80 5.16 -.95 18.75 4.315 | 18.31 5.30 —.60 
Ego control-5 (MMPI) 17.24 4.51 17.92 3.63 1.01 18.00 4.52 19.18 4.46 2.09« 
Miscellaneous 
General activity (GZTS) 14.72 7.49 15.08 6.78 .40 14.12 5.78 13.46 6.65 .60 
Ascendance (GZTS) 11.88 5.00 13.16 6.82 1.34 10.53 5.66 965 5.12 — —1.39 
Hysterical pattern (LKA) 8.44 3.62 8.36 4.11 15 8.59 3.36 8.12 3.77 — 85 
Obsessionality (LKA) 12.08 3.72 12.64 3.96 .86 11.68 3.60 11.65 3.77 -.07 
ap«.001. ° 
bn<.01. 
*p«:.05. 


relations during the 5 years before entry. Social func- 
tioning was statistically better for recovered than for 
unrecovered men: the mean (+SD) best level of social 
relations in the 5 years before entry for the recovered 
men was 2.40.74, compared with 3.25 X: 1.13 for the 
unrecovered men (p<.05). (The scale ranged from 
1=superior to 7-grossly inadequate with practically 
no social contact.) The mean best levels of recovered 
and unrecovered women were 2.84+.80 and 
2.75+1.08, respectively. 

To analyze the effect of the clinical state of depres- 
sion on personality trait assessment, paired t tests were 
computed within sex, comparing entry versus 1-year 
personality scores. Use of paired comparisons reduces 
the effect of variability between subjects and provides a 
direct test of the significance of within-subject differ- 
ences due to change in clinical status. 


RESULTS 


Tables 2 and 3 display results of paired t test 
comparisons of personality measures for the recovered 
and unrecovered groups for both sexes. For ease of 
comprehension, scales were grouped into three content 
constellations (emotional strength, interpersonal de- 
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pendency, and extraversion-introversion) and the re- 
mainder were grouped under a miscellaneous head- 
ing. 

Significant changes were found for the recovered 
samples within the constellations of emotional 
strength and interpersonal dependency, indicating a 
pronounced state effect. Nearly all scales in these two 
constellations showed a statistically significant shift 
toward the “healthier” direction for both sexes on 
recovery. That is, compared with their assessment 
during a depressive episode, patients’ scores when well 
were consistently lower on neuroticism, orality, emo- 
tional reliance on another person, and lack of social 
self-confidence and higher on emotional stability and 
objectivity. 

Scores in the extraversion-introversion and miscella- 
neous constellations indicated few significant changes 
associated with recovery. Statistically significant 
changes occurred for two measures among the wom- 
en—extraversion and sociability. A nonsignificant 
trend in the same direction for these scales was ob- 
served among the men. No other scales for either sex 
showed statistically significant changes between as- 
sessment during depression and following recovery. 

In the unrecovered groups essentially no change 
occurred between assessment at entry into the study 
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EFFECTS OF THE DEPRESSIVE STATE ON TRAIT MEASUREMENT 


TABLE 3. Personality Scale Scores at Entry Into Study and at 1-Year Follow-Up for Recovered and Unrecovered Male Patients 


Recovered (N=15) 


Unrecovered (N=16) 


Follow-Up Follow-Up 
Entry Score Score Entry Score Score 
Personality Scale Mean SD Mean SD t Mean SD Mean SD t 
Emotional strength 
Neuroticism (Maudsley Personal- 
ity Inventory —MPTI) 24.33 10.67 17.93 14.357  -—2.60 30.12 13.89 31.68 13.54 .66 
Emotional stability (Guilford-Zim- 
merman Temperament Survey— 
GZTS) 14.73 5.95 17587 7.31 2.05 12.18 7.98 | 10.25 8.59 | —1.45 
Objectivity (GZTS) 16.27 5.97 18.47 6.39 2.184 14.12 6.73 13.12 691  —1.02 
Orality (Lazare-Klerman-Armor 
Personality Inventory-Short 
Form—LKA) 6.00 3.44 4.33 3.46 | —3.31* 9.06 5.30 8.81 4,27 = 
Ego resiliency (MMPI) 22.33 6.204 24.20 6.08 2.184 18.00 6.52 18.00 5.91 0 
Interpersonal dependency 
Emotional reliance on another 
person (Interpersonal Dependency 
Inventory—IDI) 44.53 9.62 38.87 10.38  -3.535 46.43 9.95 | 48.00 11.66 .98 
Lack of social self-confidence (IDI) — 32.13 8.57 27.93 7.58 | —2.64* 35.68 10.01 34.31 9,93 = 91 
Assertion of autonomy (IDI) 25.33 6.89 27.93 8.23 1.63 29.56 Foal. -29.12 9.72 —.31 
Extraversion-introversion 
Extraversion (MPI) 26.33 9.29 29.67 9.30 1.36 18.75 10.57 19.56 10.72 47 
Sociability (GZTS) 16.07 5.97 18.53 6.67 2.02 11.62 Tad 1531 7.10 2.00 
Restraint (GZTS) 17:53 5.34 16.73 5.06 —.93 19.93 5.313 . 19.68 4.19 -.39 
Thoughtfulness (GZTS) 17.33 3.58 15.80 541.  -—155 19.06 5.49 19.06 5.07 0 
Ego control-5 (MMPI 16.53 6.03 15.13 5.28 | —2.07 14.81 4.00 14.56 4.33 = 59 
Miscellaneous 
General activity (GZTS) 16.07 6.90 16.93 5.50 .63 13.62 8.13 1175 8.55 | —1.06 
Ascendance (GZTS) 14.07 4.76 15.73 6.20 1.62 12.31 5.46 11.81 5.82 2259 
Hysterical pattern (LKA) 9.13 3.81 9.13 3.81 0 7.87 3.38 8.87 3.30 1.60 
Obsessionality (LKA) 11.07 3.88 11.27 3.45 E 12.56 3.53 = 11.43 2.82 —1.65 
ap«.05. : 
bp«.01. 


and at 1-year follow-up. Sixteen of the 17 scales for the 
women showed no significant difference, and all of the 
scales for the men remained the same. 


DISCUSSION 


The results indicate that the clinical state of depres- 
sion does influence selected areas of patients’ self- 
perceptions. Scores from self-rating personality inven- 
tories related to such characteristics as emotional 
lability, hypersensitivity, passivity, resiliency, extraver- 
sion, and interpersonal dependency were sensitive to 
clinical state. These characteristics overlap considera- 
bly with the content of cognitive distortions about 
oneself, the world, and the future seen in depressed 
patients and described by Beck (1). Beck described 
pessimism, sensitivity, overgeneralization, and a ten- 
dency to self-criticism as paramount features of the 
depressed patient's belief system. Therefore, assess- 
ments of emotional strength and interpersonal depen- 
dency reflect the clinical state of depression rather than 
enduring personality traits. 

Those scales assessing restraint, reflectiveness, im- 
pulsivity, activity level, submissiveness, demanding- 
ness, and obsessionality appeared to remain stable 
regardless of when assessment occurred, providing 
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evidence that these scales are reliable indicators of 
underlying characteristics rather than measures of 
clinical state. The strength of these findings is under- 
scored by the occurrence of similar patterns for both 
sexes. 

Patients who did not recover from the depression 
did not show changes on personality scores over the 
period of a year. This trend tends to confirm the 
interpretation that the changes recorded for the recov- 
ered patients reflect the influence of the depressed 
state. 

These results differ from those reported by Kendell 
and DiScipio (18), although the instructional set used 
was identical. In their study, the Eysenck Personality 
Inventory (similar to the Maudsley) was administered 
twice in the same day to a group of hospitalized 
depressed patients. In the initial administration, stan- 
dard instructions were given for completing the instru- 
ment. In the second testing, modified instructions were 
used requesting that the patientsfattempt to disregard 
their present feelings and respond as they “usually” 
would (i.e., if they were well). On readministering the ' 
inventory following recovery, no differences were 
found between the second administration and the 
third, although there were substantial differences be- 
tween the first and second and between the first and 
third administrations. A possible reason for the dis- 
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crepancy between our results and those of Kendell and 
DiScipio may be that their same-day test readministra- 
tion drew the patients’ attention more strongly to the 
modified instructions to ignore their current clinical 
state, 

Liebowitz and associates (6) also found that the 
clinical state of depression influenced personality trait 
assessment in a study of bipolar and unipolar de- 
pressed patients. In this study, the presence of even 
mild affective symptoms influenced the measurement 
of neuroticism, although test instructions expressly 
directed the patients’ responses to usual functioning. 
Of particular salience is that their patients were euthy- 
mic at index and depressed at repeat evaluation, the 
reverse order of clinical status from our study, thus 
supporting the validity of the phenomenon. 

The relationship between personality and depressive 
subtypes, the premorbid personality of affective pa- 
tients, and the predictive value of personality assess- 
ment regarding outcome of affective episodes are im- 
portant issues that are beyond the scope of this paper 
but will be addressed in subsequent articles. 
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Use of TSH Response to TRH as an Independent Variable 


Peter T. Loosen, M.D., Kent Kistler, M.D., and Arthur J. Prange, Jr., M.D. 


The thyrotropin (TSH) response to thyrotropin- 
releasing hormone (TRH) was assessed in 35 
consecutive male admissions. Patients with TSH 
blunting were identified; they were compared with 
patients without blunting and with normal subjects. 
Patients without TSH blunting were normal as 
regards all endocrine variables. Patients with TSH 
blunting showed reduced TSH (but normal prolactin) 
levels before and after TRH administration, although 
their thyroid hormone levels and cortisol levels were 
normal. Height, weight, and body surface were 
unrelated to TSH blunting. The test-retest reliability 
of a blunted TSH response was acceptable. 

(Am J Psychiatry 140:700—703, 1983) 


n recent years the effects of thyrotropin-releasing 

hormone (TRH) on thyrotropin (TSH), prolactin, 
and growth hormone secretion have been thoroughly 
investigated in endocrine (1) and psychiatric (2) clinics. 
Forty-eight studies involving 1,125 patients have now 
reported that the TRH-induced TSH response is blunt- 
ed in some euthyroid depressed patients. There is also 
evidence that TSH blunting may occur in some alco- 
holic or manic patients, but not in schizophrenic 
patients. In a recent review (2) problems of specificity, 
sensitivity, and state-trait distribution of a blunted 
TSH response were addressed. 

Although the existence of a blunted TSH response to 
TRH is well established and possible clinical uses have 
been suggested, little is known about its pathophys- 
iological importance. Confounding such interpretation 
are several factors that are known to reduce the TRH- 
induced TSH response in normal subjects and in 
patients with nonpsychiatric disease. Among these 
factors are increasing age; being male; acute starva- 
tion; chronic renal failure; Klinefelter’s syndrome; 


Received April 21, 1982; revised Oct. 7, 1982; accepted Nov. 5, 
1982. From the Department of Psychiatry, Division of Health 
Affairs, School of Medicine, University of North Carolina; and the 
Clinical Research Unit, Dorothea Dix Hospital, Raleigh, N.C. 
Address reprint requests to Dr. Loosen, Department of Psychiatry, 
Division of Health Affairs, School of Medicine, University of North 
Carolina, Chapel Hill, NC 27514. 

Supported in part by NIMH Clinical Center grant MH-30900 and 
NIMH Career Scientist Award MH-22536 to Dr. Prange. 

The authors thank Ms. Kathy J. Ayers for assistance in preparing 
this manuscript. 

Copyright © 1983 American Psychiatric Association. 


700 


repeated TRH administration; and elevated levels of 
somatostatin, neurotensin, dopamine, thyroid hor- 
mones, or glucocorticoid hormones (see reference 2 for 
a review). In this report we studied the influence of 
thyroid hormones, cortisol, and (indirectly through the 
measurement of prolactin) dopamine on the TSH 
response in psychiatric patients. We also evaluated the 
possible role of body surface on the TSH response. 


METHOD 


We studied 35 men who had been admitted consecu- 
tively to the inpatient or outpatient services of our 
research unit by using the TRH test as an independent 
variable and by constructing two groups according to 
the results. The first group (the experimental group) 
consisted of the 10 patients who showed a blunted 
TSH response, i.e. a maximum rise over baseline 
(maximum ATSH) of less that 5.0 U/ml after admin- 
istration of TRH (table 1). This definition of TSH 
blunting was based on an earlier study of a large group 
of normal volunteers (2). To allow a study of test-retest 
reliability, 6 of the 10 patients who showed TSH 
blunting were retested (between 35 and 317 days later) 
with TRH while they were in the same clinical state as 
they were during the first testing. The same procedure 
was used for both testings. The remaining 25 patients 
had normal TSH responses. From these patients we 
selected the 10 men who best matched the first group 
in age and diagnosis, disregarding their endocrine 
characteristics. Ten normal men of the same age were 
also studied. 

All patients with active illness were housed in our 
research unit and underwent a drug-free washout 
period of at least 7 days before TRH administration. 
None had taken any medication known to substantial- 
ly affect the pituitary-thyroid axis (3). The normal 
subjects and the patients whose illnesses were in 
remission and who were not receiving treatment were 
studied in the research unit, but they were not housed 
there. None of the patients gr subjects presented 
historical, chemical, or physical evidence of any endo- 
crine disorder or other major somatic illness. Informed, 
consent was obtained from all participants. 


Assessment Techniques 


All patients were given the Schedule for Affective 
Disorders and Schizophrenia (SADS) (4) and were first 
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TABLE 1. Descriptive Features of 10 Patients With TSH Blunting 


Age DSM-III 

Patient (years) Diagnosis Code 
1 20 Major affective disorder 296.33 
2 42 Major affective disorder 296.33 
3 40 Major affective disorder 296.56 
4 29 Major affective disorder, bipolar 296.53 
5 29 Borderline personality disorder 301.83 
6 36 Borderline personality disorder 301.83 
7 44 Alcohol dependence 303.93 
8 64 Alcohol dependence 303.93 
9 59 Alcohol dependence 303.93 
10 51 Alcohol dependence 303.93 


LOOSEN, KISTLER, AND PRANGE 


Duration of 
Current Illness 


Family History 


Clinical State (months) Depression Alcoholism 
Depressed 4 No No 
Depressed 3 Yes No 
Remitted Yes Yes 
Depressed 8 Yes No 
Depressed 3 Yes Yes 
Depressed 24 No Yes 
Remitted@ Yes Yes 
Remitted? Yes Yes 
Remitted? No Yesb 
Remitted? Yes No 


Patient abstinent from alcohol for more than 2 years. 
bConjugal only (spouse, children). 


diagnosed independently by two psychiatrists accord- 
ing to Research Diagnostic Criteria (RDC) (5) and 
DSM-III. These diagnoses were then submitted to a 
diagnostic team conference that made the final diagno- 
sis by agreement before the endocrine testing began. 
The patients’ depressive symptoms were assessed inde- 
pendently by two psychiatrists. We based our assess- 
ment of whether patients were in “remission” or 
“depressed” (table 1) on clinical judgment and total 
scores from items 1-17 on the Hamilton Rating Scale 
for Depression (6). Patients whose illnesses were in 
remission and the normal subjects showed a Hamilton 
scale score of less than 10; the depressed patients 
scored more than 20. Fhe normal subjects were also 
interviewed independently by two psychiatrists, and 
none gave a personal history or family history of 
depression or alcoholism or fulfilled any RDC or 
DSM-III diagnosis criteria. Careful attention was giv- 
en to family history because there is evidence that TSH 
blunting may occur in unaffected relatives of patients 
with affective disorders (7). 

All patients and subjects received an injection of 
TRH (.5 mg) in a standard fashion (2). Serum samples 
were frozen at —20?C until they were assayed in 
duplicate as described previously (8). The intraassay 
coefficients of variance were as follows: TSH, 5.2%; 
prolactin, 8.5%; growth hormone, 4.2%; T5, 5%; 
total T4, 6%; reverse T3, 20%; cortisol, 4.7%; and 
testosterone, 5%. The lower limit of sensitivity for the 
TSH assay was .5 U/ml. 

Baseline and response data across and within groups 
were compared by Student’s t test for unmatched and 
matched samples (9). Logarithmic transformation was 
performed when necessary. Correlations between maxi- 
mum ATSH and thyroid hormones at baseline were done 
with Pearson’s produgt moment correlation (9). 


RESULTS 
Specificity and Test-Retest Reliability 


Of the 35 patients tested, 10 showed TSH blunting. 
They fell into one of three categories: major affective 
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disorder (N=4), borderline personality disorder 
(N=2), and Alcoholics Anonymous (AA) members 
who had been abstinent for 2 years (N=4). Three of 
the patients with major affective disorder were in a 
state of depression; 1 was in remission. The 2 patients 
with borderline disorder showed signs of depression. 
None of the AA members showed symptoms of depres- 
sion when studied. If they had a history of depression, 
the onset of alcoholism had clearly preceded their first 
episode of depression. 

Of the 10 patients with TSH blunting, 6 were 
retested with TRH while they were in the same clinical 
state as during the first test. All showed blunted TSH 
responses on the second testing. 


Source of Variance 


Patients with normal TSH responses had a 25% 
lower baseline TSH level than normal subjects (mean 
+SE=2.7+.3 and 3.6.3 uU/ml, respectively). The 
difference on this variable and all other endocrine 
variables, however, was not significantly different 
from normal subject data. These patients were there- 
fore omitted from table 2, which compares patients 
who showed TSH blunting with normal subjects. 

As shown in table 2, patients with TSH blunting did 
not differ significantly from normal subjects in such 
variables as weight, height, or body surface. In regard 
to hormone levels at baseline, TSH levels were signifi- 
cantly lower (5096) in patients showing TSH blunting 
than in normal subjects. The patients’ levels of all 
other hormones, however, were normal. Patients with 
TSH blunting showed normal thyroid hormone values 
both at baseline and after TRH administration, al- 
though their baseline TSH secretion was about 50% of 
normal values and their TSH response to TRH was 
roughly 3396 of normal values. 

We correlated serum values of thyroid hormones at 
baseline with maximum A TSH and found a significant 
positive correlation between total T4 and maximum A 
TSH (r=.89, p«.0007) and between free T4 index and 
maximum ATSH (r=.85, p<.002). This pattern was 
not seen in patients without blunting or in normal 
subjects. 
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TSH RESPONSE TO TRH 


TABLE 2. Endocrine Findings in Patients With TSH Blunting and in 
Normal Control Subjects 


Groups Tested With TRH 
Patients With Normal 
TSH Blunting Subjects 
(N=10) (N= 10) 
Measure Mean SE Mean | SE 
Age (years) 41.4 4.4 40.0 3:9 
Weight (kg) 78.6 4.1 79.7 3.2 
Height (cm) 177.5 2.3 172.5 2.0 
Body surface (U) 2.0 d 2.0 3 
TSH level (U/ml) 
Base 1.84 2 3.6 E 
Peak 5.63 4 15.6 1.6 
A maximum 3.7ab 3 12,15 1.6 
Prolactin level (ng/ml) 
Base 5.6 7 7.0 1.5 
Peak 29.5 6.8 32.5 4.5 
A maximum 24.0b 6.8 25,56 4.2 
Base growth hormone 
level (ng/ml) 1.7 4 1.4 M 
Free T4 index (U) 
Base 6.6 3 6.7 4 
Peak 7.6 4 7.8 3 
A maximum 1.0¢ 4 1.15 3 
Total T, level (g/dl) 
Base 7.1 4 6.8 S 
Peak Z9 4 Ter 3 
A maximum 8 4 9c 3 
T, level (ng/dl) 
Base 147 15 156 12 
Peak 193 15 186 13 
A maximum 47> 11 27¢ 10 
Base rT; level (ng/dl) 16.0 1.9 12.7 1.2 
T4U (96 of base) 47.4 1.9 51.0 b 
Base cortisol level (jg/dl) 11.0 1.5 15.5 3.8 
Base testosterone level 
(ng/ml) 6.2. vi 4.3 4 


aSignificantly lower level than normal subjects (p«.001, Student's t test for 
unmatched samples). 

bSignificant difference between baseline and peak levels (p.01, Student's t 
test for matched samples). 

Significant difference between baseline and peak levels (p<.05, Student's t test 
for matched samples). 


In order to infer the influence of dopamine on the 
TSH response, we evaluated the relationship between 
TSH and prolactin secretion. As shown in figure 1, 
patients with TSH blunting showed a significantly 
reduced TSH value at all times before and after TRH 
administration. Their prolactin levels, however, were 
normal before and after TRH. A blunted prolactin 
response was not observed. 


DISCUSSION 


In patients with major affective disorder, the fre- 
quency of blunting was 25%, a finding in line with 
numerous other reports (2). In the AA members who 
had abstained from alcohol for 2 years, the frequency 
of TSH blunting was also 25%. Similar findings have 
been reported in men during acute withdrawal and 
after such withdrawal (8), but to our knowledge 
subjects who have abstained from alcohol for several 
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FIGURE 1. Mean (+SE) Serum TSH and Prolactin Levels Before 
and After TRH Administration in Patients Showing TSH Blunting 
and in Normal Control Subjects 
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2p«..001, Student's t test for unmatched samples. 
bp<.01, Student's t test for unmatched samples. 
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years have not been studied previously. The same 
frequency of TSH blunting was true for patients with 
borderline personality disorders; in our study 33% of 
patients with borderline personality disorders showed 
TSH blunting. Clearly, TSH blunting is not merely a 
correlate of mental distress, as shown by its absence in 
schizophrenic patients (2). 

Of the 4 patients with major affective disorders who 
showed TSH blunting, 3 were in a state of depression, 
while 1 showed complete remission. This finding is 
consistent with reports in the literature suggesting that 
the TSH response, when reduced in depression, may or 
may not become normal when the patient recovers (2). 

Six of 10 patients who showed TSH blunting were 
retested with TRH. All showed blunted TSH response 
upon retesting, suggesting an acceptable test-retest 
reliability. Several investigators have retested de- 
pressed patients who were in a state of remission (2). 
Their data, however, pertain to state-trait consider- 
ations rather than to test-retest reliability. To our 
knowledge, our data are the first to assess the test- 
retest reliability of the TSH response in mental pa- 
tients. 

The patients who showed TSH blunting had weight, 
height, and body surface measures similar to those of 
the normal control subjects. This comparison became 
necessary for pharmacokinetic reasons. TRH was in- 
jected in a standard dose (.5 mg) and not in a dose 
related to body weight. It seems possible, therefore, 
that patients with large*body surface (and increased 
distribution space) would have less TRH delivered to 
thyrotrope cell receptors (resulting in TSH blunting). 
Our data, however, do not support this notion. 

The baseline TSH levels of patients with and with- 
out TSH blunting were lower than the baseline levels 
of normal subjects; however, the reduction of baseline 
TSH was statistically significant only in patients with 
TSH blunting. Our data are inconclusive with regard 
to the question of whether low baseline TSH levels are 
related to TSH blunting rather than to being mentally 
ill. 

Patients with TSH blunting showed normal prolac- 
tin levels before and after TRH administration. Re- 
garding the association between TSH and prolactin 
levels, it is known that dopamine inhibits (and TRH 
stimulates) both TSH and prolactin secretion (1), 
although the latter is considered its classic hypophysio- 
tropic effect (1). Thus, during excess dopamine activity 
one would expect both blunted TSH and prolactin 
levels; however, our data did not show this pattern. 
This finding is consistent with some, but not all, 
findings in the literature (2). Unfortunately, most 
authors have reported mean responses and have not 
given systematic attention to the association of TSH 
and prolactin responses. To our knowledge, this is the 
first report assessing prolactin levels in a group of TSH 
nonresponders. 

Our patients with TSH blunting also showed normal 
resting levels of thyroid hormones and cortisol. These 
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data are consistent with most reports in the literature 
(2) suggesting that neither thyroid hormone: nor corti- 
sol plays a major role in TSH blunting. Moreover, 
patients with TSH blunting showed a significant posi- 
tive correlation between baseline T4 and maximum 
ATSH. We did not see this pattern in patients with 
normal TSH responses or in normal subjects. This 
finding points, of course, to a disturbance in feedback 
inhibition. Paradoxically, low thyroid hormone levels 
at baseline have been reported in some patients with 
TSH blunting (10, 11). Furthermore, there is evidence 
that treating subjects with thyroid hormones before 
they receive TRH inhibits the TSH response in normal 
subjects but not in depressed patients (12). Little, if 
anything, is currently understood of this finding. 

Taken together, these data suggest that 1) TSH 
blunting is not specific to depression; 2) the test-retest 
reliability of a blunted TSH response is acceptable; 3) 
individuals with blunted TSH responses skow low 
TSH levels, but normal prolactin levels, before and 
after administration; 4) there is evidence fcr a dis- 
turbed feedback control of thyroid hormones on the 
TSH response in subjects with blunted TSH responses; 
and 3) factors such as thyroid hormones, cortisol, 
weight, height, and body surface are unrelated to TSH 
blunting. 


REFERENCES 


1. Sawin CT, Hershman JM: Clinical use of thyrotropin-releasing 
hormone. Pharmacology and Therapeutics 1:351~366, 1976 

2. Loosen PT, Prange AJ Jr: Serum thyrotropin response to 
thyrotropin-releasing hormone in psychiatric patients: a review. 
Am J Psychiatry 139:405—416, 1982 

3. Kirkegaard C: The TSH response to TRH in encogenous 
depression. Psychoneuroendocrinology 6:189—212, 198! 

4. Endicott J, Spitzer RL: A diagnostic interview: the Schedule for 
Affective Disorders and Schizophrenia. Arch Gen Psychiatry 
35:837—844, 1978 

5. Spitzer RL, Endicott J, Robins E: Research Diagnostic Criteria 
(RDC) for a Selected Group of Functional Disorders, 3-d ed. 
New York, New York State Psychiatric Institute, Biometrics 
Research, 1978 

6. Hamilton M: A rating scale for depression. J Neurol Ne srosurg 
Psychiatry 23:56—62, 1960 

7. Brambilla F, Smeraldi E, Bellodi L, et al: Neuroendocrine 
correlates and monaminergic hypothesis in primary affective 
disorder, in Progress in Psychoendocrinology. Edited by Bram- 
billa F, Racagni G, deWied D. New York, Elsevier-North 
Holland, 1980 

8. Loosen PT, Prange AJ Jr, Wilson IC: TRH (Protirelin) in 
depressed alcoholic men: behavioral changes and endocrine 
responses. Arch Gen Psychiatry 36:540—547, 1979 

9. Winer BJ: Statistical Principles in Experimental Design, 2nd ed. 
New York, McGraw Hill, 1976 

10. Takahashi S, Kondo H, Yoshimura M, et al: Thyrotropin 
response to TRH in depressive illness: relation to clinical 
subtypes and prolonged duration of depressive episode. lolita 
Psychiatr Neurol Jpn 28:355—365, 1974 

11. Hatotani N, Nomura J, Yamaguchi T, et al: Clinical and 
experimental studies on the pathogenesis of depression. Psy- 
choneuroendocrinology 2:115—130, 1977 

12. Loosen PT, Prange AJ Jr: Endocrine and behavioral changes in 
depression after TRH: alteration by pretreatment with thyroid 
hormones. J Affective Disord 2:267—278, 1980 


703 


The Decline of State Mental Hospitals 
as Training Sites for Psychiatric Residents 


James W. Thompson, M.D., M.P.H., Armand Checker, M.A., Michael J. Witkin, M.A., 
Morton M. Silverman, M.D., and Howard H. Goldman, M.D., M.P.H., Ph.D. 


There bas been national concern regarding the 
decreasing number of U.S. medical students entering 
psychiatric residency training programs in the 1970s 
at the same time that the Graduate Medical 
Education National Advisory Committee 
(GMENAC) report designated psychiatry as one of 
only three medical specialties with a manpower 
shortage. The authors document the decline in 
psychiatric residents in state mental hospitals from 
1975 to 1980 and analyze five possible explanations 
for this absolute and relative decrease. They discuss 
approaches to altering the situation as well as the 
emerging role of the state mental hospital in the 
future training of psychiatric residents. 

(Am J Psychiatry 140:704—707, 1983) 


he decreasing number of medical students enter- 

ing psychiatric residency training programs in the 
1970s has been well documented (1). The American 
Psychiatric Association reported an 8% decline be- 
tween 1975 and 1980 in the total number of psychiat- 
ric residents—from 4,814 to 4,452 (2). State mental 
hospitals began some of the earliest training programs 
in psychiatry in the nineteenth century and together 
with private psychiatric hospitals were virtually the 
only centers for psychiatric training until the early 
twentieth century (3). 

The development of the mental hygiene movement, 
academic psychiatry, and general hospital psychiatry 
led to diversification in residency training. Once-vital 
state mental hospital training programs began to lose 
stature as the state mental hospitals themselves under- 
went significant changes in the period 1955—1975 (4). 
By 1975 the patient population in state mental hospi- 
tals had declined, the roles of the hospitals had 
changed, and they began to “get out of the business" 
of residency training. In order to assess changes in 
psychiatric residency training, the National Institute of 
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Mental Health (NIMH) surveyed the staff of state and 
county mental hospitals in 1975 and repeated the 
survey in 1980. In this paper we compare data on the 
number of psychiatric residents in these institutions at 
these two times and discuss the implications for resi- 
dency training and quality patient care. 


METHOD 


The Survey and Reports Branch, Division of Biome- 
try and Epidemiology, NIMH, conducted an inventory 
that was sent to all state and county mental hospitals 
(hereafter referred to as "state mental hospitals") 
during a sample week in January 1975. The inventory 
included questions on the number of psychiatrists, 
residents, and other physiciaris working in the facility; 
a supplement attached to the inventory requested more 
in-depth data for all physicians on staff, including 
residents. Of 310 hospitals, 299 (96%) responded 
(5). 

The procedure was repeated for a sample week in 
April 1980. Over the intervening 5 years, there were a 
number of hospital openings and closings, so that only 
280 hospitals were in operation in 1980. Data on the 
number of staff physicians were obtained from all 280 
hospitals. Data sets for 1975 and 1980 were then 
matched, and we selected a cohort of 252 hospitals 
that had reported on the inventory in both years 
(inventory cohort). The data were then analyzed to 
determine the number and characteristics of psychiat- 
ric residents in these two sampling periods. 


RESULTS 


Inventory cohort data indicated that there were 640 
psychiatric residents in state mental hospitals in 1980, 
compared with 1,175 in 1975—an overall decrease of 
46% and an average decrease from 4.7 to 2.5 residents 
per hospital. The patient population of state mental, 
hospitals also decreased rapidly in the study period. 
For the inventory cohort of hospitals the average daily 
census decreased from 200,232 to 131, 996 (34%). 
The average number of psychiatric residents per 1,000 
average daily population decreased from 5.9 in 1975 
to 4.8 in 1980. 
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TABLE 1. States With the Largest Numerical Decreases of Psychi- 
atric Residents in the Inventory Cohort, 1975-19808 





... Hospitals — Residents 
Included Excluded Discus 
in From ———— 
State Cohort Cohort 1975 1980 N % 
New York 30 4 278 145 133 48 
Ohio 18 0 93 5 88 95 
Colorado 3 0 65 10 55 85 
Massachusetts 8 1 42 1 41 98 
Missouri 5 3 35 0 35 100 
Michigan 11 1 138 112 26 19 
North Carolina 4 0 34 12 22 65 
California 6 0 44 23 21 48 
Nebraska 4 0 26 7 19 73 
Pennsylvania 17 1 38 22 16 42 
Arizona 1 0 15 0 15 100 
Rhode Island 1 0 14 0 14 100 
Maryland 5 1 29 15 14 48 
New Jersey 10 0 35 22 13 37 
Georgia 6 2 13 2 11 85 


aln some states several hospitals were excluded from the cohort; therefore 
these figures do not represent the universe for those states. 
bUsing the 1980 universe of hospitals. 


The decrease in number of psychiatric residents by 
selected geographic regions is illustrated in table 1, 
which lists the states with the largest numerical de- 
creases. It should be borne in mind that the inventory 
cohort excluded 16% of the hospitals reporting on the 
inventory in 1975 (which accounted for 14% of the 
residents) and 10% of the hospitals reporting on the 
inventory in 1980 (which accounted for 2% of the 
residents), 

The 15 states in table 1 accounted for 98% of the 
decrease in the number of psychiatric residents for 
inventory cohort hospitals. Notable are the complete 
loss of residents for cohort hospitals in Arizona, Rhode 
Island, and Missouri and large decreases in heavily 
populated states with extensive state mental hospital 
systems such as California, Ohio, Massachusetts, New 
York, Pennsylvania, and Michigan. 

States with smaller decreases per hospital (not 
shown in table 1) included Virginia and Wisconsin 
(-7) Indiana (—6); lowa and Kansas (—5); and 
Maine, South Carolina, Illinois, Arkansas, Louisiana, 
and Utah (less than 5). Florida and Oregon had no 
change. The four jurisdictions that increased their 
number of psychiatric residents were the District of 
Columbia (+3), Maryland (+4), Oklahoma (+5), and 
Texas (+2). Nineteen states reported no residents for 
either year. 

We also compared the differential numbers of psy- 
chiatric residents on the basis of whether they were 
foreign medical graduates (FMGs) or U.S. and Canadi- 
an medical graduates (USMGs). These data were re- 
ported on the physical supplement to the inventory. 
Twenty hospitals in the inventory cohort did not 
complete the supplement, resulting in a supplement 
cohort of 232 hospitals. The supplement cohort in- 
cluded 88% of the 1975 residents and 96% of the 
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TABLE 2. Numbers of U.S. Medical Graduates (USMGs) and 
Foreign Medical Graduates (FMGs) in Selected States in the Suppie- 
ment Cohort, 1975-1980 


Hospitals 
Included Excluded USMGs FMGs 

in From | ————— —- ————— 
State Cohort Cohort? 1975 1980 1975 1980 
New York 27 7 69 65 158 75 
Ohio 17 1 6 3 87 2 
Colorado 2 1 13 9 1 1 
Massachusetts 6 3 7 1 16 0 
Missouri 5 3 1 0 34 0 
Michigan 11 1 39 17 99 95 
North Carolina 4 0 5 4 29 8 
California 6 0 39 15 5 8 
Nebraska 4 0 14 3 12 4 
Pennsylvania 17 1 20 4 27 18 
Arizona 1 0 10 0 5 0 
Rhode Island 1 0 1 0 13 0 
Maryland 4 2 1 4 27 1] 
New Jersey 10 0 0 2 33 20 
Georgia 6 2 12 2 1 0 


aUsing the 1980 universe of hospitals. 


1980 residents who were reported on the inventory co- 
hort. 

The number of USMG residents dropped from 362 
to 229 (37%), while the number of FMG residents 
decreased from 670 to 387 (42%). This represented a 
loss of .6 USMGs and 1.2 FMGs per hospital in the 
supplement cohort. It also represented a decrease in 
USMG residents per 1,000 patients (average daily 
census) of .1 (from 1.8 to 1.7) and a decrease in FMG 
residents per 1,000 patients of .5 (from 3.4 to 2.9). 

There were differential losses of USMGs and FMGs 
from state to state (see table 2). Cohort states with the 
largest numerical losses of USMGs were Michigan, 
California, and Pennsylvania, while states with the 
largest numerical losses of FMGs were New York, 
Ohio, and Missouri. 


DISCUSSION 


While these data did not permit analysis of the 
reasons for the decrease in the number of residents by 
individual hospitals, five overall explanations were 
considered. These were 1) possible unrepresentative- 
ness of the cohort; 2) a significant decrease in patient 
population, which meant that fewer residents could be 
trained in a given hospital; 3) a loss of residents to 
university training programs; 4) a decrease in FMGs 
entering the United States for training; and 5) a 
conscious decision by state hospitals to cut back on 
training programs and/or numbers of residents. 


Cohort Representativeness 
As we noted, 14% of the residents reported on the 


1975 inventory and 2% of the residents reported on 
the 1980 inventory were not included in the inventory 
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cohort. The residents not included were from 13 
hospitals (9 in 1975 and 4 in 1980). Interim data 
(1976-1979) available for 9 of these hospitals showed 
an upward trend in residents for 2 hospitals (1 of 
which has subsequently closed) and a downward trend 
for 7. The 4 hospitals for which trend data were not 
available reported only 12 residents. Eleven hospitals 
excluded because they did not report on the 1975 
inventory subsequently reported a total of only 3 
residents in 1980. In general, the overall trend of 
excluded hospitals paralleled the trend of hospitals in 
the cohort. Unrepresentativeness does not seem to 
explain these data. 


Decrease in Patient Population 


The average daily census of state hospitals in the 
cohort also decreased—from 831 patients per hospital 
in 1975 to 548 in 1980 (34%). This is a somewhat 
smaller percentage drop than that for psychiatric resi- 
dents, but it does leave fewer patients per resident for 
teaching purposes. However, even if the number of 
residents had not decreased at all, the 1980 cohort 
hospitals would have provided an average of 112 
patients per resident, certainly enough to maintain any 
training program. 


Loss of Residents to Other Psychiatry Training 
Programs 


It is difficult to evaluate loss of residents to other 
programs without a case-by-case study, which was 
beyond the scope of the present work. However, it 
would seem logical that psychiatric residents who 
might have trained in a state mental hospital would be 
drawn to programs seen as more prestigious as these 
programs become less competitive. A rough compari- 
son with American Medical Association (AMA) data 
from 1975 to 1979 (6) seems to confirm this hypothe- 
sis. The number of psychiatric residents in the total 
state hospital system fell by about 600, and the 
number in all other training programs rose by about 
500. USMG residents in the state hospital system 
decreased by about 130 and increased in all other 
programs by about 400. The number of FMG residents 
in the state hospital system decreased by almost 300, 
but the number in all other training programs de- 
creased by less than 100. Pending more in-depth data, 
it would appear that there has been a shift in the 
number of psychiatric residents from state hospitals to 
other training programs. 


Decrease in FMGs Overall 


FMGs have been the mainstay of some state hospi- 
tals (5, 7). The Health Professions Educational Assist- 
ance Act of 1976 (Public Law 94-484) was passed to 
restrict the entry of FMGs into the United States. 
Although enforcement of this law was in part delayed 
during the period under study, it does reflect the mood 
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at the time. Since most FMGs first enter American 
medicine as house officers, one would expect the initial 
impact of this restrictive mood to be felt by residency 
programs. There indeed was a considerable decrease 
(20%) from 1975 to 1979 in the number of FMGs in 
all types of medical residencies (6). When U.S. citizens 
who trained overseas are excluded from the aggregate 
number, the decrease is even more dramatic (30%). 
This figure contrasts with a 24% rise in USMG 
medical residents and a rise of 75% in medical resi- 
dents who are U.S. citizens classified as graduates of 
foreign medical schools (6). 

In addition, the data for FMG residents with “J” 
visas (obtained to enter the United States for residency 
training) can be examined (6). The number of J visas 
dropped dramatically, from 7,364 to 1,962, for train- 
ees in all types of medical residencies (a decrease of 
7396). The number of FMG psychiatric residents re- 
flects this trend, dropping from 430 to 89 (a decrease 
of 79%), 

When we examine the country of origin of FMG 
psychiatry residents in state hospitals, the most strik- 
ing decreases have been from the Far Eastern countries 
such as Pakistan, the Philippines, South Korea, and 
Thailand. An exception was India, which showed only 
a small decrease. Other large decreases were noted in 
residents from Cuba, Iran, Poland, Spain, and Sri 
Lanka. A few countries, including the Dominican 
Republic, South Viet Nam, the United Arab Republic, 
and the U.S.S.R., showed a rhinimal increase. 

Hence, Public Law 94-484 would seem to have been 
an important disincentive to the maintenance of the 
available pool of manpower for psychiatric residency 
training, with state hospitals having suffered dispro- 
portionately. It would appear also that the drop in the 
actual number of FMG residents and in FMG residents 
per 1,000 patients will probably continue. Because 
state hospital residency programs are a major source of 
FMG staff physicians for these hospitals, the number 
of FMG staff psychiatrists may now also begin to 
decrease, reflecting the current decrease in residents. 
This possibility has profound implications for the 
ability of these treatment centers to maintain a level of 
physician staffing consistent with quality patient care. 


Decision to Cut Back 


Finally, it is possible that for reasons specific to 
various hospitals and states, there has been a conscious 
decision to cut back on state hospital training pro- 
grams or number of residents. Given the usual reliance 
of state hospitals on resident manpower, this would be 
hard to understand. However, some hospitals may 
have attempted to rely on other personnel instead of 
psychiatric residents for some patient care tasks. On 
the other hand, the expense (in dollars and staff time) 
of maintaining a quality teaching program may have 
proved discouraging for some programs. A study to 
discover whether this is indeed the case and, if so, to 
discover the causes of such decisions would be useful, 


Am J Psychiatry 140:6, June 1983 


especially in light of the move toward mental health 
block grant funding for states. 


CONCLUSIONS 


In recent decades state hospital psychiatric residency 
programs have experienced difficulties in recruiting 
residents who graduated from U.S. medical schools. 
With the general decrease in the percent of USMGs 
entering psychiatry and the resultant availability to 
potential state hospital psychiatry residents of a num- 
ber of previously more competitive slots in other 
training programs, as well as the restriction of FMG 
residents entering the United States, the role of state 
hospitals as training institutions is threatened. This is 
indeed unfortunate, as it is now generally recognized 
among psychiatric educators that exposure to state 
hospital patient populations is not only desirable but 
essential (8, 9). Currently there is much federal support 
and national interest in chronically mentally ill popula- 
tions, geriatric populations, and other special popula- 
tions often served by state hospitals. In addition, 
troubles in community mental health funding may well 
reemphasize the importance of state mental hospitals 
in the care of mentally ill patients. The state mental 
hospitals provide a unique opportunity for residents to 
gain specialized training in working with these popula- 
tions. It is ironic that considerably fewer residents are 
choosing these hospitalsefor their training. 

It is important for the future of state hospitals as 
teaching institutions to try to reverse this trend by 
increased recruiting efforts, improved teaching pro- 
grams, and innovative arrangements with medical 
schools and other patient care facilities. This potential 
is present, and some state hospitals have indeed proven 
that they can compete as viable teaching programs. 
The incorporation of state mental hospitals into uni- 
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versity-based training programs may also help alleviate 
the shortage of residents and the subsequent decline in 
the ratio of residents to patients. The resurgence of 
research into problems associated with chronic mental 
illnesses may make state hospitals more attractive as 
research and clinical training sites. It is unclear what 
effect the advent of mental health block grants will 
have on future funding of state hospitals, but one 
excellent use for increased dollars would be the up- 
grading and development of these institutions as cen- 
ters for training and research. 

Perhaps in no other setting do such training and 
research programs have a more direct link to improve- 
ment in patient care. 
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Incest Reported by Children and Adolescents Hospitalized 
for Severe Psychiatric Problems 


Graham J. Emslie, M.D., and Alvin Rosenfeld, M.D. 


This study of 65 children and adolescents 
hospitalized for psychiatric problems revealed a 
history of incest in 37.5% of the nonpsychotic 
female subjects. Ten percent of the psychotic girls 
and about 8% of all the boys had such a history. A 
comparison of the nonpsychotic girls who had a 
history of incest and those who had no known 
history of incest or sexual abuse showed no specific 
effects of incest. It seems that social and 
psychological pathology serious enough to warrant 
hospitalization is not a simple effect of incest itself 
but is a consequence of severe family disorganization 
and the resulting ego impairment. 

(Am J Psychiatry 140:708—711, 1983) 


| ae is far more prevalent than previously believed 
(1, 2). Because the prevalence of incest in the 
histories of child psychiatric inpatients has to our 
knowledge been reported only once (3), we studied 
children and adolescents hospitalized on a locked 
psychiatric unit to ascertain how frequently they re- 
ported being molested by a family member. It is 
important to study these seriously disturbed children 
because they are a major social concern and their 
difficulties have at times been said to be secondary to 
their incestuous experience. 

Researchers disagree about which aspects of charac- 
ter formation or pathology in patients with a history of 
incest result specifically from incest and which are the 
effects of other factors. Yet the patients they compare 
may not be comparable. Hospitalized children are 
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relatively homogeneous as a group, because all of them 
have emotional problems severe enough to require 
hospitalization on a locked unit and many come from 
seriously disorganized families. Thus if there were no 
specific effects of incest, the differences between the 
children would not separate them into an incest and a 
no-incest group. We postulated that a comparison of 
the characteristics of abused and nonabused patients in 
this population might delineate some attributes or 
characteristics that are unique to patients with a 
history of incest, even though such a study could not 
answer the question of whether the severe pathology 
that required these patients’ hospitalization was 
caused by incest. 


REVIEW OF THE LITERATURE 

The percentage of cases of incest reported by psychi- 
atric patients is high, ranging from 3.8% to 33% 
among outpatients (1, 2, 4). The one study of hospital- 
ized adolescents (3) reported a history of incest in 5% 
of the patients. 

Incest involving male children has always been 


thought to be negligible. However, several studies in 


the 1970s suggested that father-son incest exists (refer- 
ence 1 and “Same-Sex Incest: A Case Series" by B.E. 
Green and M. Manz, presented at the annual meeting 
of the American Academy of Child Psychiatry, Atlan- 
ta, October 1979). Dixon and associates reported (5) 
that 10 boys, .4% of their total male child psychiatry 
outpatients, were involved in father-son incest. Moth- 
er-son incest is rarely reported in the literature, and 
when it is, at least one participant is usually said to be 
psychotic. 

Studies of socially deviant women have suggested 
that a large number of these women have had an 
incestuous relationship. For instance, earlier in this 
century, Flugel (6) reported that 51 of 103 women 
arrested for prostitution claimed that their first sexual 
experience was with the father. Benward and Densen- 
Gerber reported (7) that 44% of 118 female drug 
abusers had a history of incest. j 

Weinberg (8), who estimated the incidence of incest 
to be one case per million population, studied 203 
incestuous families and stated that in cases of ongoing 
or multiple molestations the family had aberrant char- 
acteristics. Incestuous families were of two types: the 
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endogamic and the promiscuous. Despite the serious 
underlying pathology in endogamic families, they were 
intact and maintained an external appearance of con- 
formity, although the incest went on for years. In 
contrast, promiscuous families were usually well- 
known to numerous social and legal agencies because 
they were chaotic and beset with legal, social, and 
emotional problems. Incest was but one aspect of 
family members’ pervasive deficits in impulse control. 


METHOD 


Our study included all patients admitted to the 
Child and Adolescent Psychiatric Inpatient Unit of San 
Jose Hospital, San Jose, Calif., over a 6-month period. 
The unit is a 16-bed locked ward for the evaluation 
and initial treatment of severely disturbed children and 
adolescents. Admission criteria are in keeping with 
standard admission policies for an acute unit. 

During the 6-month period, 65 children and adoles- 
cents were admitted (26 female, 39 male). They ranged 
in age from 9 to 17 years, with a mean age of 13.9. 
More boys than girls were admitted in this period 
largely because few girls younger than age 12 required 
admission. All the children suffered fairly severe pa- 
thology, including psychoses, serious behavioral disor- 
ders, and suicide attempts. Many were transferred 
from a juvenile detention center for evaluation or from 
other live-in child care facilities such as group and 
foster homes, which were having difficulty caring for 
them. Of these 65 patients, 22 (10 female and 12 male) 
had diagnoses of psychosis, 40 (16 female and 24 
male) had nonpsychotic diagnoses, and 3 (all male) 
had an unknown diagnosis. Psychotic diagnoses, in- 
cluding schizophrenia, affective disorders, and drug 
psychoses but excluding borderline personality, met 
DSM-III criteria. The length of stay in the hospital 
ranged from 3 to 133 days, with an average of 44 days 
(girls, 49 days; boys, 40 days). 

Just before this study began, it had become standard 
policy for each staff member with primary responsibil- 
ity for a patient to fill out, as part of the routine 
evaluation, a short questionnaire designed so that he 
or she did not have to decide whether a specific 
incident constituted actual incest but could simply 
record the details reported by the patient. Since the 
literature (1, 2, 9) states that information about sexual 
abuse often comes to light only later in the process of 
evaluation and treatment, the questionnaire was filled 
out by the staff member after the patient had been 
hospitalized for 3 weeks (unless the patient was dis- 
charged sooner). If thf staff member responsible for 
the case was reasonably certain that incest or sexual 
abuse had occurred, he or she was asked to state as 
accurately as possible 1) who was involved, 2) whether 
the child had a history of physical abuse as well, 3) the 
specifics of the incident, 4) the child’s age when the 
abuse began, the duration of the abuse, and the child’s 
reaction to it, and 5) whether the child was hurt 
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physically by the abuse. Staff members returned the 
questionnaires when they felt they had sufficient infor- 
mation. 

The staff members (three child psychiatry attending 
physicians, three psychiatry fellows, and two social 
workers, each of whom had at least 5 years’ experience 
working with children) reported that having to com- 
plete the questionnaires heightened their awareness of 
the need to explore the areas of physical and sexual 
abuse with these patients. We referred the one ongoing 
case that had not been known previously to Child 
Protective Services. As far as we can tell, this did not 
affect patients’ reporting of abuse, as most were al- 
ready involved with some part of the social service or 
juvenile correctional system. 


RESULTS 
Female Patients 


Of the 26 girls admitted during the 6-month period, 
9 reported having been abused sexually. The 7 of these 
who had been molested by a family member (27% of 
the 26 patients) are described in table 1. Despite the 
differences in the details of each case, we will look at 
the girls as a group, since all of their experiences can be 
subsumed under the rubric of sexual abuse. 

Of the 16 girls diagnosed as nonpsychotic, 6 
(37.5%) reported incest, 4 with family members of 
another generation and 2 with siblings. Two others 
reported sexual abuse (one 16-year-old was raped by 
her teacher, and one 5-year-old was molested on 
numerous occasions by someone who was not a family 
member). 

Ten (38%) of the female patients were psychotic, but 
only 1 of the 7 girls who reported incest (patient 1) was 
in this group, and she was clearly psychotic prior to the 
incest. The lower reporting of incest by the psychotic 
girls may not be attributable solely to the difficulty of 
obtaining reliable histories from psychotic patients. It 
may be that psychotic patients have genetic or consti- 
tutional defects that predispose them to severe mental 
illness, whereas hospitalized nonpsychotic girls have 
behavioral difficulties resulting from the pervasive 
chaos in their environment. 

Only 1 of the 7 girls with a history of incest was in 
an intact family at the time of the study, and she had 
been adopted into that family when she was 4 years 
old. None of the families conformed to Weinberg’s 
definition of endogamic incest (8). Rather, all had 
characteristics of his promiscuous families, and the 
incest seemed to be one part of a pervasive disturbance 
of family functioning. 

When we first studied the incest cases one by one, 
each girl seemed to have some unique vulnerability in 
her background that predisposed her to molestation: 
parental alcoholism, divorce, a stepparent, certain 
physical disabilities, etc. We could easily have decided 
that these girls had been molested as a result of these 
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TABLE 1. Data on Seven Hospitalized Girls With a History of Incest 


Pattent’s 
Age When Duration and 
Age Family Member Incest Frequency Other 
Patient (years) Incestuous Act Involved Began of Incest Information 
1 11 Patient made to masturbate Grandfather 10 1 month, daily Patient psychotic 
grandfather prior to episode 
2 14 Genital fondling Father 13 ` Once Father drunk 
3 14 Genital fondling Father 6 Once Father drunk 
Attempted intercourse Father 14 Once 
4 14 Genital fondling Father 7 4 years, Patient deaf; phy- 
frequently sical abuse with 
broken bones 
5 15 Genital fondling Stepfather 4 2 years, weekly 
6 16 Genital fondling Brother (1 year older) 12 2 years, weekly Parents alcoholic 
7 11 Mutual masturbation Brother (3 years older) 9 2—3 times Adopted into this 


traits. We tested the impression that these specific 
vulnerabilities predisposed the patients to incest by 
comparing the 6 nonpsychotic girls with a history of 
incest and the 8 nonpsychotic girls who had no history 
of incest or sexual abuse. We could discern no differ- 
ences between the two groups in presenting complaint, 
diagnosis, age, race, length of stay in the hospital, and 
social class. The characteristics of the families were the 
same: except for one intact family, there were chaotic 
single-parent families in both the incest and the nonin- 
cest groups. Moreover, some of the very factors that 
we thought might have predisposed a girl to incest or 
might have been her specific vulnerability were present 
in the no-incest group as well. In fact, the only 
difference we could find was the subjective impression 
of the staff working with the incest group that there 
was more sexual acting out in that group. However, 
sexual acting out, alcoholism, and physical disabilities 
were present in both groups and were in themselves 
insufficient to account for the occurrence of incest. 


Male Patients 


Thirty-nine boys were admitted to the unit during 
the study period, approximately one-third of whom 
were younger than 12 years. Eleven of the 12 psychotic 
boys were 14 years of age or older. Of the 39 boys 
admitted, there were 3 definite cases of incest (8%). 
Two boys, ages 10 and 14, had been involved in anal 
intercourse with their fathers. They came to the unit 
with depression and severe behavioral disturbances. 
The fathers were described as not only strict but also 
physically abusive. A third boy, 16 years old, came to 
the unit with severe depression after a suicide attempt 
following the breakup of his sexual relationship with 
his 35-year-old aunt. 


DISCUSSION 
Children and adolescents hospitalized for psychiat- 


ric problems frequently have an incestuous past, a 
possibility that should be considered when behavioral- 
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family at age 4 


ly disturbed teenagers of either sex are admitted to a 
psychiatric service. This study delineates the difficulties 
in making suppositions about etiologic factors and 
effects of traumatization in this population. When we 
compared teenage girls who had a history of incest 
with those who did not, we found no clear differences. 
Perhaps a more thorough study using more sophisti- 
cated tools and instruments would have discovered 
differences, but we could not. And perhaps a study of 
less severely troubled children would demonstrate 
more subtle differences. Since the inpatient unit on 
which this study was done admits only delinquent and 
severely disturbed children, all of whom have disorga- 
nized families, this may be too disturbed a population 
in which to see specific effects of incest. 

We suggest that future studies use comparison 
groups. This would obviate some of the difficulties in 
separating specific effects of incest from more general 
and global family pathology. Another useful research 
strategy would be to study the siblings of patients who 
have a history of incest. It would be important to know 
whether siblings are doing better (possibly because the 
patient is the scapegoat) or worse (because the patient 
is at least getting some attention and nurturance in his 
or her extremely disorganized family) or whether there 
is no difference between the two on measures of ego 
and intellectual and social functioning. 

Santa Clara County, from which our subjects came, 
is important in the field of incest research. Giaretto’s 
work with incestuous families there (10) has become a 
model for the entire country. However, we doubt that 
the county is typical because of its exceedingly rapid 
transition in the past 10 years from an agrarian 
community to an affluent center of silicon technology. 
We suspect that the resulting social upheaval contrib- 
utes to a higher than average number of cases of incest 
in Santa Clara County. , 

Although many authors have focused lately on 
incest as a major trauma that causes severe social and 
psychological pathology, we do not believe that incest 
was necessarily the unifying factor among the patients 
we studied. We suspect that our study will be replicat- 
ed and that other investigators will find that many 
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patients with the same serious social pathology do not 
have a history of incest. The specific factors that lead 
to a breach of the incest barrier even in chaotic families 
have yet to be delineated. But we suggest that the single 
factor common to children and adolescents who suffer 
from serious psychopathology that requires psychiatric 
hospitalization is severe family disorganization and the 
ego impairment to which it gives rise, whether or not it 
is accompanied by incest. 
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Alcoholic Patients With Secondary Depression 


Marc Schuckit, M.D. 


This study of alcoholic patients with and without 
secondary depression showed that the two groups 
were almost identical in demographic characteristics, 
early-life antisocial problems, quantity and frequency 
of drinking, and family history of affective disorder. 
The depressed patients reported slightly more 
alcoholism in their first-degree male relatives and 
tended to have more alcohol-related life problems. 
The only significant difference between the two 
groups was that the depressed patients were heavier 
users of drugs other than alcohol. Thus severe 
depression in alcoholics may be related to a greater 
intake of drugs in addition to alcobol. 

(Am J Psychiatry 140:711—714, 1983) 


s many as one-third to one-half of alcoholics 
display significant depressive symptoms at some 
time during the course of their illness (1—4). The 
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depression, although showing the same pattern of 
symptoms as is seen in primary affective disorder, is of 
two types: the most common tends to be cvanescent 
and disappears within 2 days to a week after the 
achievement of abstinence, and the less common runs a 
course like that of primary depressive disease (5—7). 
While the treatment of alcoholism both with and 
without secondary depression rests on accurate physi- 
cal evaluation, proper detoxification, and counseling 
programs, the treatment of primary affective disorder 
frequently involves the administration of specific phar- 
macological agents before a rapid return to a euthymic 
state can be expected (8, 9). 

The distinction between primary affective disorder 
accompanied by an increase in drinking and primary 
alcoholism with secondary affective disturbances is 
therefore important to the clinician (9). One way to 
achieve this differentiation 1s by gathering data on the 
chronology of development of symptoms (7, 9). In this 
approach, only patients who develop depression or 
manic episodes unrelated to heavy drinking are diag- 
nosed as having primary affective disorder, and they 
can be expected to show a persistent impairment in 
mood. Those who have affective disturbances (even 
very severe ones) only in the midst of periods of heavy 
drinking are labeled “primary alcoholic with second- 
ary affective disorder" and can be expected to return to 
a euthymic state rather rapidly. 

Secondary depressive symptoms are prevalent even 
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in patients with primary alcoholism (1, 3, 7). The 
higher rate of affective disturbances in the female 
relatives of male alcoholics (10) raises the possibility 
that some primary alcoholics, perhaps those with 
affective disturbances, may carry a familial predisposi- 
tion toward both alcoholism and affective disorder. 

Evaluation of histories of alcoholics with and with- 
out secondary depression has revealed few differences 
between the two groups in demographic characteris- 
tics, alcohol histories, or prognoses (11, 12). Many of 
these studies, however, included only a limited number 
of patients with secondary affective disorder, and none 
restricted study to primary alcoholics; i.e., none ex- 
cluded those with a primary diagnosis of drug abuse or 
preexisting antisocial personality disorder. 

The purpose of the present investigation was to 
further elucidate possible differences in clinical course 
and family history between primary alcoholics with 
and without secondary affective disturbances and the 
relationship between alcoholism and family patterns of 
affective disorder. 


METHOD 


The subjects were a consecutive series of 285 male 
alcoholic patients admitted to the San Diego Veterans 
Administration Medical Center in 1980. After obtain- 
ing informed consent, we gave each patient a struc- 
tured interview, lasting an average of 40 minutes, that 
covered demography, history of alcohol use and prob- 
lems, and the psychiatric histories of the patient and 
his first-degree relatives (parents, full siblings, and 
children). The patient was asked to name two resource 
persons who were acquainted with his history, prefera- 
bly one of his parents and someone of his own 
generation, who were then given an identical inter- 
view. 

Major diagnoses were established for the patient 
and all his first-degree relatives, following the ap- 
proach outlined in DSM-III for affective disorder and 
antisocial personality or sociopathic disorder. Alcohol- 
ism was defined as the occurrence of any one of a series 
of major life problems related to drinking, including 
marital separation or divorce, multiple arrests, physi- 
cal evidence that alcohol harmed health, or a job loss 
or layoff related to drinking. Similar criteria were 
applied for drug abuse, which was also expanded to 
include any evidence of intravenous drug use (8). 
Primary versus secondary labels were established on 
the basis of the chronology of development of symp- 
toms. For instance, a man who demonstrated his first 
major life problem related to alcohol (e.g., his second 
alcohol arrest) at age 32 and then experienced a 
significant affective episode (depression lasting at least 
2 weeks and interfering with life functioning) at age 43 
in the midst of heavy drinking would be diagnosed as 
having primary alcoholism with secondary affective 
disorder. 

For the purpose of this study, secondary alcoholic 
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patients with primary diagnoses such as affective disor- 
der (about 396), drug abuse (about 796), and antisocial 
personality disorder (about 7%) were excluded. We 
then divided the 233 remaining individuals into two 
groups, the 70 primary alcoholic patients who had 
severe secondary affective disturbances meeting DSM- 
III criteria (group 1) and the remaining 163 primary 
alcoholic patients (7096) who demonstrated no such 
secondary disturbances (group 2). Patients who report- 
ed sadness lasting less than 2 weeks that did not 
interfere with life functioning were not considered to 
have an affective disorder and were placed in group 2. 
Statistical analyses comparing the two groups were 
carried out by chi-square analysis (with Yates’ correc- 
tion for continuity) for categorical data and Student's t 
test for comparison of means. 


RESULTS 


The demographic characteristics of the two groups 
were almost identical: the mean age of the patients was 
48 years, 87% were Caucasian, 60% were currently 
working full time in unskilled or skilled jobs, and 3396 
were currently married and an additional 5096 di- 
vorced. Almost 2596 of both groups reported having 
been raised for 1 or more years by a step-, adoptive, or 
foster father or mother. 

There were few differences between the two groups 
in early-life antisocial problefns, including school tru- 
ancy (3396), being considered incorrigible (796), being 
sent to reform school (396), having a juvenile police 
record (about 6%), or repeated fighting (30%). How- 
ever, as shown in table 1, group 1 men with secondary 
affective disorder reported a higher percentage of use 
of drugs and a higher average number of substance 
Ingestions. 

The two groups were almost identical in their pat- 
terns of alcohol intake, including the average number 
of days per month on which drinking occurred during 
the preceding 6 months, the average number of drinks 
taken per drinking day, and the most drinks taken per 
day over the preceding half-year (table 1). A drink was 
defined as 12 oz of beer, 4 oz of nonfortified wine, or a 
single “shot” of 80-proof whiskey. Despite these simi- 
larities, the group 1 men with secondary affective 
disorder showed a trend for more alcohol-related life 
problems (see table 2). 

As might be expected from the manner in which 
subjects were assigned to groups, the men with second- 
ary affective disorder were more likely to have had a 
psychiatric hospitalization and, outpatient treatment 
by mental health workers (see table 3). The overall rate 
of alcoholism in first-degree relatives and in grandpar- 
ents was similar for the two groups, with a trend 
toward more alcoholism in the fathers and brothers of 
men with secondary affective disorder. There was no 
difference between the two groups in the rate of 
affective disorder in either first-degree relatives or 
grandparents. 
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TABLE 1. Drug and Alcohol Use by Primary Alcoholic Patients With 
and Without Secondary Depression 


Group 2: 
Group 1: With Without 
Depression Depression 
(N=70) (N=163) 
Item Mean SD Mean SD 
Drug use 
Marijuana ingestions (760)?  40.3b 44.62 . 26.6» 38,33 
Hallucinogen 
ingestions (%)° 19.24 23.95 32.60 40.37 
Alcohol use 
Days per month drinking 
occurred 24.2 8.78 24.3 8.86 
Drinks per day 16.5 10.13 142 10.06 
Most drinks per day 27.0 | 17.81 24.8 — 13.96 


?Marijuana was used by 56% of the patients in group 1 and 53% of the 
patients in group 2. 

PDifference between groups significant at p<.01. 

*Hallucinogens were used by 17% of the patients in group 1 and 6% of the 
patients in group 2; difference between groups significant at p«.001. 
dDifference between groups significant at p<.05. 


TABLE 2. Alcohol-Related Problems of Primary Alcoholic Patients 
With and Without Secondary Depression 


Percentage of Patients 


Group 1: Group 2: 
With Without 
Depression Depression 
Problem (N70) (N=163) 
Demoted 7 10 
Fired . 41 29 
Auto accident 59 47 
Arrested for drunken driving 80 63 
Arrested for public intoxication 40 39 
Divorced 50 41 
Health harmed by alcohol 49 39 
DISCUSSION 


The application of careful diagnostic criteria to this 
group of priniary alcoholic patients revealed that 


almost one-third had serious affective disturbances - 


which fulfilled DSM-III criteria for affective disorder. 
We established this after excluding all the secondary 
alcoholic patients, especially the 3% with serious 
depression that antedated the first major alcohol- 
related problem and that occurred independent of 
heavy drinking. We also excluded individuals with 
primary diagnoses of antisocial personality disorder or 
drug abuse because secondary affective disturbances 
and associated suicide attempts unrelated to alcohol 
abuse are common in these two primary diagnostic 
categories (13, 14). * 

The prevalence of secondary affective episodes in the 
* primary alcoholic patients reported here was similar to 
that noted by some authors (3, 15) but ranged from 
about half to double that given by others (3, 11, 16, 
17). As is true in most epidemiological questions, the 
differences probably reflect the definitions used and 
the populations sampled (18). The higher prevalence 
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TABLE 3. Psychiatric Histories of Primary Alcoholic Patients With 
and Without Secondary Depression and of Their Families 


Percentage of Patients 


Group 1: Group 2: 
With Without 
Depression Depression 
Item (N=70}4 (N=163) 
Personal history 
Seen by mental health worker 37 20^ 
Psychiatric hospitalization 26 5c 
History of mania 3 0 
Family history 
Mother 
Alcoholism 11 10 
Affective disorder 4 3 
None 84 82 
Father 
Alcoholism? 47 34 
Affective disorder 1 1 
None $1 65 
Sister 
Alcoholism4 10 6 
Affective disorder 4 5 
None 83 87 
Brother 
Alcoholismd 33 25 
Affective disorder 0 1 
None 60 71 
Maternal grandmother 
Alcoholism 3 2 
Affective disorder 1 0 
Maternal grandfather 
Alcoholism 10 6 
Affective disorder 0 0 
Paternal grandmother 
Alcoholism 0 0 
Affective disorder 0 0 
Paternal grandfather 
Alcoholism 4 4 
Affective disorder 0 0 
?Mean number of depressive symptoms in this group was 10.3. 
bp«.05. 
“p<.01. 


4Percentages do not add to.100 because other illnesses were also possible. 


tends to be found in studies that define affective 
disturbances with less severe criteria, those that accept 
secondary alcoholics for study, and/or those that in- 
clude depressions occurring during the 2 weeks of 
detoxification. Very low prevalence of secondary de- 
pression may be found in investigations that use record 
searches rather than actual evaluations of patients 
and/or in those that utilize very restrictive diagnostic 
criteria. 

It is important to recognize that serious affective 
disturbances are prevalent in primary alcoholics. Sec- 
ondary affective disorder in primary alcoholism tends 
to be a time-limited mood disturbance that usually 
disappears without active antidepressant treatment 
after 2 days to 2 weeks of abstinence (7). The sadness 
probably reflects more than just a reaction to life 
stresses and includes the direct effects of ethanol on the 
brain, since depression is also seen in “normal” sub- 
jects during experimental drinking situations (5, 6, 
19). While the constellation of symptoms resembles 
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that seen in primary affective disorder, the symptoms 
themselves tend to be less severe (5, 20), Nonetheless, 
depression secoridary to heavy alcohol intake is some- 
times accompanied by suicide attempts, some of which 
are successful, with the result that the lifetime risk for 
suicide in alcoholics approaches 10% (4, 21). There- 
fore depressive symptoms in primary alcoholics who 
are actively drinking must be taken seriously. Suicidal 
alcoholic patients should be hospitalized, although 
antidepressant medication or electroconvulsive thera- 
py is rarely required and the depression is likely to lift 
quickly. 

The present study revealed few characteristics that 
could explain why some primary alcoholics have a 
history of significant affective disturbances and others 
do not. There were no significant differences in demog- 
raphy, alcohol use patterns, or early-life antisocial 
histories. This last finding, disagreeing with that of 
Fowler and associates (11), probably reflects our ex- 
clusion of all individuals with a primary diagnosis of 
antisocial personality disorder or drug abuse. 

Among the few differences that appeared was the 
greater use of drugs other than alcohol by the men 
with secondary affective disorder. It is possible that 
depressions associated with other drugs, especially the 
stimulants and depressants, were responsible (along 
with alcohol) for the affective disturbances (8). This 
finding emphasizes the need to gather histories of 
misuse of drugs other than alcohol in studies of any 
alcoholic population, even in evaluations of primary 
alcoholics who do not meet the criteria for a primary 
diagnosis of drug abuse. 

One additional finding worthy of comment is that 
both affective disorder arid alcoholism tended to be 
familial, leading to the hypothesis that they may be 
linked (10). This raises the possibility that some of the 
primary alcoholics may really have had an affective 
disorder, with alcoholism serving as a "depressive 
equivalent.” If that were true, men in group 1 could 
have been expected to have first- and second-degree 
relatives with higher levels of diagnosable affective 
disorder, but such was clearly not the case. The only 
difference between the two groups in familial pattern 
of illness was a trend toward more alcoholism in the 
close male relatives of group 1 men. This could be 
related to a more malignant course of alcoholism, at 
least as measured by alcohol-related life problems. 
These findings are not consistent with the notion that a 
history of affective disorder in either male or female 
relatives helps explain why some primary alcoholics 
develop significant depressive disturbances and others 
do not. 

In summary, a significant minority of primary alco- 
holics develop secondary affective disturbances that 
last at least 2 weeks and that interfere with their level 
of functioning. When these individuals are compared 
with primary alcoholics without secondary depressive 
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histories, there are few demographic or drinking his- 
tory differences. The findings of this investigation are 
not consistent with the conclusion that quantity or 
frequency of drinking, demography, early life experi- 
ences, or family history of affective disorder adequate- 
ly explains the difference. Secondary affective distur- 
bances may be related, however, to a greater intake of 
drugs in addition to alcohol. 
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Continuing Case Law Development in the 
Right to Refuse Treatment 


Mark J. Mills, J.D., M.D., Jerome A. Yesavage, M.D., and Thomas G. Gutheil, M.D. 


The authors review case law development in the 
right to refuse treatment, focusing on the federal 
district court decisions regarding Rennie v. Klein, 
Rogers v. Okin, and A.E. and R.R. v. Mitchell and 
the further appellate court decisions on the Rennie 
and Rogers cases. They analyze clinical costs and 
benefits of these decisions and detail an alternative 
procedure to achieve a balance of patients’ rights and 
needs. 

(Am ] Psychiatry 140:715—719, 1983) 


Subjecting a patient to the humiliation of being disrobed 
and then injected with drugs powerful enough to immobi- 
lize both body and mind is totally unreasonable by any 
standard (1). 


The language of rights, with its litigious and paranoid 
assumption that good can only be received from others by 
pursuit and protection of law, must also recognize that the 
good that can be received from others in that way is often 
quite limited (2). 


i this paper we review case law development in the 
right to refuse treatment. Scholarly critiques of 
mental health law (3—14) have proliferated, but the 
field’s rapid development requires ongoing commen- 
tary. The purpose of this paper is to present the right to 
refuse treatment theories that have been articulated at 
the federal district court level (1, 15, 16), to examine 
the appellate level emendations of those theories (17, 
18), and to consider an alternative procedure that may 
better allocate the competing equities in this arena. 
The essential questions in the right to refuse treat- 
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ment issue are when, why, by what means, and for 
how long, if ever, should one treat a patient over his or 
her objection? These questions remain unresolved. 
However, by granting the petition for certiorari in 
Mills v. Rogers, the Supreme Court has signaled two 
developments (19) (this is the case that had been called 
Rogers v. Okin in the lower courts; the petitioner at 
the U.S. Supreme Court, Mills, is a coauthor of this 
article). First, it has acknowledged the import of this 
legal area; second, it has suggested its desire to con- 
struct a coherent overview of the right to refuse 
treatment issue. We will consider the benefits and costs 
of several legal decisions in this paper. First, one caveat 
is in order: any system created to deal with issues of 
treatment refusal will have advantages and disadvan- 
tages. It is presently impossible (legally, technological- 
ly, or therapeutically) to maximize patients’ rights and 
needs simultaneously. At best, one can try only to 
strike a reasonable balance and to be clear about the 
values implicit in that balance. We present this paper 
from the clinical perspective and attempt to treat the 
patient in a humane, ethical manner while balancing 
rights and needs. 


FEDERAL DISTRICT COURT DECISIONS 


The federal courts have recently provided three 
different legal answers to questions involving the right 
to refuse treatment. The first of these was the New 
Jersey District Court decision, Rennie v. Klein (15). In 
that case, Judge Brotman found a qualified right to 
refuse treatment and established an extrajudicial, qua- 
si-judicial process, culminating in review by an inde- 
pendent psychiatrist for contested decisions. Subse- 
quently, in Rogers v. Okin (1), Judge Tauro found an 
absolute right to refuse treatment, except in narrowly 
defined emergencies and in treatment authorized by a 
guardian. Last, in A.E. and R.R. v. Mitchell (13, 16), 
the court found no right to refuse treatment for 
committed patients. Lest that sound draconian, it 
should be noted that the decision occurred in the 
context of a Utah statute which provided very strict 
commitment criteria: that the patient be found incom- 
petent to consent to treatment and that hospitalization 
constitute the least restrictive treatment. 

Because it occurred first and because it represents a 
useful midposition, the Rennie decision (15) is a good 
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starting point. A number of benefits are evident in its 
approach. First, the opinion deals explicitly with the 
problem of functionally incompetent patients as dis- 
tinct from legally incompetent patients. For a patient 
to be declared legally incompetent, he or she has to be 
adjudicated as such in a probate court proceeding. 
According to the Rennie decision, a treating psychia- 
trist can authorize medication for a committed patient 
whom he or she certifies as unable to make knowledge- 
able treatment decisions (functionally incompetent) 
even though the patient has not yet been judicially 
declared incompetent. The recommendation is then 
subject to review by a patient advocate and an inde- 
pendent psychiatrist within 15 days, since impeding 
patient access to treatment due to lengthy legal pro- 
ceedings can be clinically harmful. The court, recogniz- 
ing the many instances of functional incompetence and 
providing for them in its holding, made its decision 
conform to established medical knowledge concern- 
ing the importance of expedient treatment. The second 
benefit of the Rennie decision is that it allows for 
significant clinical discretion in determining what con- 
stitutes an emergency. Third, the clinical decision- 
making nexus is kept within the treating professions. 
Treatment professionals, not lawyers or judges, make 
the ultimate treatment determination. Last, it places 
patient advocates (typically attorneys) in a position 
where they have immediate access to patients and can 
rapidly scrutinize the on-the-spot decision making 
inherent in clinical care. 

Each of these benefits is tangible and significant, yet 
this system has some important costs as well. As noted 
earlier, the opinion established a system of extrajudi- 
cial and quasi-judicial review. In medical settings, 
where immediate treatment is sometimes essential, the 
Rennie procedure may be too cumbersome. First, as 
Judge Brotman noted (20), he envisioned a system in 
which an attorney might aid the independent psychia- 
trist in the review process. Unfortunately, such a 
system tends to become adversarial, potentially to the 
patient’s detriment. Second, even if the attorney were 
not aiding the independent psychiatrist, he or she 
would generally be the patient advocate. There is a risk 
that the outlined procedures may elicit anxiety, confu- 
sion, or suspicion in the patient. This may be particu- 
larly true when patients, because of their illness, are 
already paranoid, ambivalent, or negativistic. Last, 
such a system largely ignores financial costs. Although 
it may be true that patients’ rights are enhanced by 
such elaborate review processes, using these funds for 
newer buildings, more clinicians, and other improve- 
ments might better satisfy patients’ needs. In summary, 
it appears that the court may have underestimated the 
considerable cost of the Rennie-mandated review sys- 
tem. 

The Rogers decision (1) embodies few benefits. One 
benefit, as far as patient advocates are concerned, is 
the strong position taken by the judge that patients 
have a constitutionally based right to refuse treatment. 
As such, the decision generally prevents patients’ treat- 
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ment choices from being overriden even if that overrid- 
ing is premised on clinical urgency. However, the 
numerous costs of the Rogers decision outweigh this 
benefit. 

First, with patients committed in nonemergency 
situations, treatment may be significantly delayed be- 
cause the decision effectively separates commitment 
and treatment. That is, a patient could be ill enough to 
require hospitalization but, paradoxically, not ill 
enough to warrant treatment. Several commentators 
(21—23) have termed the situation a “‘commit- 
ment/treatment discontinuity.” For those patients who 
fall into this category, the slow guardianship process 
may mean that treatment will be long delayed. Occa- 
sionally, if the family is willing and affluent and knows 
an able attorney, obtaining guardianship may take a 
week or less. More typically, however, it takes a month 
or longer (personal communication between M.J. 
Mills and T.G. Gutheil, January 1980). Massachusetts 
at present does not have legislation to provide for a 
pool of public guardians, nor do current statutes 
adequately define details concerning protection from 
liability for guardians (an ambiguity that acts as a 
powerful deterrent to would-be guardians). However, 
the primary drawback is that treatment delayed may 
be treatment denied. At least one study (24) has 
specifically: suggested that a long hospitalization leads 
to longer and more frequent subsequent hospitaliza- 
tions. Another cost of the Rogers decision is an 
increasing use of seclusion and restraint (25). Use of 
these techniques has increased as pharmacotherapies 
have been restricted. Seclusion by itself may at times be 
a sound treatment, but in the majority of cases it is 
more efficacious if employed concomitantly with phar- 
macotherapy (26, 27). Thus, patients may be receiving 
unnecessary seclusion, ineffective seclusion, or both. 
On balance, we believe the costs of Rogers to patient, 
administrators, and clinicians are too high. 

The benefits of the A.E. and R.R. decision (16) are 
clear: rapid access to treatment, even over the patient’s 
objections, is guaranteed, and economic costs are 
minimized. Because the state civil commitment statute 
mandates, as a prerequisite for the commitment, the 
judicial findings both that the treatment being offered 
or imposed is the least restrictive alternative and that 
the patient is incompetent, no additional detailed 
procedural steps regarding treatment are required. 
Unfortunately, the noneconomic costs of such a system 
are similarly evident. Although on the face of it the 
court’s construction seems reasonable, when examined 
more carefully the decision appears to hold that no 
further scrutiny (psychiatric or legal) of the treatment 
decision is necessary. As the American Psychiatric 
Association argued in its amicus curiae brief, it may be 
true that patients who fit carefully constructed com- * 
mitment criteria are functionally incompetent to con- 
sent to treatment and therefore should be allowed to 
be treated (at least briefly) even over their objections. 
However, most commentators (28—30) believe that 
some additional examination is warranted. Thus, the 
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A.E. and R.R. decision appears to underprotect pa- 
tients by failing to provide for follow-up evaluation of 
the patient’s changing and evolving clinical state. 

Each of these decisions represents a different per- 
spective on patients’ right to refuse treatment. Howev- 
er, we believe each could better balance patients’ rights 
and needs. The Rennie decision involves financially 
costly and resource-diverting review procedures. The 
Rogers decision puts the treatment refusal process in 
judicial hands, and its strict protection of rights may 
injuriously delay needed treatment. Conversely, A.E. 
and R.R. underprotects committed patients’ rights by 
failing to offer periodic review. The Rennie and Rogers 
cases were later reviewed at the appellate level. 


APPELLATE COURT DECISIONS 


The Rennie case was reargued by the United States 
Court of Appeals for the Third Circuit in 1981 (17). By 
eliminating the quasi- and extrajudicial review proce- 
dures, the new ruling manages to circumvent the 
bulkiness of the lower court decision. The court estab- 
lished within-hospital procedures for resolving forced 
medication cases and relied on existing state statutes to 
validate those procedures. Regrettably, the truncated 
procedure may compromise the protection of patients’ 
rights. It allows that initial decision making for an 
incompetent patient’s treatment be placed with the 
treating physician. If patient consent is not forthcom- 
ing, the patient’s medical treatment team decides. In 
the event of an impasse in this process, the medical 
director of the hospital examines the patient and 
reviews his or her record. Medication may be adminis- 
tered if the medical director and the treating physician 
concur, and that decision is reviewed weekly. 

This process meets some of the needs of patients 
while reducing the inefficiency of the district court 
decision. One benefit, it could be argued, is that the 
decision to compel medication will be made by mem- 
bers of the hospital staff, who are more familiar with 
the patient’s treatment than are independent psychia- 
trists (extrajudicial review). Second, it eliminates a 
patient advocate system (quasi-judicial review) that 
seems ill-suited to the type of medical determination 
being made, since its adversarial nature sometimes 
increases patient anxieties. Last, the outlined mecha- 
nisms reduce the fiscal and administrative burdens that 
additional procedural requirements imposed. 

Unfortunately, the costs of this decision are also 
significant. First, the legal checks are minimal, creating 
a system with potential for inadequate review, apt to 
deteriorate into a proforma review. Advocates might 
argue that the lack of objective, independent examina- 
tion of each case could virtually nullify the right to 
refuse treatment. Second, it fails to limit the reviewed 
treatment course to a brief, specified period, thus 
permitting treatment that has not been consented to 
for extended unreviewed periods. This decision ap- 
pears to underprotect patients’ rights. 
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A year after Judge Tauro’s opinion, the United States 
Court of Appeals for the First Circuit issued its opinion 
in Rogers (18). The district court decision was “af- 
firmed in part, reversed in part, and vacated and 
remanded” (18). The opinion largely addressed the 
question of when state officials may administer anti- 
psychotic drugs to mental patients without violating 
the Fourteenth Amendment. The court focused on the 
individualized treatment needed to manage violent 
patients and determined flexible conditions for forced 
medication. It expanded the category of emergencies 
(specifically by including deterioration as a heretofore 
unexpressed emergency problem), thus permitting 
treatment of incompetent patients (in these cases) 
without formal adjudication of incompetence, and that 
decision would rest with the treating psychiatrist. 
Furthermore, it deemed that involuntary commitment 
per se did not constitute a legal finding of incompe- 
tence. That determination required a separate finding 
of fact. 

The court of appeals appears to have issued holdings 
that are functionally or theoretically in conflict. Its 
holding on the separateness of commitment and in- 
competency permits patients to remain untreated, even 
after commitment (the problem of commitment/treat- 
ment discontinuity). On the other hand, its widening 
of the conditions for forced treatment seems to allow 
more unreviewed involuntary treatment. Without 
more specific criteria for when the right to refuse 
treatment is operative, the Rogers appellate opinion 
provides insufficient guidance on the boundaries of 
this right. 

In contrast to Rogers’ affirmation of guardians’ 
power to order medication stands the Massachusetts 
Supreme Judicial Court decision In the Matter of the 
Guardianship of Richard Roe III (31, 32). Here it was 
decided that only a judge, using substituted judgment, 
could authorize administration of antipsychotic medi- 
cation for an outpatient who refuses treatment in the 
absence of an emergency. This opinion deals most 
unsatisfactorily with the question of who has authority 
to permit medication. It deviates significantly from 
existing law by the claim that the Supreme Judicial 
Court has superior decision-making capacity in up- 
holding patients’ rights and preferences (32). 

“Richard Roe,” an outpatient with a diagnosis of 
schizophrenia, was hospitalized for evaluation after 
criminal charges had been brought against him. The 
patient’s father was appointed guardian, giving him 
“the inherent authority to consent to forcible adminis- 
tration of antipsychotic drugs for his ward” (1). The 
court held that although the guardianship appoint- 
ment stood, consent to medication could be authorized 
only by a judge. 

The legal costs surrounding the decision are its 
prematurity and its departure from precedent (32). It is 
premature in that the guardian was not seeking the 
antipsychotic medication, but only the authority to 
order such medication if his ward's mental condition 
changed. It is a departure from precedent in that it 
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conflicts with Rogers’ affirmation of guardians’ power 
to order the medication (1). In addition, Roe directly 
contradicts the provisions of the Massachusetts Gener- 
al Laws, which do not support a right to refuse 
antipsychotic medication (33). 

The clinical costs of the decision result from misin- 
formation concerning the effects of antipsychotic med- 
ication. Throughout the opinion, the court describes 
the drugs (inaccurately) as “capable of undermining 
the foundations of personality” and equates them 
(undeservedly) with psychosurgery and electrocon- 
vulsive therapy. Relying on legal rather than medical 
sources, the court considers only the negative side 
effects of the medication and ignores the detrimental 
“side effects” of untreated schizophrenia (32). 

This decision has many objectionable outcomes. 
First, by placing the treatment determination in the 
courtroom, rather than with the guardian, the court 
practically eliminates any authority guardians previ- 
ously held. Second, judicial decision making is quite 
time-consuming, and many patients may be left un- 
treated while they await the judicial determination. 
Last, although the court contends that its decisions are 
more objective than those of a guardian, it seems clear 
that a guardian who is familiar with the patient might 
be better able to use the suggested substituted judg- 
ment standard than the court, whose prejudicial view 
of treatment redounds from the language of the opin- 
ion. 


AN ALTERNATIVE PLAN 


These decisions leave one questioning whether a 
plan could be conceived in which patients’ rights are 
well protected, access to treatment is clear and also 
well protected, and clinical, economic, and administra- 
tive costs are minimized. We present an alternative 
system to demonstrate that other approaches may 
better balance the equities involved. 

One of us has proposed elsewhere (28) a system 
based on five points about the patient’s need for 
treatment: 1) the patient has been carefully examined, 
2) at the time of the examination, the reason(s) for 
involuntary hospitalization continues (i.e., civil com- 
mitment criteria are fulfilled), 3) the patient is at 
present not capable of making an informed decision 
about consent (and it appears likely that the untreated 
patient’s incapacity to make such a decision will last a 
significant portion of the maximum allowable period 
of the civil commitment), 4) pharmacotherapy is indi- 
cated, and 5) the risk/benefit ratio of the proposed 
pharmacotherapy is such that a reasonable person 
would consent to a trial (28). The essence of this series 
of allegations is the third point: the psychiatrist asserts 
after considered examination that the patient is inca- 
pable of making meaningful decisions about his or her 
treatment, i.e., is functionally incompetent. 

What are the benefits of this plan? First, it explicitly 
focuses psychiatric attention on the issue of the pa- 


718 


tient’s competence to consent to treatment and pre- 
serves the real possibility of finding competence when 
a patient has been involuntarily committed. It thus 
deals with the potential for underreview inherent in the 
A.E. and R.R. approach (16). Second, although it 
presupposes a rigorous clinical evaluation, treatment 
can be initiated rapidly (even over the patient’s objec- 
tion) without the kind of delays built into the Rogers 
approach (1). Third, patients are afforded significant 
consideration of their competence and of their right to 
refuse treatment without the kind of cumbersome ad- 
versarial system intrinsic in the Rennie approach (17). 

What are the costs of this proposal? Although they 
may be somewhat less than those of some of the 
federal court decisions, this approach, too, has its 
costs. First, it is possible, using this model, to override 
the patient’s wishes, albeit for a limited time. Thus, 
although rights are carefully circumscribed temporar- 
ily, this model would not quite as painstakingly protect 
the right to refuse treatment as does Rogers or Rennie. 
Second, one would have to demonstrate incompetence 
(if protested) in the formal context of a court hearing, 
with its attendant administrative bulkiness and finan- 
cial burdens. However, if one were willing to tip the 
scales slightly further in the direction of treatment, one 
could envisage a system in which incompetence did not 
have to be adjudicated formally. In such a system, 
alleged incompetence could be affirmed by an indepen- 
dent psychiatrist (external review), and treatment 
could then proceed. . 


CONCLUSIONS 


This review has highlighted the complexity of the 
issues related to the right to refuse treatment. No 
rights/needs balance can be fully adequate because'at 
times the competing equities are oppositional. Thus, 
reasonable persons may well differ as to how they 
balance the equities involved (3, 5, 34, 35). Patients 
have been, and may continue to be, dehumanized both 
by inappropriate treatment and by the inappropriate 
lack of needed treatment. The balance between pa- 
tients’ rights and needs will remain delicate. It is sad 
that much of the decision making about the right to 
refuse treatment appears less than balanced. On one 
hand, patients’ rights are vigorously protected but 
access to treatment is impeded. On the other hand, 
patient treatment is carefully guarded but patients' 
rights are curtailed by lack of adequate legal review. 
This dilemma has moved us to proposing a model in 
which, we believe, both patients’ rights and access to 
treatment are better protected. * 


ADDENDUM 


At the time that this article was drafted (late 1981), the 
U.S. Supreme Court had just agreed to review the right to 
refuse treatment (1). We had hoped that the Court, recogniz- 
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ing the shortcomings of the lower courts’ divided opinions, 
would formulate a better way of resolving conflicts over 
patients’ rights and needs. Unfortunately, the Court’s opin- 
ion did not help resolve the issue. Relying on principles of 
federalism, the Court held that because Massachusetts state 
law might recognize a broader right (to refuse treatment) 
than that protected by the U.S. Constitution, the issue was 
not ripe for decision (19), The Court appeared to reach its 
decision on the basis of the Roe case (31). The Court 
remanded the case to the First Circuit for that court to define 
more precisely the extent of state law supporting a right to 
refuse treatment. Thus, the extent of constitutional protec- 
tion of a patient’s liberty interest in being able to refuse 
treatment remains unresolved (36). 

Shortly after the Court's decision in Mills, the Court 
remanded (without hearing) a similar case to the Third 
Circuit (37). In granting the petition for certiorari, the Court 
cited its recent decision in a related patients' rights case (38). 
The Court indicated in that latter case, Youngberg, that great 
deference must be accorded professional judgment. If the 
Court's statements are to be adhered to, it would appear that 
the Court may have de facto resolved the right to refuse 
treatment issue by turning the matter over to mental health 
professionals (36). At present, it is too soon to know how far 
such professional deference will extend. 
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Mental Illness in the Biological and Adoptive 
Relatives of Schizophrenic Adoptees: Findings Relevant to 
Genetic and Environmental Factors in Etiology 


Seymour S. Kety, M.D. 


Previous studies by the author and bis 
collaborators, Rosenthal, Wender, Schulsinger, and 
Jacobsen, of the biological and adoptive relatives of 
schizophrenic adoptees are reviewed in conjunction 
with more recent studies by Spitzer and Endicott and 
by Kendler, Gruenberg, and Strauss, who 
independently made operational diagnoses using the 
Research Diagnostic Criteria or DSM-III 
specifications, both of which showed good agreement 
with the authors’ global diagnoses based on the 
descriptions in DSM-II. Both the DSM-III diagnoses 
and the authors’ global diagnoses found a highly 
significant concentration of chronic, latent, and 
uncertain schizophrenia or schizotypal personality 
disorder in the biological relatives of adoptees who 
developed chronic schizophrenia. A response is made 
to recent criticisms published in this journal by Lidz 
and Blatt and by Abrams and Taylor. 

(Am J Psychiatry 140:720—727, 1983) 


Ithough the nature-nurture controversy has long 

been forgotten for most medical illness and sup- 
planted by the realization that the etiology of every 
trait or disease is multifactorial, depending on the 
operation of both genetic and environmental variables, 
it is apparently still alive in psychiatry. In the case of 
schizophrenia, the etiology and pathogenesis of which 
remains to be unraveled, those who first defined the 
syndrome and gave it its name believed they were 
dealing with a group of disorders of multifactorial 
etiology that had a number of symptomatic features in 
common. It has been the tendency, however, of some 
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who have followed them to accept one type of etiologic 
hypothesis and reject others on the basis of inconclu- 
sive evidence. In the influential volume by Lidz and 
associates (1), we read, “The phrase ‘of unknown 
etiology’ has almost become an integral part of the 
definition of schizophrenia. However, we question the 
extent of the ‘unknown.’ A great deal concerning the 
etiology of schizophrenia seems reasonably well estab- 
lished” (p. 362). In a later section, these authors clearly 
recognized the serious problem that confronted them 
and others who sought to draw conclusions regarding 
the etiologic importance of psychological or genetic 
factors from studies of natural families, although their 
resolution of the dilemma may have been somewhat 
cavalier: 


. 
As parents convey both the genetic and basic cultural 
heritage, the genetic and environmental forces are not 
readily separated. It is possible that the poor family 
environments and also the disturbed ways of thinking and 
communicating noted in the parents are reflections of a 
genetically transmitted deficiency in the parents. Still, it 
appears to us that belief in a genetic or biochemigal 
causation or predisposition to schizophrenia increasingly 
rests upon preconception and tradition, while evidence 
points to environmental and social factors. (p. 430) 


Two years earlier, in 1963, Rosenthal, Wender, 
Schulsinger, and I had started to compile a register of 
all adults in Denmark who had been separated from 
their biological mother or father at an early age and 
legally adopted by families not biologically related to 
them. To our knowledge, adoption strategies had not 
previously been applied to schizophrenia, and it 
seemed likely that schizophrenic adoptees who shared 
their genetic endowment with their biological relatives 
but their familial environment with others would make 
it possible to disentangle the genetic from the family- 
related environmental influences (2). A large and total 
sample of adoptees might provitle a sufficient number 
of schizophrenic probands with a minimum of ascer- 
tainment bias. If, in addition, diagnoses in probands 
and relatives could be made without knowledge of 
their relationship, subjective bias would also be mini- 
mized. 

We chose Denmark because of the excellent and 
exhaustive records of adoption, admission to psychiat- 
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ric facilities, and population registers to which we were 
given access under conditions of complete confidenti- 
ality. In our studies on the prevalence of mental illness 
in the relatives of schizophrenic adoptees, these rec- 
ords permitted us to identify 34 schizophrenic adopt- 
ees (diagnosed according to D$M-II) among the nearly 
5,500 adult adoptees in the Greater Copenhagen sam- 
ple (3). Because the prevalence of schizophrenia and 
other mental disorders found in a population is strong- 
ly dependent on the methods of ascertainment and the 
criteria used in diagnosis in addition to the demo- 
graphic characteristics of the population, we selected 
control adoptees at the same time who had not been 
seen in a psychiatric facility, each matched with a 
schizophrenic adoptee on the basis of age, sex, socio- 
economic status of the adopting family, and length of 
time spent with a biological parent. The probands 
(schizophrenic and control adoptees) were randomly 
intermingled and used in searches for their biological 
and adoptive relatives (parents, siblings, and half- 
siblings) in the adoption and population records. 
When these relatives had been identified they were 
randomly mixed, and the comprehensive psychiatric 
register and the files of mental and other institutions 
were searched for those in whom a psychiatric diagno- 
sis had ever been made. Independent and consensus 
diagnoses by the investigators were then made on 
English abstracts of the institutional records, edited to 
remove any clues regarding relationship (3). In a later 
study, the diagnoses wete based on transcribed and 
edited comprehensive interviews by Dr. Bjorn Jacob- 
sen with more than 90% of the relatives still alive and 
residing in Denmark, Norway, or Sweden (4). These 
studies have adduced evidence to date supporting the 
hypothesis that genetic factors operate significantly in 
the transmission of the syndrome (3, 4), have provided 
some clarification of the limits of the syndrome (4, 5), 
and, among environmental variables, have indicated 
that prolonged labor and other birth complications 
may play an etiological role in some forms of schizo- 
phrenia (6). 

In their recent critique of the studies of the biological 
and adoptive relatives of adoptees who became schizo- 
phrenic, Lidz and Blatt (7) contended that the main 
conclusion we reached in these studies, i.e., that genet- 
ic factors operate significantly in the transmission of 
schizophrenia, was not supported by the data. Lidz (8) 
has previously published criticisms of the same studies, 
to which we responded (9). The recent review, written 
in collaboration with Blatt, adduces some new argu- 
ments, which, however, depend on premises that are 
sometimes inaccurate, statistics that are not always 
appropriate, and a failure fully to appreciate the 
scientific design of these studies. 

Lidz and Blatt incorrectly described the aim of this 
research: “The investigators sought to differentiate 
genetic from intrafamilial environmental factors by 
comparing the occurrence of such disorders in the 
biological and adoptive relatives of schizophrenic pa- 
tients who had been adopted at a very early age." 
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Then, presuming that we were unable to fulfill the 
objective (which was not ours), they concluded, “Thus 
the major interest in the study became the comparison 
of the biological relatives of the schizophrenic and 
control probands rather than the original purpose of 
the project.” Lidz and Blatt have misunderstood “the 
original purpose of the project”? and the logic of our 
design. 

We anticipated that there would be differences be- 
tween adoptive and biological relatives in age, socio- 
economic status, life style, and other variables. For 
that reason we planned not to make comparisons 
between these two groups of relatives but, instead, as 
described fully in the original publications and out- 
lined above, to compare each group with their respec- 
tive controls in evaluating separately the significance 
of genetic or family-related environmental factors. Nor 
did we make the questionable assumption that the 
presence of schizophrenic illness constituted the entire 
schizophrenogenic environment. We repeatedly point- 
ed out that our failure to find a greater prevalence of 
schizophrenic psychopathology in the adoptive rela- 
tives of the schizophrenic adoptees did not rule out a 
large number of possible “schizophrenogenic”’ envi- 
ronmental influences and undertook further studies, in 
some of which we are still engaged, to examine the 
influence of various rearing and other environmental 
variables in a well-controlled manner. 

There are in fact three separate studies in which we 
have examined the prevalence of mental illness in the 
relatives of schizophrenic adoptees. The first one was 
done on the Copenhagen sample, and the diagnoses in 
relatives were based entirely on institutional records 
(3). In the second, on the same sample, interviews were 
held with the relatives still alive and residing in Den- 
mark, Norway, or Sweden (4). A third study, still in 
progress, involves the probands adopted through the 
courts outside of Copenhagen County and their rela- 
tives. Diagnoses in the third study based only on 
hospital records have been made and briefly summa- 
rized (10), but the major task of interviewing the 
relatives throughout Denmark has been underway for 
the past 2 years and is now approaching completion. A 
critique of that study, based necessarily on preliminary 
and fragmentary data, would be unavoidably prema- 
ture. Nevertheless, Lidz and Blatt make such a cri- 
tique; it is flawed by failure to recognize that rural 
populations are well known to have fewer admissions 
to mental hospitals than urban populations and by 
numerous inappropriate comparisons between popula- 
tions different in demographic and other characteris- 
tics rather than comparison with the matched controls 
who were examined concurrently and with the same 
ascertainment and diagnostic procedures in order to 
avoid such errors. They would not have been expected 
to know that there was a significantly larger number of 
biological full siblings in the rural than in the Copen- 
hagen sample and that this could account for the 
greater incidence of severe schizophrenia in the former 
and of milder forms in the latter sample. Criticism of 
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the study of adoptees and their families outside of 
Copenhagen would best be deferred until that study 
has been completed and reported in necessary detail. 

This response will be addressed to the essential 
points of the Lidz and Blatt critique that, if valid, 
would argue against our major conclusions. These are 
the claims 1) that we have improperly given equal 
weight to half-siblings and to first-degree relatives, 2) 
that the differences we have reported for biological 
relatives of schizophrenic and control adoptees are not 
statistically significant when limited to first-degree 
relatives, 3) that we have improperly excluded the 
diagnoses of schizoid or inadequate personality from 
many of the comparisons we have made, and 4) that 
the reliability of the diagnoses on which our conclu- 
sions were based is open to serious question. 


WEIGHT GIVEN TO HALF-SIBLINGS 


Early in their section entitled Analysis of the Study 
Data, Lidz and Blatt challenged our giving equal 
weight to biological half-siblings and to full siblings 
and parents among the biological relatives (3, 4). They 
raised an interesting question, one to which we gave 
considerable thought in deciding—before we analyzed 
the results—how the biological half-siblings should be 
counted. Although half-siblings share on the average 
only half of the genes that full siblings share, the 
inference that they should therefore be given half the 
weight is not necessarily correct. Because their genetic 
overlap with the probands is only half that of first- 
degree relatives, there is as much reason for assigning 
them twice the weight in statistical tests of their genetic 
contribution. In fact, the appropriate weight to be 
assigned would depend on the actual modes of genetic 
transmission, which of course we did not know and 
which are still unknown today, as well as the presence 
or absence of schizophrenia in the biological parents, 
which would have required breaking the code before 
we decided how to test our hypothesis. À weight of one 
was more likely to be closer to the truth than the 
extreme values of two or one-half. Furthermore, be- 
cause we had decided in advance that comparisons 
between biological relatives of schizophrenic probands 
and control subjects were to be our test of genetic 
contribution, and because the half-siblings were bio- 
logical relatives occurring in approximately equal pro- 
portions among the relatives of schizophrenic and 
control subjects, weighting all biological relatives 
equally appeared to be the most reasonable choice. If 
we had chosen the weight of one-half for affected half- 
siblings, which Lidz and Blatt would have had us do, 
the differences between the biological relatives of 
schizophrenic and control adoptees would still have 
remained highly significant, with p values of less than 
.003 for our original spectrum or for chronic, latent, 
and uncertain schizophrenia among the interviewed 
relatives. A value of two for the half-siblings, or 
weighting them on the basis of schizophrenic illness in 
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the shared parent, would have yielded greater and 
more significant differences. On the other hand, there 
is no justification for giving the half-siblings no weight 
at all, as Lidz and Blatt did by rejecting them and the 
information they provided when they focused their 
analyses on first-degree relatives. 


LACK OF SIGNIFICANT DIFFERENCES BETWEEN 
FIRST-DEGREE RELATIVES 


Although a greater prevalence of schizophrenia or 
uncertain schizophrenia was found by Lidz and Blatt 
in the biological first-degree relatives of schizophrenic 
probands (13%) than in their controls (7.1%), the 
difference was not statistically significant because they 
had reduced the sample size to less than half. Further- 
more, almost all of the biological first-degree relatives 
in this sample were parents rather than siblings. Be- 
cause the biological parents were usually unmarried 
and did not have other children together, the number 
of full biological siblings of the schizophrenic adoptees 
was only 3 (1 of whom had latent schizophrenia). 
Tbere were 5 full siblings of the control subjects for the 
same reason. Thus 9496 of the biological first-degree 
relatives were parents, and in all reported studies of 
familial incidence biological parents have a low preva- 
lence of schizophrenia (about half of that in siblings 
and offspring), which has been attributed to the low 
fertility of schizophrenic pàtients and the reduced 
likelihood that they would become parents. In addi- 
tion, another selective factor operating in the Danish 
sample of adoptees, which was pointed out in our 
publications (3, 9), operates to diminish the prevalence 
of schizophrenia in the biological parents. This is the 
policy of encouraging legal abortion or discouraging 
adoption in situations where either biological parent 
has a history of severe mental illness. It is undoubtedly 
for this reason that in this sample there was no 
indication of schizophrenia in the biological parents at 
the time the child was put out for adoption; when it 
did occur later, the average delay was 11 years in the 
Copenhagen sample as a whole (11). 


JUSTIFICATION FOR EXCLUDING DIAGNOSES OF 
SCHIZOID OR INADEQUATE PERSONALITY 


I now turn to our diagnoses of “schizoid personal- 
ity" or "inadequate personality," listed in DSM-II, 
and whether or not we improperly excluded them from 
our subsequent analyses of the schizophrenia spectrum 
disorders. We began these studies with the hypothesis, 
derived from Bleuler, that there is a group of disorders, 
related to schizophrenia but less severe, which he 
designated “latent schizophrenia." Unfortunately, he 
did not describe their characteristic features in great 
detail and was criticized by Kraepelin for broadening 
the concept unduly. We perceived the adoption strate- 
gy as offering the possibility of not only examining the 
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operation of genetic and environmental variables in 
the transmission of these disorders but also offering a 
means of determining the limits of the broad spectrum 
by examining the genetic relationships among its com- 
ponents, We included in our spectrum of syndromes to 
be so tested, in addition to the DSM-II diagnoses of 
chronic, latent or borderline, and acute schizophrenia 
in the selection of adoptees, uncertain schizophrenia, 
schizoid personality, and inadequate personality in our 
diagnoses of the relatives, as these were briefly de- 
scribed in DSM-II (the diagnostic manual then cur- 
rent). We published the various synonyms in use and 
our descriptions for each (3). 

We began with the core syndrome (Kraepelin's de- 
mentia praecox, which Bleuler renamed schizophrenia) 
and added the various syndromes putatively related to 
schizophrenia, but we kept these separate so that we 
could eventually test that relationship. Thus the 
schizophrenia spectrum of disorders was a group of 
hypotheses we planned to examine for evidence of 
their relationship to the more typical chronic schizo- 
phrenia. 

We found that our blind diagnoses in the schizophre- 
nia spectrum as a whole made on the basis of hospital 
records (3) or comprehensive interviews (4) were sig- 
nificantly concentrated in the biological relatives of the 
schizophrenic adoptees. In the study based on inter- 
views of the relatives in the Copenhagen sample, there 
were enough of many of the diagnoses to test their 
relationship to schizophrenia. That was not a post hoc 
strategy but the objective for which we had formulated 
and segregated the various diagnoses and decided to 
conduct the interview study: “to permit a further 
breakdown of the schizophrenia spectrum into its 
components" (4, p. 149). Our diagnoses of schizoid 
and inadequate personality in this study did not dis- 
criminate between the genetic relatives of schizophren- 
ic adoptees and their controls; in fact, the prevalence 
was the same in both. There was thus no justification 
for believing that schizoid and inadequate personality, 
as we had diagnosed them in the interview study, were 
related to schizophrenia, and they were therefore 
excluded from the subsequent analyses. Lidz and Blatt 
would have required us to show that they could be 
differentiated reliably from uncertain schizophrenia, 
which is obvious in our results (4): the latter discrimi- 
nates between relatives of schizophrenic and control 
subjects at a confidence level of 99% (7.5% in the 
biological relatives of schizophrenic probands versus 
1.7% in their controls). They would also have required 
that these diagnoses be differentiated from the non- 
spectrum diagnosis of personality disorder, which is 
logically incorrect. If Schizoid and inadequate person- 
ality are nonspectrum disorders, they should not be 
distinguishable from the other nonschizophrenic disor- 
ders in their differential prevalence in biological rela- 
tives of schizophrenic and control probands, and they 
are not. 

We have recently seen further support for the con- 
clusion that our diagnoses of schizoid or inadequate 
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personality are not schizophrenia-related. Kendler and 
associates (12-16) made DSM-III diagnoses in their 
independent reviews of the interviews of these rela- 
tives. In the 33 relatives for whom we had made a 
diagnosis of schizoid or inadequate personality, they 
gave only 2 a diagnosis of schizotypal personality 
disorder. 

It is rather curious that our critics would take us to 
task for what they claim was a “post hoc" analysis of 
our data, because they then went on to their own post 
hoc analyses of our data, rearranged, truncated, and 
statistically treated in ways that are not justified. 

In table 3 of their paper, Lidz and Blatt presented the 
data we used to test three hypotheses: 1) that schizo- 
phrenia and schizophrenia-like disorders would have 
an increased prevalence in biological relatives of 
schizophrenic adoptees reared apart from them, 2) that 
this would also be true in the case of biological 
paternal half-siblings of schizophrenic adoptees who 
did not share the same intrauterine or perinatal influ- 
ences or early mothering, and 3) that more of the 
schizophrenic adoptees than their controls would have 
one or more members of their biological families with 
schizophrenic illness. The second hypothesis was test- 
ed in order to avoid environmental influences before 
the separation took place and the third to control the 
effects of environmental influences operating in those 
members of the biological family reared together. In 
each of the three cases the alternative null hypothesis 
was rejected with a degree of confidence greater than 
99%. Although these are the largest samples of schizo- 
phrenic adoptees that have yet been compiled and 
analyzed, the numbers are still small, and the statistical 
significance of the differences we obtained are there- 
fore quite impressive. (In the case of the biological 
families, we are grateful to our critics for having 
pointed out a substantial error in one of the subtotals, 
which was not, however, carried over to the final 
result). 

By confining some of the analyses to first-degree 
relatives, which discards information obtained from 
half-siblings and reduces the size of the sample, or by 
incorporating the diagnoses of schizoid or inadequate 
personality, which dilutes the sample with subjects 
who were not found to warrant inclusion in the 
schizophrenia spectrum, Lidz and Blatt derived new 
differences, which, although in the appropriate direc- 
tion, show reduced statistical significance. I have al- 
ready pointed out several cogent reasons for question- 
ing the appropriateness of each of these analytical 
strategies. In addition, there is the well-known princi- 
ple that any difference, no matter how rigorously 
derived or how significant statistically, can be reduced 
in significance by the simple expedient of dividing the 
components into smaller groups. With the increased 
likelihood and magnitude of type II errors thus intro- 
duced, it is difficult to see what conclusions are 
warranted by their analyses. 

Lidz and Blatt questioned many of the values we 
reported because they differed from their expectations 
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based on different populations, different diagnostic 
systems, and different raters. Because we have always 
used matched control subjects in order to avoid such 
problems, they represent the only legitimate basis for 
comparisons. It is important, however, to explain what 
sometimes appear to be differences in the prevalence of 
one or another diagnosis between our “adoptee” stud- 
ies (11, 17) and the present studies on families (3, 4). In 
the former studies the emphasis was on the compo- 
nents in the diathesis for schizophrenia, and we adopt- 
ed a low threshold for their notation. Diagnosis was a 
secondary consideration; in fact, we did not make 
independent and consensus diagnoses in the “adoptee” 
studies but merely cited the interviewer's diagnostic 
impressions (11, p. 386). An independent reanalysis of 
those studies using DSM-III diagnoses based on the 
interviews has been completed (18). In the family 
studies, on the other hand, because of the hypotheses 
being tested, the emphasis was placed on diagnoses; 
these required the agreement of three raters. In each of 
the studies there were matched controls, subjected to 
the same ascertainment and diagnostic procedures, 
and the only appropriate comparisons were made with 
them. 


RELIABILITY OF OUR BLIND, GLOBAL, CONSENSUS 
DIAGNOSES 


Our critics have raised the question of the reliability 
of our diagnoses—certainly an appropriate question 
because our diagnoses, although blind, were global 
and were carried out before operational diagnoses had 
become so widely accepted. Although we have pub- 
lished kappa values for our individual diagnoses (19) 
and other indications of the degree of agreement 
among us (3, 4), we have done even better than that by 
seeking independent blind diagnoses on the same 
interviews by two groups who used different and more 
operational criteria. When we discovered that our 
necessarily vague diagnoses of latent and uncertain 
schizophrenia were significantly concentrated in the 
biological relatives of the schizophrenic adoptees, par- 
ticularly those who were the most typical of Kraepe- 
lin's dementia praecox, we were eager to learn what 
were some of the explicit criteria that had permitted us 
to discriminate them globally. We secured the cooper- 
ation of Drs. Spitzer and Endicott and sent them all of 
the interviews on which we had made diagnoses of 
chronic, acute, latent, or uncertain schizophrenia, in- 
cluding as well 6 of the interviews that in our consen- 
sus diagnoses were rated schizoid or inadequate per- 
sonality but in which one or more of the individual 
raters had given a more severe diagnosis. These were 
accompanied by a comparable number of interviews 
representing our diagnoses of a variety of nonspectrum 
disorders and some with no psychiatric diagnosis. 
Using RDC criteria for schizophrenia, Spitzer and 
Endicott made independent diagnoses of chronic 
schizophrenia on 16 of the 17 adoptees on whom we 
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had made that diagnosis and on 6 of the 7 relatives (5). 
They did not attempt to discriminate between our 
diagnoses of latent and uncertain schizophrenia but 
grouped them together and found eight characteristics 
that permitted their distinction from the nonspectrum 
diagnoses. These eventually became the eight criteria 
for schizotypal personality in DSM-III. 

Lidz and Blatt claimed, with no apparent justifica- 
tion, that “the acceptance of Spitzer and Endicott’s 
diagnoses would alter the investigators’ findings mark- 
edly.” In table 1, that assertion is tested by listing 
separately our diagnoses, Spitzer’s and Endicott’s diag- 
noses, and, finally, only those of our diagnoses which 
Spitzer and Endicott independently confirmed. The 
agreement with our original diagnoses is remarkably 
close. When only our diagnoses that were confirmed 
are used, the increased prevalence of chronic schizo- 
phrenia and a milder syndrome (latent or uncertain 
schizophrenia, or schizotypal personality disorder) in 
the biological relatives of schizophrenic adoptees re- 
mains highly significant. 

More recently, Kendler and associates (12—16) re- 
viewed all of the interview transcripts of the Copenha- 
gen study blindly and independently using DSM-III 
criteria. Although they found no concentration of 
anxiety, delusional, or affective disorder in the subjects 
genetically related to schizophrenic adoptees, their 
results with schizophrenia and schizotypal personality 
disorder are impressive (table 2), confirming Bleuler's 
concept of a latent schizophrenia, our original find- 
ings, and the reinforcement by Spitzer and Endicott of 
a substantially higher prevalence of a milder, schizo- 
phrenia-like syndrome in the biological relatives of 
schizophrenic adoptees compared with the biological 
relatives of control adoptees. The components of the 
spectrum have assumed different names in DSM-LII: 
schizotypal personality disorder takes the place of our 
latent or uncertain schizophrenia, from which its char- 
acteristics were derived. In addition, Kendler and 
associates (16) appear to have found jusitification for 
including “paranoid personality disorder" as defined 
in DSM-III in the schizophrenia spectrum on the basis 
of its increased prevalence in biological relatives of the 
schizophrenic adoptees. In addition to confirming our 
findings, Kendler and associates may have improved 
on their specificity, because they found considerably 
fewer schizophrenia spectrum disorders in subjects not 
genetically related to the schizophrenic adoptees than 
we had—at the expense of some diminution in sensitiv- 
ity. Their findings and ours on the prevalence of 
schizophrenia and schizophrenia-related disorders in 
the subjects genetically related to schizophrenic adopt- 
ees compared with all of the subjects not so related are 
presented in table 2. i 

Lidz and Blatt observed correctly that the greatest 
concentration of schizophrenic types of illness oc- 
curred in the biological relatives of the chronic schizo- 
phrenic adoptees, but they felt that the indication for 
genetic influence from this was “‘far from definitive.” 
The results in the relatives of the chronic schizophrenic 
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TABLE 1. Blind Consensus Diagnoses of Two Independent Research Groups Based on Comprehensive Interviews? of Relatives of 34 


Schizophrenic Adoptees and 34 Matched Control Probands 


Item 


Diagnoses 
Chronic schizophrenia 
Kety, Rosenthal, and Wenderb 
Spitzer and Endicott 
Kety, Rosenthal, and Wender, confirmed by Spitzer and Endicott? 
Latent or uncertain schizophrenia 
(schizotypal personality disorder) 
Kety, Rosenthal, and Wender: 
Spitzer and Endicott 
Kety, Rosenthal, and Wender, confirmed by Spitzer and Endicott* 
Number of relatives identified 
Number alive in Denmark, Norway, or Sweden 
Number of interviews or adequate reports‘ 


. Biological Relatives of Adoptive Relatives of 
Schizophrenic Control Schizophrenic Control 
Probands Probands Probands Probands 
5 0 1 1 
5 1 1 0 
5 0 0 
19 6 1 4d 
19 7 2 3 
15 5 1 3 
173 174 74 91 
124 149 39 32 
118 140 35 48 


aAmong the 35 relatives who refused, information (“incomplete interview") considered adequate for our global diagnoses was obtained in 12. 
Differences between biological relatives of schizophrenic and control probands significant at p.02 (Fisher's exact probability, one-tailed). 
Differences between biological relatives of schizophrenic and control probands significant at p=.001. 


dNone of the differences between adoptive relatives was significant. 


Differences between biological relatives of schizophrenic and control probands significant at p=.006. 
fThe Spitzer and Endicott diagnoses in themselves cannot appropriately be used for testing genetic transmission because they rated less than a third of the 
interviews and with the sole objective of testing our diagnoses of schizophrenia (chronic, latent, acute, or uncertain) and differentiating them from normal or 


nonspectrum diagnoses. 


TABLE 2. Independent Diagnoses of Biological Relatives of Schizophrenic Adoptees (Genetically Related to Them) and Remaining Relatives, 
Control and Adoptive (Genetically Unrelated to the Schizophrenic Adoptees)? 


Group Diagnosed á 


Genetically Genetically 


Relatives of 17 chronic, 10 latent, and 7 acute schizophrenic probands and 34 matched 


control probands 

Kety, Rosenthal, and Wender 
Interviews rated 
Chronic schizophrenia 
Latent or uncertain schizophrenia 
Total 

* Kendler, Gruenberg, and Strauss (DSM-HI) 

Interviews rated? 
Schizophrenia 
Schizotypal personality disorder 
Total 


Related Unrelated a 
N y N 76 p 
118 224 


5 4.2 2 90 405 
19 16.1 11 4.9 -0007 
24 20.3 13 5.8 -00007 


Relatives of 16 adoptees (and their controls) whose diagnosis of chronic schizophrenia was 


independently confirmed by Spitzer and Endicott 
Kety, Rosenthal, and Wender 
Interviews rated 
Chronic schizophrenia 
Latent or uncertain schizophrenia 
Total 
Kendler, Gruenberg, and Strauss (DSM-1II) 
Interviews rated 
Schizophenia 
Schizotypal personality disorder 
Total 


105 224 

3 2:9 0 .03 
11 10.5 3 1.3 0003 
14 133 3 1.3 00002 
70 99 

5 7.1 0 .01 
12 174 6 6.1 02 
17 243 6 6.1 0008 
66 99 

3 4.5 0 .06 

9 13.6 2 2 .005 
12 182 2 2 .0004 


Includes the relatives of the original control adoptees (selected with no record of admission to a psychiatric facility). These included “uncertain controls" who 
could not later be interviewed or were not found on interview to be free of symptoms suggestive of the schizophrenia spectrum. If the relatives of these were to be 
excluded, the prevalence of echizophrenia spectrum disorders in the control groups would be considerably reduced. 

bKendler and associates found fewer of the incomplete interviews adequate for DSM-III diagnoses of mental disorder. 


probands should be especially interesting and impor- 
tant in defining the other syndromes genetically related 
to typical process schizophrenia. Of the 17 adoptees 
diagnosed by our consensus as having chronic schizo- 
phrenia, Spitzer and Endicott independently confirmed 
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that diagnosis in 16. The results in the biological 
relatives of those probands compared with their con- 
trols and adoptive relatives who were not genetically 
related to them are also presented in table 2, which 
shows a significant concentration of chronic schizo- 
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phrenia and of milder schizophrenic syndromes in the 
genetic relatives of chronic schizophrenic probands. 


THE CRITICISM OF ABRAMS AND TAYLOR 


The data presented in tables 1 and 2 also refute the 
recent criticisms of Abrams and Taylor (20) who 
questioned the validity of diagnoses of schizophrenia 
made by us and all workers (presumably including 
Bleuler) before the advent of “modern operational 
criteria." Casting serious doubt on all but one of the 
family, twin, and adoption studies carried out “in the 
modern era” because of what they claimed to be 
flawed methodology, they then described their own 
family study, conducted without controls, in which 
55% of the living relatives were interviewed in person 
or by telephone, using "deliberately restrictive" crite- 
ria for schizophrenia. They concluded that schizophre- 
nia as they defined it is a rare disease with little or no 
familial transmission. 

Abrams and Taylor were negligent in their critique 
of studies on the biological and adoptive relatives of 
schizophrenic adoptees, citing as unpublished our 
1978 paper (5) but using its summarized Spitzer and 
Endicott diagnoses inappropriately as a test of genetic 
transmission (see footnote f in table 1 of the present 
paper). They confused the two types of Danish adop- 
tion studies, taking the critique of Lidz and associates 
of one for the other. It is difficult to explain their 
failure to review our 1975 study using comprehensive 
structured interviews (4) or the independent 1981 
analysis by Kendler and associates (13). Had they done 
so they would have found their requirements for good 
methodology (operational criteria to improve reliabil- 
ity of diagnosis, prospective identification of pro- 
bands, structured interviews of relatives, blind diag- 
noses, and use of controls) amply fulfilled. 

The criteria of Abrams and Taylor for schizophrenia 
failed to recognize approximately 7096 of schizo- 
phrenic patients diagnosed by the RDC or DSM-III 
operational criteria (21), and they chose not to make 
diagnoses of latent or uncertain schizophrenia or schi- 
zotypal personality disorder. Had they, rather than 
Kendler and associates, rated the interviews of the 
biological relatives of the chronic schizophrenic adopt- 
ees in our sample, in whom our use of DSM-II 
descriptions found 2496 and Kendler's use of the 
narrower DSM-III specifications found 1896 with 
chronic, latent, uncertain schizophrenia, or schizotypal 
personality, both of which were significantly different 
from the prevalence in controls (p«.0008), they would 
in all probability have found less than 2% with 
- Schizophrenia and none with the other disorders. This 
would have been insufficient to permit rejection of the 
null hypothesis and they would have concluded as they 
did in their own study that schizophrenia, as they 
defined it, is a rare disorder with no evidence for 
familial or genetic transmission. There is an obvious 
alternative conclusion one could draw: that Abrams 
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and Taylor have arbitrarily narrowed the definition of 
schizophrenia to the point where it is no longer 
particularly valid or useful. 


CONCLUSIONS 


There seems to be little basis for altering the conclu- 
sions we drew from our studies when they were 
published 8 years ago (4): 


These results, based now on psychiatric interviews on 
relatives outside of psychiatric institutions, confirm results 
previously obtained only from institutional records. The 
greater yield of psychiatric diagnoses made possible by the 
interview, however, permits a greater resolution into more 
specific diagnostic categories within what was designated 
as the "schizophrenia spectrum" in the earlier study. Not 
only is there a highly significant concentration of diag- 
noses over that spectrum in the biological relatives of 
adoptees who became schizophrenic, but diagnoses of 
chronic, latent, and uncertain schizophrenia are also sig- 
nificantly concentrated in that population and randomly 
distributed in the other three populations of relatives 
(biological relatives of controls, adoptive relatives of index 
cases, and of controls) none of whom are genetically 
related to the schizophrenic index cases. This is strongly 
suggestive of the operation of genetic factors, a conclusion 
which is confirmed by the concentration of schizophrenia 
in the biological paternal half-siblings of the schizophrenic 
index cases with whom they did not share in utero or 
neonatal experiences but only # certain amount of genetic 
overlap. The data analyzed thus far do not pertain to 
possible environmental factors which may operate in the 
development of schizophrenia, although it is clear from 
these results that one of them-—schizophrenic illness in the 
rearing family—is not necessary. 


Although those studies did not yield results that 
adequately tested the role of rearing factors (other than 
the presence in the adoptive family of symptoms of 
schizophrenic illness) in the etiology of schizophrenia, 
two adoption studies have examined the effects of 
different rearing environments on children genetically 
vulnerable to schizophrenia, i.e., the offspring of overt- 
ly schizophrenic mothers. Heston (22, 23) compared 
the outcome of 25 such children reared in institutions 
with 22 reared in foster families, and Higgins (24, 25) 
compared the outcome of 25 reared with their schizo- 
phrenic mothers and 25 reared by adoptive families or 
in institutions. Although in both studies approximately 
1096 of the vulnerable children ultimately became 
schizophrenic, no difference in outcome could be 
shown among the markedly different rearing situa- 
tions. 

Each of the studies cited by Lidz and Blatt (their . 
references 25—30) from which they infer “a major 
intrafamilial environmental factor in the etiology of 
schizophrenic disorders" is flawed by one or more of 
the following deficiencies, which do not permit that 
conclusion: absence of controls, inability to minimize 
subjective bias in the observations or diagnoses, inabil- 
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ity to dissociate genetic from environmental contribu- 
tions, or inability to remove the impact of rearing a 
schizophrenic individual on the personalities of the 
parents, the communication processes between them, 
or their response to psychological tests. Although 
compelling evidence exists for the effects of family 
attitudes and support on the severity of symptoms, 
social adjustment, and rate of relapse (26), the papers 
cited by Lidz and Blatt do not convincingly demon- 
strate a significant role for psychological influences 
within the familial environment in the etiology of 
schizophrenia. 


10. 
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Psychiatric Syndromes in Huntington’s Disease 


Eric D. Caine, M.D., and Ira Shoulson, M.D. 


Thirty patients with Huntington’s disease, a 
genetically transmitted neuropsychiatric disorder that 
can be diagnosed reliably, were evaluated 
systematically for psychopathology, followed for 
extended periods, and treated with 
psychopharmacological medications when necessary. 
DSM-III criteria were used for establishing syndromic 
diagnoses. Twenty-four individuals demonstrated 
substantial behavioral abnormalities, including 
affective and schizophrenic syndromes, changes of 
personality, and disorders that could not be classified 
adequately. Pharmacotherapy was modestly 
beneficial in some cases. Consideration of the array 
of behavioral disturbances encountered in this 
pathogenetically unified disorder suggests that a 
dimensional approach to symptom classification 
might prove more useful heuristically than present 
typological methods. 

(Am J Psychiatry 140:728—733, 1983) 


H untington’s disease presents a unique opportuni- 
ty to investigate the development and evolution 
of psychopathological disorders. As a fully penetrant 
genetic disorder that can be diagnosed with great 
certainty, it provides an investigative setting seldom 
available to researchers studying “functional” psychi- 
atric syndromes. The presence of an abnormal move- 
ment disorder and a positive family history provide 
“external” validating factors. Certain diagnosis is not 
in question. 

Patients with Huntington’s disease have been evalu- 
ated neuropsychologically (1—4), and their memory 
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disorder has been characterized (5—9). This has been 
possible largely because individuals maintain relatively 
preserved language function until they are well along 
in the disease course (4, 8). Despite the prominence of 
psychopathology in Huntington’s disease, there have 
been few investigations examining the variety and 
frequency of its associated psychiatric manifestations. 

Previous studies suggest that patients with Hunting- 
ton’s 1) manifest a wide variety of behavioral distur- 
bances (10, 11), 2) have an evolving psychopathologi- 
cal picture (11), 3) demonstrate marked “apathy” 
(12), and 4) have disorders which may reflect environ- 
mental as well as neuropathological influences (13, 
14). However, there have been no investigations using 
standardized diagnostic criteria, and many studies 
(e.g., 10, 11) have relied on brief interviews or chart 
reviews as the basis of diagnostic impressions. 

We describe our findings from intensive evaluations 
of 30 patients with Huntington’s disease. Most were 
followed for 2—6 years. Our aims in this study included 
1) classification of behavior disorders, using DSM-III 
criteria where appropriate, 2) investigation of the 
relationship between psychopathology, dementia, and 
overall functional disability, 3) description of other 
behavioral syndromes associated with Huntington's 
disease, and 4) further definition of the therapeutic 
effects of psychotropic compounds. 


METHOD 


Seventeen subjects were assessed while they partici- 
pated in a series of neuropsychological studies con- 
ducted at the National Institute of Mental Health 
(NIMH) (4—7). Patients with dementia or psycho- 
pathology severe enough to preclude providing in- 
formed consent or participating effectively were ex- 
cluded before admission to these protocols. The sub- 
jects for this preliminary psychopathological in- 
vestigation were selected solely on the basis of time 
constraints: they were evaluated by one of us (E.D.C.) 
when sufficient time was available in the schedule of 
other studies to acquire the necessary data and to 
interview the patient. Patients were hospitalized for 
periods of 4 weeks to 3 months. The Schedule for 
Affective Disorders and Schizophrenia (15) provided 
the outline for our data acquisition. Final diagnostic 
impressions were based on a minimum of 10—20 hours 
devoted to each assessment. 

Thirteen patients were evaluated in Rochester, N.Y., 


Am J Psychiatry 140:6, June 1983 


as part of our Huntington’s disease program. Most of 
these individuals were referred because of substantial 
behavioral disturbances. A few were seen as part of 
ongoing investigative efforts. As with the NIMH series, 
diagnosis was based on lengthy patient contact, infor- 
mation from relatives and other informants, and per- 
sistent longitudinal evaluation. 

All patients and families were questioned in an 
attempt to establish the time of onset of the first 
symptoms attributable to Huntington’s disease. A pa- 
tient’s disability was established according to criteria 
defined initially by the National Institutes of Health 
Commission for the Control of Huntington’s Disease 
and Its Consequences (16) and more recently refined 
by Shoulson and Fahn (17, 18). For the purposes of 
this study, functional disability was divided into the 
three levels of mild, moderate, and severe on the basis 
of the cumulative rating of employment and financial 
skills, participation in domestic activities, self-care 
abilities, and suitability for continued maintenance at 
home. Recent work has demonstrated that rated func- 
tional decline correlated robustly with increasing cau- 
date atrophy as assessed objectively using computer- 
ized tomography (19). 

Psychiatric diagnosis was established as if there were 
no neuropathological basis for the psychiatric disor- 
der. A patient’s behavior was described in great detail, 
evaluated for its conformity to DSM-III diagnostic 
criteria, and noted accordingly. However, all disorders 
were recorded as "syndromes," given the specific 
nature of DSM-III diagnostic rules. Although all peo- 
ple suffering from Huntington's disease qualified as 
having "organic mental syndromes,” we felt this termi- 
nology was less revealing than the diagnostic catego- 
ries available for nonneuropathological disorders. 

In addition to establishing a rating for overall func- 
tional disability, we assessed the severity of impair- 
ments related specifically to psychopathology and de- 
mentia. Individuals were rated on a global scale, 
including impairment graduations of mild, moderate, 
and severe. Typically, diagnosable behavior disorders 
warranted at least a moderate rating, and psychotic 
disturbances attained a severe rating of impairment. 
The descriptive levels of the Global Assessment Scale 
(20) were used as a guide in this process. Cognitive 
abilities were assessed with particular attention to 
memory functions; performances on serial learning 
and selective reminding tests (5—7) have been found to 
provide sensitive indications of the severity of patients' 
intellectual impairment. 

We also systematically determined the presence of a 
“situational apathy,” which has been described previ- 
ously (4). This was “defined as an apparent lack of 
„activity and spontaneous expression that could be 
modified by the active participation of others. Assess- 
ment depended on observation of the patients while 
they were hospitalized and also reflected comments 
from the patient and the patient’s family. Finally, 
patients were evaluated regarding their insight into the 
process of their disease. They were asked such ques- 
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tions as, Do you have problems with your memory?” 
“Has your personality changed since you've had Hun- 
tington's?" and “What do you see happening to you in 
the future?" 

Most individuals were treated with medications to 
ameliorate the severity of their abnormal involuntary 
movements. Typically, we used very low doses of 
medications such as haloperidol and perphenazine. 
Some individuals participated from time to time in 
protocols testing other compounds for their antichor- 
eic properties, including agents such as tetrabenazine 
and a-methyl-P-tyrosine. When medications were used 
for their antipsychotic or antidepressant effects, higher 
doses were uniformly necessary. 


RESULTS 


Demographic data and severity ratings are listed in 
table 1. Seventeen male and 13 female patients were 
evaluated. Their mean (+SD) age was 46.1+10.4 
years and ranged from 26 to 65 years. Ten were mildly 
disabled, 15 were moderately impaired, and 5 had 
severe functional difficulties. 

There were no significant correlations between du- 
ration of symptoms and either overall functional dis- 
ability or severity of psychopathology or dementia. 
This may reflect the difficulty encountered when one is 
trying to retrospectively determine the insidious onset 
of symptoms in Huntington's disease. In contrast, 
functional disability was significantly correlated with 
the severity of both dementia (Spearman p=.50, 
p<.01) and psychopathology (Spearman p=.71, 
p<.01). Major psychiatric disorders were the principal 
source of disability in 4 of the 5 severely incapacitated 
patients (patients 5, 24, 26, and 27), while a combina- 
tion of dementia and psychopathology accounted for 
the difficulties in the fifth patient (patient 3). The 
correlation between dementia and psychopathology 
(Spearman p=.33) did not attain a level of statistical 
significance. 


Psychopathological Disorders 


Six patients (patients 2, 8, 15, 17, 18, and 23) had 
no definable psychiatric disorder. They were fully 
cognizant of their intellectual difficulties and occasion- 
ally became despondent about their future but failed to 
have sufficient findings to qualify for a specific syn- 
drome. We would describe them as psychologically 
healthy individuals dealing effectively with a distress- 
ing disease. 

Twenty-eight conditions were defined in the remain- 
ing 24 patients; 21 of these syndromes fulfilled DSM- 
III criteria for specific psychiatric disorders, including 
dysthymic syndrome (6 patients), major depressive 
syndrome (5 patients), schizophrenic syndrome (3 
patients), atypical psychotic syndrome (2 patients), 
anxiety syndrome (2 patients), intermittent explosive 
syndrome (2 patients), and paranoid syndrome (1 
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PSYCHIATRIC SYNDROMES IN HUNTINGTON'S DISEASE 


TABLE 1. Demographic and Functional Data for 30 Patients With 
Huntington’s Disease 


Time Severity Rating? 
Since Dis- De- Psycho- 
Age Onset abil- men- pathol- 
Patient Sex {years) (years) ity tia ogy 
1 Female 47 5 2 2 2 
2 Male 63 5 2 2 0 
3 Male 46 5 3 2 2 
4 Female 44 6 1 1 2 
5 Female 42 6 3 2 3 
6 Male 55 8 2 2 2 
7 Female 41 4 2 2 2 
8 Female 49 6 1 2 0 
9 Female 41 7 1 1 1 
10 Female 41 3 1 1 1 
11 Male 49 14 2 2 2 
12 Male 32 7 1 2 2 
13 Male 49 4 2 2 3 
14 Male 61 5 2 2 2 
15 Male 52 A 1 1 0 
16 Male 38 6 2 2 2 
17 Male 53 8 1 2 0 
18 Male 47 12 1 2 0 
19 Female 54 11 2 2 2 
20 Male 38 14 2 1 3 
21 Female 65 2 1 2 2 
22 Female 28 7 2 2 3 
23 Female 54 4 1 1 1 
24 Male 27 7 3 2 3 
25 Male 48 6 2 2 3 
26 Male 52 8 3 2 3 
27 Male 35 — 3 3 3 
28 Female 26 6 2 2 2 
29 Male 44 6 2 1 2 
30 Female 62 3 2 2 3 


?0-no impairment, 1=mildly impaired, 2-7 moderately impaired, and 3=se- 
verely impaired. 


patient) (table 2). Other disturbances not fulfilling 
DSM-III criteria were documented in 7 patients (table 
2). It was notable that many individuals experienced 
an "evolution" of symptoms over time (e.g., patients 5, 
13, and 25). 

Among patients having syndromes consistent with 
DSM-III, 2 had atypical psychoses that have been 
described previously (4). One patient (patient 6) had a 
constellation of symptoms consistent with a psychotic, 
agitated depression, and the second (patient 11) had 
florid Schneiderian first-rank symptoms and formal 
thought disturbance. Both responded rapidly to phar- 
macotherapy, although patient 6 retained a persisting 
dysphoric outlook. 

Five patients had symptoms suggestive of a diagnos- 
able disorder, but each failed to meet at least one 
specified diagnostic criterion. Two individuals (pa- 
tients 5 and 9) had syndromes that did not conform to 
any specific disorder. Patient 5 developed persistent 
persecutory delusions 4 years after the onset of move- 
ments. She also suffered an unrelated evolving mood 
disorder, which might have been described as cyclothy- 
mic, and eventually manifested labile affect: she would 
fluctuate from tears to laughter in as little as 30 
seconds. Patient 9 was a 41-year-old domestic worker 
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who showed no signs of psychiatric disturbance during 
an intensive 4-week evaluation. Within hours of dis- 
charge, she impulsively ingested a month's supply of 
haloperidol (given to control chorea) and medications 
for anemia after feeling anxious and “overwhelmed” 
by finding no family or friends to greet her on her 
return home. However, she rapidly got better, under- 
took a trip to Japan unescorted, and remained symp- 
tom free over the succeeding 2 years. 


Apathy and Insight 


Among the 10 mildly affected individuals, only 4 
demonstrated “‘situational apathy.” In contrast, 13 of 
the 15 moderately impaired individuals and all 5 of the 
severely disabled patients manifested a lack of self- 
initiated activities. Although the setting-dependent na- 
ture of this phenomenon was apparent in most (“‘apa- 
thy” would disappear when stimulating input and 
structure were present), patients 3 and 27 had a 
persistent deficiency in the face of repeated efforts to 
engage them. 

Nineteen of the 30 patients with Huntington’s dis- 
ease were fully insightful about the nature of their 
disorder. The dysphoria so often seen in our patients 
appeared to be related to a realistic appraisal of their 
degenerative disorder. Seven individuals expressed 
partial insight: they described some deficiency but 
denied other changes. Four completely denied changes 
in either behavior or intellectual function. Of the 10 
mildly disabled individuals, 9 were fully insightful, and 
1 had partial insight. Nine of the 15 moderately 
impaired patients were insightful, 4 had a partial 
understanding of their problem, and 2 refused to 
acknowledge any change. Among the 5 severely dis- 
abled patients, 1 manifested full understanding, 2 had 
partial insight, and 2 denied deficits completely. 


Response to Psychotropic Medications 


Twenty-seven of the 30 patients were treated with 
pharmacotherapeutic agents. In 13, the sole purpose of 
therapy was to reduce abnormal movements. Theré 
were no observed behavioral changes in these individ- 
uals. Patient 10 benefited from a course of diazepam. 
In contrast, patient 14, who had a generalized anxiety 
disorder, responded to low-dose therapy with amitrip- 
tyline after failing to improve with diazepam. 

Six patients received antidepressant pharmacother- 
apy (patients 6, 13, 22, 25, 26, and 29). Five individ- 
uals experienced an improvement in the cardinal so- 
matic features of their disorder, (improved sleep, in- 
creased energy, more apparent sense of humor, etc.), 
but all continued to feel hopeless, helpless, and fre-, 
quently dysphoric and articulately expressed their low 
self-esteem. Patient 13 eventually became unrespon- 
sive, and patient 26 repeatedly failed to respond to 
treatment. 

Seven individuals were treated with antipsychotic 
medication for their behavioral abnormalities, includ- 
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TABLE 2. Psychiatric Syndromes in 24 Patients With Huntington's Disease 





Comment 


Patient 6 had persistent dysthymia following atypical psychosis; patient 13’s symptoms 
Patient 8 later developed suspiciousness and intermittent violence; patient 26 showed 
Followed discontinuation of low-dose maintenance medication 

Followed discontinuation of low-dose maintenance medication 


Patient 10 had 4-month episode of subjectively sensed atypical anxiety 


Onset more than a decade before appearance of chorea 


Patient 1 developed symptoms after age 30; patient 28 experienced personality change 


2-3 years after onset of movement disorder 


Both without “restricted affectivity"; patient 7 also showed labile affect 


Syndrome Patients 
Syndromes conforming to 
DSM-III criteria 
Dysthymic 4, 6, 12, 
13, 16, 21 evolved to major depression 
Major depressive 13, 22, 
25, 26, 29 increasingly florid symptoms 
Schizophrenic 24, 27, 30 
Atypical psychotic 6, 11 
Anxiety 10, 14 
Intermittent explosive 3, 6 
Paranoid 20 
Syndromes not conforming 
to DSM-III criteria 
Antisocial personality 1, 28 
Paranoid personality 7.19 
Somatization 4 Onset after age 30 
Unlabeled 5,8 


ing patients 5, 6, 11, 20, 24, 27, and 30. These 
compounds were of clear benefit for patients 6 and 11 
(both described earlier) and patient 30. The latter, a 
62-year-old woman with prominent first-rank symp- 
toms, required fluphenazine decanoate because her 
compliance with oral medication was poor. Her para- 
noid delusions and auditory and tactile hallucinations 
cleared remarkably with this therapy. In contrast, 
patients 5 (described earlier), 20, 24, and 27 obtained 
no benefit from antipsychotics. Patient 20 had no 
change in his paranoid disorder. Patient 24 suffered 
bizarre and persecutory delusions, auditory hallucina- 
tions in which a condemning voice would comment on 
his behavior and thoughts, occasional incoherence or 
blocking, and deteriorated self-care. When treated 
vigorously, he was calmer but continued to suffer from 
prominently disordered thought form and content. 
Patient 27, a 35-year-old man with the rigid form of 
Huntington’s disease, had symptoms and signs consist- 
ent with a schizophrenic disorder. Pharmacotherapy 
was impeded by the emergence of intractable truncal 
dystonia, which was unresponsive to anticholinergic 
medication. On doses of haloperidol below 20 mg 
daily, he was less agitated but persistently psychotic. 


DISCUSSION 


Given the selection factors of our study group, the 
number of patients examined, and the length of time 
that we followed most individuals (typically 2-6 
years), this study provides the basis for describing the 
variety and severity’ of psychopathological distur- 

.bances associated with Huntington's disease. Howev- 
er, this sample of patients was not randomly or 
comprehensively obtained. Therefore, it is not possible 
to determine from our data the frequency of psycho- 
pathological disturbances among individuals with 
Huntington’s disease, the relative occurrence of differ- 
ent syndromes, or, for that matter, the degree to which 
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psychiatric abnormalities contribute to overall disabil- 
ity in the total population of patients with Hunting- 
ton’s disease. 


Related Psychopathological Syndromes and Their 
Treatment 


Unlike other major neuropsychiatric disorders, 
Huntington’s disease is a discrete clinical entity. Its 
genetics and neuropathology are defined (21-23), and 
much progress has been made during the past decade 
toward characterizing associated neurochemical ab- 
normalities (23—26). Despite the biological unity of 
Huntington’s disease, there is symptomatic diversity. 

The range of behavior disorders found among pa- 
tients with Huntington’s disease appears to run the 
gamut of psychopathological disturbances. Among 24 
behaviorally impaired individuals, there were 7 de- 
fined DSM-III syndromes and 3 disorders closely 
resembling established typological clusters, as well as 
occasional patients who had disturbances that did not 
fit well into conventional psychopathological descrip- 
tions. These results are in accord with those of Heath- 
field (10) and Dewhurst and associates (11) and have 
the additional advantage of prolonged personal evalu- 
ation, systematic data collection, and defined diagnos- 
tic criteria. 

These findings raise questions about the assump- 
tions underlying current approaches to psychiatric 
nosology. Strict research criteria and DSM-III have 
been formulated to demarcate homogeneous groups in 
the hope that these clinical clusters reflect underlying 
biological unity. When we examine Huntington's dis- 
ease, a disorder with a known unitary pathogenetic 
mechanism, we find clinical heterogeneity. Indeed, we 
might have assumed that our patients had a variety of 
different psychiatric diseases if we had not had exter- 
nal validating criteria to confirm the diagnosis of 
Huntington's disease. 

Available pharmacotherapies (e.g., antichoreic, anti- 
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depressant) have failed to influence the inexorable 
course of Huntington’s disease (18). Nonetheless, our 
patients showed modest symptomatic benefits from 
some psychopharmacological agents. Antidepressant 
medications were helpful in relieving the “somatic” or 
“biological” signs of the affective disorders related to 
Huntington’s, but they had no effect on those ideation- 
al components which are typically associated with a 
depressed state. (It is interesting that recent studies 
using L-dopa [27] and desmopresin [DDAVP] [28] 
suggested that these symptom clusters can be separated 
in “functional” patients as well.) The 2 patients with 
anxiety disorders also improved following treatment. 
Antipsychotic medications were less predictively effec- 
tive, however. It was not readily apparent why neuro- 
leptics were often unable to blunt the expression of 
psychotic symptoms. 

Two patients, 6 and 11, had acute-onset psychoses 
following abrupt discontinuation of very low doses of 
maintenance medication. Neither had demonstrated 
severe psychopathology previously. Although we have 
seen no obvious effects from instituting antichoreic 
therapy with small amounts of neuroleptics, it is 
plausible that these either mask the emergence of 
psychotic symptoms or induce receptor hypersensitivi- 
ty so that behavioral symptoms emerge following drug 
cessation. 


Behavioral Dimensions of CNS Failure 


Our patients manifested their symptoms within a 
small number of symptom clusters. These included 
disorders of 1) arousal, attention, and concentration, 
2) mood and affect, 3) perception (ideational and 
physical), 4) intellectual function (e.g., memory, con- 
structional praxis), and 5) personality. Taking these 
together with patients! somatic symptoms, we may be 
able to use these dimensions to follow our patients’ 
decline. 

What data support invoking a dimensional model 
for CNS failure in Huntington's disease? 

1. We found no correlation between the severity of 
dementia and psychopathology in this group of pa- 
tients. These findings are surprising in many respects 
and require replication. 

2. Antidepressants benefit the somatic signs of pa- 
tients' affective disorders without altering the patients' 
dysphoric outlook. 

3. We view “situation-dependent apathy” as a fail- 
ure primarily in the dimensions of arousal, attention, 
and concentration. This phenomenon may reflect sub- 
cortical dysfunction. Patients with Huntington's dis- 
ease, or other subcortical syndromes, manifest defi- 
cient spontaneous memory retrieval (4, 5, 8), even 
when the information has been effectively stored in 
memory and can be elicited with structured or prompt- 
ed tests. The failure to spontaneously generate activi- 
ties may be akin to the failure to spontaneously 
retrieve well-remembered information: When given 
sufficient external structure, patients respond with 
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interest and take pride in their work (4). What appears 
as apathy is more correctly characterized as a lack of 
initiative and constriction in the spontaneous expres- 
sion of emotion. This lack of self-generated activity 
appears to correlate with functional disability. Patients 
with Huntington's disease progress from a normally 
active condition to situation-dependent apathy and, 
finally, to a state of pervasive interpersonal unrespon- 
siveness. 

4. Patients with Huntington's disease experience a 
variety of affective, perceptual (schizophrenia-like), 
and personality disturbances. Although personality 
disorders can result from the chaos of some afflicted 
families (13, 14), they can also have their onset 
following the first signs of disordered movement. 
Affective symptoms can occur separately or together 
with schizophrenia-like abnormalities. 

Thus our findings tentatively suggest that a dimen- 
sional approach may assist in classifying the bewilder- 
ing array of behavioral disturbances encountered in 
this disease entity. Further work is necessary to sup- 
port or refute this notion. 


Applicability of Findings to Other Neuropsychiatric 
Disorders 


CNS failure from other definable causes can also 
lead to a wide variety of psychopathological and 
neuropsychological abnormalities. Tertiary syphilitic 
infections of the CNS present a multiplicity of behav- 
ioral disturbances (29). Pathogenetic unity does not 
imply symptomatic uniformity. Multiple sclerosis has 
a variety of manifestations. Recent work has suggested 
that the occurrence of depression in affected individ- 
uals is not related to the degree of their intellectual 
impairment or the extent of their overall disability 
(30). A dimensional approach to symptom classifica- 
tion may also be useful in this disorder. Similarly, 
many of the issues encountered in the attempt to 
disentangle the perceptual, affective, and personality 
disturbances associated with temporal lobe epilepsy 
might be fruitfully examined using nontypological 
models. These dimensional methods may have rele- 
vance for “functional” disorders as well (31, 32). 


CONCLUSIONS 


More common psychiatric syndromes share a num- 
ber of characteristics with Huntington’s disease. The 
study of this disorder raises conceptual questions 
regarding current nosological assumptions. In Hun- 
tington’s disease, with its established mode of genetic 
transmission, we find behavioral heterogeneity. What, 
should we make of our current attempts to demarcate 
homogeneous behavioral syndromes, with their im- 
plied underlying biological unity? We have alluded to 
some of the methodological problems associated with 
studying Huntington’s disease. Careful investigation of 
this reliably definable disease may enhance our under- 


Am J Psychiatry 140:6, June 1983 


standing of the pathophysiological connections be- 
tween disordered brain function and manifest psycho- 
pathology. 
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Validation of a Short Orientation-Memory-Concentration 
Test of Cognitive Impairment 


Robert Katzman, M.D., Theodore Brown, Ph.D., Paula Fuld, Ph.D., 
Arthur Peck, M.D., Ruben Schechter, M.D., and Herbert Schimmel, Ph.D. 


A 6-item Orientation-Memory-Concentration Test 
has been validated as a measure of cognitive 
impairment. This test predicted the scores on a 
validated 26-item mental status questionnaire of two 
patient groups in a skilled nursing home, patients in 
a health-related facility, and in a senior citizens’ 
center. There was a positive correlation between 
scores on the 6-item test and plaque counts obtained 
from the cerebral cortex of 38 subjects at autopsy. 
This test, which is easily administered by a 
nonpbysician, has been shown to discriminate among 
mild, moderate, and severe cognitive deficits. 

(Am J Psychiatry 140:734—739, 1983) 


uring the past 5 years we have administered the 

Information-Memory-Concentration Mental Sta- 
tus Test devised by Blessed and associates (1) to over 
300 residents of a skilled nursing facility. We chose this 
mental status test because it has been shown to corre- 
late well with post-mortem pathological changes. Our 
overall interest was in extending the range of clinical- 
pathological correlation in senile dementia using 
newer quantitative morphological and biochemical 
techniques (2, 3). 

In order to use this test (originally developed in 
England) in our nursing home, we had to modify 
several questions; the final format included 26 items 
(table 1). All of the 10 questions on Kahn and asso- 
ciates’ Mental Status Questionnaire (4) are included in 
our version of the Blessed Information-Memory-Con- 
centration Test, although the scoring of 1 question 
differs (date of birth on Blessed and associates’ test; 
month and year of birth scored separately on the 
Mental Status Questionnaire). 

In this paper we report our findings with a 6-item 
version of the 26-item Information-Memory-Concen- 
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tration Test that is easily administered and was highly 
predictive of the score on the complete test in our 
sample of 321 subjects and in 2 additional population 
samples. The score on the 6-item Orientation-Memo- 
ry-Concentration Test has also been found to correlate 
with pathological changes in the brain. 


METHOD 


We have previously reported (5) the results of our 
modification of Blessed and associates’ test given to a 
group of subjects without dementia who lived in the 
community. In general, community-based subjects in 
their 70s and 80s had fewer than 8 out of 33 possible 
errors on this test. We therefore took 8 errors as the 
outer limit of normal performance for our present 
purposes. We also studied a test-retest reliability with 
18 subjects (5) and found that all subjects on retesting 
after 3 weeks had a score within 4 errors of their 
original score. 

In the present study we administered tests to subjects 
in a skilled nursing facility during an annual screening. 
The subjects ranged in age from 65 to 105 years 
(average age= 87.0). In addition to the Blessed test and 
the Mental Status Questionnaire, subjects were given a 
selective reminding test (6, 7) and a functional evalua- 
tion. Medical and psychiatric diagnoses were available 
for these subjects. The results were replicated with new 
subjects admitted to the same facility, subjects admit- 
ted to a health-related facility with a socioeconomic 
and ethnic composition different from that of the 
primary skilled nursing facility, and a group of ac- 
tive, community-based members of a senior citizens 
center. 

Autopsies were subsequently conducted on 38 sub- 
jects. Test scores were correlated with counts of senile 
plaques carried out on sections from the superior 
temporal and inferior parietal gyri and midfrontal 
region. The assays were R paraffin-embed- 
ded tissue, sectioned at 10 p, stained with thioflavin S, . 
and viewed in the ultraviolet microscope with a 10x 
objective. The plaques in 3 adjacent microscopic fields, 
each 1.4 mm in diameter, were counted. 

To realize our objective of determining a small 
subset of the 26 questions referred to earlier, we 
performed a number of multivariate analyses. The 
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analytical approaches included principal component 
analysis, stepwise linear regression, and stepwise dis- 
criminant analysis, using minimized residual variance. 


RESULTS 


The initial data were obtained during our screening 
of 322 subjects in the skilled nursing facility. A princi- 
pal component analysis failed to reveal a small number 
of components or any recognizable groupings. In an 
analysis of the correlations obtained with individual 
items, we found that several individual items showed a 
high correlation with the total score on the Blessed 
test; specifically, item 11 concerning the current year 
was highly correlated with the total score (r=.77). 
Since 9 of the 26 items on the Blessed test are also on 
the Mental Status Questionnaire, one would expect a 
close correlation between the total scores of these 2 
tests, and we found that this was true (r=.945). 
However, we found that a smaller number of items 
selected by a stepwise linear regression had a higher 
correlation with the total Blessed score than did the 
full Mental Status Questionnaire. These items consist- 
ed of the following: year (r^—.60), memory phrase 
(r*=.80), time of day (r?=.85), count backwards 20— 
1 (r?=.89), and recite months backwards (r^-.92). 
When the stepwise regression was carried to 7 items, 
the correlation coefficient rose to .97 and r^-.95. With 
5 items, a multiple r of*.957 was obtained. 

We constructed a 6-item test with the 5 items 
obtained on linear regression, that is, the items year, 
time of day, count backwards 20—1, recite months 
backwards, and the memory phrase, together with a 
sixth item, month. The questions concerning month 
and year were highly correlated (table 1), and it was 
almost a matter of chance which of these appeared in 
our analysis. Moreover, in a discriminant analysis 
differentiating between the least impaired and the most 
impaired, month was the most important discrimina- 
tor. These 6 items gave a multiple r of .963 and an r^ of 
.926. This is shown in table 2, together with the 
weights for each item that were determined for the 
multiple regression. Approximately 9596 of the pre- 
dicted scores fell within 4 points of the actual scores 
(figure 1). 

We used another multivariate technique, stepwise 
least square discriminant analysis, to compare the test 
items obtained from this analysis with those obtained 
from multiple regression to determine which questions 
best predict classifications of subjects into 1) normal or 
minimally impaired (Blessed score of 0—8), 2) moder- 
ately impaired (Blessed score of 9—19), and 3) severely 
impaired (Blessed score of 20—33). The first 5 items 
obtained by this technique were identical to the first 5 
items obtained by stepwise linear regression. The 
ability of these 5 items to discriminate among the 
groups is shown in tables 2 and 3. 

We also looked at a discriminant analysis comparing 
the normal subjects scoring 8 or fewer errors with a 
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very impaired group scoring 20 or more errors; inter- 
mediate score values were not included in this analysis. 
Resulting items obtained from the discriminant analy- 
sis differed from the previous analyses and consisted of 
year, month, name of place, today's date, and count 
backwards 20—1. It is apparent that the basic orienta- 
tion questions that made up the greater portion of the 
Mental Status Questionnaire were of greater use in 
separating the very impaired from the nonimpaired 
than in discriminating among persons with a continu- 
ous range of impairment. 

With the 6 items chosen, we then sought to make the 
test more practical for field use. The regression-deter- 
mined weights (table 2) needed to obtain a total score 
were not reasonable for field use. We therefore looked 
for integer weights. The best set of weights is shown in 
table 2. This modification relieves the burden of the 
clinician, yet does not compromise the resulting statis- 
tics, since the r? value is only reduced from .926 to 
i922. 

We obtained an unbiased estimate of the total error 
score on our version of the 26-item Blessed mental 
status test by multiplying by .898 the score on the 6- 
item  Orientation-Memory-Concentration Test ob- 
tained by using integer weights. In our initial sample of 
322 nursing home residents, 94% of the scores predict- 
ed by the Orientation-Memory-Concentration Test fell 
within +4 points of the actual scores on the 26-item 
test (figure 1). 

We next tested our new 6-item instrument on 3 
additional populations. In 170 new subjects admitted 
during the next 2 years to the skilled nursing facility, 
we found that the scores obtained on these 6 questions 
correlated with the total scores on the full Blessed test 
(multiple r=.941, 1^—.886). The weights of each ques- 
tion were close to those of the first screening. Using the 
modified weights for each question, we found that 
approximately 9096 of the predicted scores fell within 
+4 of the actual full score values (figure 1). 

An additional test population included residents in 
the health-related facility and the “dementia ward" of 
its associated skilled nursing facility. The subjects in 
this population differed in ethnic and socioeconomic 
status from those in the initial skilled nursing facility. 
Using the short form, we found that 81% of the 
population had scores within +4 of the total Blessed 
score (figure 1). 

A fourth group consisted of 52 active members 
(aged 67—93 years) of a senior citizens center. In this 
group 92% of the scores on the 6-item Orientation- 
Memory-Concentration Test were within +4 of the 
scores on the 26-item test (figure 1). 

Apparently, normal elderly individuals may make 
some errors on mental status testing, but over 90% of 
normal subjects have a weighted error score (appendix 
1) of 6 or less. In our experience, weighted error scores 
greater than 10 are consistent with the presence of 
dementia. The maximum possible error score (patients 
unable to answer any questions correctly) on the 6- 
item Orientation-Memory-Concentration Test is 28. 
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VALIDATION OF A TEST OF COGNITIVE IMPAIRMENT 


TABLE 1. Pearson Correlation Coefficients for Blessed Test Items Administered to 322 Subjects in a Skilled Nursing Facility 


Total 
Blessed "C ——— ————— 

Item Score 1 2 3 4 S 6 7 8 9 10 11 

1. Name .084 

2. Age 632 .011 

3. When born .593 —.036 565 

4. Where born 157 321 .073 .011 

5. Place .709 .069 .522 .373 .151 

6. Street .697 .031 .386 i322 .105 .552 

7. How long .620 .015 .370 .344 .080 .470 521 

8. City .438 .056 220 293 .069 246 350 318 

9. Today .744 .109 .508 .408 .165 .496 .496 .461 .261 
10. Month .758 .084 .489 .417 .175 .500 523 431 313 695 
11. Year .774 .078 .470 .440 .128 .570 .642 541 337 656 .708 
12. Day of week .668 .114 .456 .402 .141 .464 439 426 292 539 579 560 
13. Part of day 576 .016 397 ,497 .012 .403 445 353 338 350 503 445 
14. Time .636 .067 478 368 .124 457 517 .370 369 .406 .550 505 
15. Season 645 .066 441 375 .034 420 495 377 341 469 557 54) 
16. Name of mother 230 .108 .066 175 .051 .128 .137 .075 222 127 .188 .146 
17. School attended .435 .000 .158 .236 .033 .310 .263 253 193 258 O27, 313 
18. Work 374 .098 205 .198 —.040 .236 223 214 246 .174 .269 .228 
19. President .707 .024 476 .418 .134 525 .605 .444 .244 514 529 566 
20. Prior president 635 .104 344 272 .120 458 .464 .386 .206 .471 .444 .494 
21. Date of World War I .609 .043 .344 .376 .037 .421 .446 .400 .213 .441 .386 .485 
22. Date of World War II 532 079 338 378 .080 317 308 313 .148 359 332 347 
23. Months backwards 605 —.086 314 .266 .016 422 361 447 .176 379 394 393 
24. Count 1-20 .469 .040 .175 .228 .047 :227 .248 .152 .262 .276 .289 .288 
25. Count 20—1 .656 —.014 .313 .345 .008 .397 .378 .319 .228 .431 .480 .467 
26. Memory phrase .767 .072 427 .418 .146 05 .438 .395 .278 d .480 .482. 


FIGURE 1. Differences in Total Scores of Four Groups of Subjects on the Orientation-Memory-Concentration Test? and on the Blessed Mental 
Status Test 
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TABLE 1. Pearson Correlation Coefficients for Blessed Test Items Administered to 322 Subjects in a Skilled Nursing Facility (Continued) 


12 13 14 15 16 17 18 
305 
.519 .698 


,512 .490 536 

(191 .153 .081 .113 

236 211 24S 206 243 

278 272 320 284 FAE .249 

499 399 452 ASI 124 290 .266 
.402 234 324 75 .058 292 4192 
307 246 301 ie 078 282 -127 
293 163 186 236 .000 .210 .108 
341 305 219 271 .083 .268 .187 
279 .225 290 .268 .291 253 285 
376 374 360 425 139 285 249 
386 304 344 411 131 229 217 
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460 455 


367 404 382 

317 349 365 355 

229 .184 187 127 254 

401 307 299 202 403 534 

486 517 437 430 398 374 422 


TABLE 2. Statistical Analyses of Blessed Test Items for Prediction of Total Score 


. Multiple Regression to Predict Total Score? Discriminant Analysis to Predict Severity5« 
Item p Standard Error B Modified Weightde pf Standard Error Qf 
Year 4.2 4 4 5.4 .37 
Month 27 Al 3 
Time of day 3.6 :37 3 4.2 .38 
Count 20—1 1.6 .17 2 1.8 18 
Months backwards 1.5 16 2 1.6 16 
Memory phrase 1.74 .08 2 1.8 .09 
Constant id .31 


s Multiple r=.963, 2=.926. | 


"Minimal impairment- Blessed score of 0—8, moderate impairment=9-19, severe impairment-20--33. 


"Multiple r=.957, r?2.916. 
Multiple r=.960, r7=.922. 
*Total should be multiplied by .898 to obtain score on Blessed test. 
fObtained using regressions. 


We compared the total score on both the 26-item 
Blessed test and our 6-item version with the plaque 
counts in the temporal, parietal, and frontal cortex of 
38 autopsied subjects. It should be noted that this 
sample included nondemented subjects and subjects 
with evidence of multiple infarcts as well as subjects 
with senile dementia of the Alzheimer type. The corre- 
lation of scores on the 26-item test with plaques was 
595 (p«.001), and the correlation of scores on the 
shortened version was .542 (p«.001). 


DISCUSSION 


Quantifiable mental status tests have found increas- 
ing use as clinical tools to confirm the presence of 
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dementia and to measure the degree of impairment, 
and as research tools useful in epidemiological studies 
to identify persons with impairment and in pharmaco- 
logical studies as measures of the efficacy of drugs 
under investigation. Neurologists and psychiatrists 
have long used the elements contained in these formal 
tests as part of their clinical examination (8). Roth and 
Hopkins (9) found that an “information” test consist- 
ing of 10 orientation questions and 10 public event 
questions successfully discriminated between a group 
of elderly patients with “senile psychosis” and a group 
with affective disorders. Shapiro and associates (10) 
validated the usefulness of such tests in the differential 
diagnosis of “organic” brain disorders in the elderly by 
comparing scores on various subtests with a psychia- 
trist's diagnosis made independently of the psychologi- 


dor 


VALIDATION OF A TEST OF COGNITIVE IMPAIRMENT 


TABLE 3. Prediction of Severity of Mental Impairment According to 
Discriminant Analysis of Five Blessed Test Items 


Predicted Group 
Patients in Each Group 


Total 
Level of Impairment Patients <8 9-19 220 
Normal or minimal impairment 122 105 17 0 


(Blessed score =8) 
Moderate impairment (9—19) 120 11 95 14 


Severe impairment (z20) 79 0 5 74 


cal test results. Among the specific subtests that best 
differentiated persons with organic brain disorder by 
this criterion were the orientation questions, memory 
for a name and address, and months and digits back- 
wards. An arithmetic test that included serial sevens 
together with 3 simple calculations also discriminated 
but not as well, whereas remembering a simple logical 
story (an account of a fire) or the so-called “Cowboy 
Story" did not discriminate. 

The 6 items in the Orientation-Memory-Concentra- 
tion Test included 3 orientation questions, months 
backwards, the name and address memory phrase, and 
counting from 20 to 1. All of these items had also 
appeared to be significant discriminators according to 
the analysis of Shapiro and associates (10). We found 
on our discriminant analysis that the orientation ques- 
tions were most useful in distinguishing normal or 
mildly impaired subjects from severely demented sub- 
jects. The time of day and counting from 20 to 1 were 
the best-retained abilities tested (table 4) and served to 
differentiate the most severely impaired from the mod- 
erately impaired. The memory phrase and months 
backwards are quite difficult and among the first test 
items to become positive as dementia develops. These 
questions help to differentiate normal subjects from 
the mildly impaired, although some 80-year-olds who 
are independent, asymptomatic, and living in the com- 
munity will make errors on these items. 

It is instructive to compare the individual items on 
the Orientation-Memory-Concentration Test with the 
individual items contained in three widely used mental 
status tests—the 10-item Mental Status Questionnaire, 
the 10-item Short Portable Mental Status Question- 
naire of Pfeiffer (11), and the “Mini-Mental State" test 
of Folstein and associates (12). All of the 10 items on 
the Mental Status Questionnaire pertain to orientation 
or current information (president/past president), 9 of 
the 10 items on the Pfeiffer test might be classified as 
such, and 2 of the 10 items on the Mini-Mental State 
are orientation questions. 

The relative usefulness of these 4 tests has not been 
demonstrated. All 4 have been found to be reliable on 
test/retest. The Short Portable Mental Status Question- 
naire has been used in a large community survey so 
that more extensive normative data are available. 
However, the ability of that instrument and the Mental 
Status Questionnaire to identify persons with organic 
brain syndromes is equivalent (13). Persons scoring in 
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TABLE 4. Difficulty of Six Items in the Orientation-Memory-Con- 
centration Test Administered to 322 Subjects in a Skilled Nursing 
Facility 


Item Percent of Subjects Making Errors 
Time of day 24.2 
Count backwards 31.9 
Month 38.5 
Year 40.7 
Months backwards 63.0 
Memory phrase 86.6 


the impaired range on either test were found, indeed, 
to be demented. Both tests accurately identified normal 
subjects, but due to the insensitivity of the two tests 
they only identified half of the subjects with a clinical 
diagnosis of organic brain disease. The Mini-Mental 
State is a significantly different test that includes 
language, praxis, and copying tasks and hence reflects 
in abbreviated form a typical neurological mental 
status examination. This test has been reported by its 
authors to be useful in differentiating depression and 
dementia in the elderly. The Orientation-Memory- 
Concentration Test has a unique validation in terms of 
its established correlation with neuropathological find- 
ings. From our clinical experience, we believe that it 
will be moré sensitive than the Mental Status Ques- 
tionnaire and the Short Portable Mental Status Ques- 
tionnaire in detecting early dementia because of the 
difficulty of the months backwards and memory 
phrase questions. 

Jt should be noted, however, that the test has not yet 
been studied in a group of elderly patients suffering 
primarily from depression. It is important to empha- 
size that the usefulness of the test is distinguishing 
between demented and depressed elderly has not been 
determined. x 
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Items 
1 What year is it now? 
2 What month is it now? 
Memory Repeat this phrase after me: 
phrase John Brown, 42 Market Street, Chicago 
3 About what time is it? 
(within 1 hour) 
4 Count backwards 20 to 1 
5 Say the months in reverse order 
6 Repeat the memory phrase 
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Maximum 
Error Score Weight 
1 pee x 4 = EREE 
1 eee x 3 = Iu 
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2 ee x 2 = Breet 
2 ee x 2 = (emt ome 
5 VES x 2 = Se A 


Score of 1 for each incorrect response; maximum weighted error score=24. 
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Commentary 





Beyond Eclecticism 


Eugene M. Abroms, M.D. 


Biopsychosocial eclecticism is incomplete because 
it does not address the important issues of 
differential causation and treatment staging. 
Psychiatric serialism goes beyond eclecticism to 
consider biological, psychosocial, and existential- 
moral parameters as equipotential and hierarchical. 
What this means in practice is that, after forming a 
treatment alliance, the therapist must always assess 
the evidence for a biological substrate of disorder 
and, where feasible, administer the appropriate 
biological treatments. On a stable biological 
platform, psychosocial interventions can then be 
utilized to promote the goals of lieben and arbeiten, 
and an existential therapy relationship can be forged 
to promote personal integrity. 

(Am J Psychiatry 140:740—745, 1983) 


Cys of the major tasks facing contemporary psy- 
chiatry is finding a paradigm that retains the 
valuable contribution of psychoanalysis but that places 
it in the context of a more comprehensive account of 
mental illness. Such a paradigm must make sense of 
multiple etiologies and treatments, particularly the 
combined use of psychoactive drugs, individual dy- 
namic therapy, behavior modification, and family, 
group, and milieu approaches. Obviously, any model 
that meets these needs must not only be extremely 
broad but also define the appropriate domains of the 
various approaches. 

The leading candidate for the job is biopsychosocial 
eclecticism (1, 2). This position maintains that psychi- 
atric disorders have biological, psychological, and 
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social determinants and that optimal treatment in- 
volves a combination of biological, psychological, and 
social interventions. As part of general systems theory, 
the biopsychosocial model arranges the variables in a 
hierarchy ranging from the most molecular biochemi- 
cal processes to the most macroscopic sociocultural 
events (3). Each of these levels is subordinate to and 
contained in the next highest level, so that the levels 
are vitally interconnected. Consequently, an interven- 
tion at any one level of the system will have effects on 
all other levels. Sometimes events in one part of the 
system can be seen to function as holographic repre- 
sentations of the whole (4); here, to change anything is 
to change everything. 

This is obviously a very broad account of medical 
and mental illness, backed up by a rich theory of 
interlocking systems that gives it intellectual substance. 
Does it meet psychiatry's need for a paradigm? To 
some extent, yes. It provides a model in which, fór 
example, a biochemical explanation of depression 
need not conflict with a psychoanalytic or a family 
systems account. Each of these modes of explanation 
would in fact occupy a different level of a hierarchy in 
which the family systems or social level would repre- 
sent the most comprehensive, holistic account, sub- 
suming the more elemental biochemical and psycho- 
analytic accounts. Rather than conflict, the various 
levels would complement each other, contributing to a 
fuller picture than each alone could provide. Conflicts 
would arise only when parochial proponents of one of 
the levels maintained that their account provided the 
whole truth rather than only part of it. 

But the picture is incomplete. There are important 
questions that still go unanswered, given the current 
generality of the biopsychosocial model. Two in partic- 
ular are highly troubling to practicing clinicians. 

1. Is it not true that in a given disorder one of the” 
levels might provide the most important causal expla- 
nations and the other levels relatively less important 
ones? For example, is not manic-depressive disorder 
primarily an inherited biochemical disease and only 
secondarily and much less importantly a psychological 
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and social problem? Are not the neuroses and person- 
ality disorders primarily psychosocially determined, 
reactive to environmental events, and biologically de- 
termined only to the extent that temperament is always 
influenced by constitution? As currently formulated, 
biopsychosocial eclecticism does not address these 
questions of differential causation. 

2. How is one to determine, according to biopsy- 
chosocial theory, which mode of intervention should 
come first and when it is appropriate to combine 
modalities or to switch from one to another? For 
example, in a specific case of depression, should one 
begin by analyzing the patient’s introverted anger, 
sense of loss, or “bad introjects,” or should one first 
prescribe a tricyclic antidepressant? Or should one 
perhaps bring in the patient’s family to explore the 
transactional significance of the depressive symptoms? 
And when should one combine two or more of these 
interventions? Quite clearly, eclectic theory as current- 
ly formulated does not specifically address this prob- 
lem of treatment staging. As Simon (5) pointed out, 


According to GST [General Systems Theory], intervention 
at any one level ought to be as good as any other, although 
we know clinically that this is not true. A theory of 
eclecticism ought to provide an indication of the level at 
which to begin—and when to switch levels, perhaps—that 
would be logical and experimentally verifiable. (p. 138) 


In the sections that follow, I attempt an account of 
differential causation and treatment staging that ad- 
dresses these important questions. 


DIFFERENTIAL CAUSATION 


As already noted, most clinicians have a notion that 
soe psychiatric disorders, such as the major psycho- 
ses, are primarily due to inherited biochemical causes, 
or nature, and others, such as the personality disor- 
ders, are due primarily to environmental and psycho- 
social conditions, or nurture. These ideas are given 
support by statistical studies that purport to quantify 
the specific contribution of genetic inheritance to a 
particular disorder. For example, Rosenthal (6) esti- 
mated the modal heritability of schizophrenia to be 
73%, which means that 73% of the phenotypic vari- 
ance in schizophrenia can be accounted for by geno- 
typic variance, leaving a mere 2796 to be accounted for 
by environmental conditions and other factors. By 
similar methods, the heritability of manic-depressive 
disorder would be even higher, approaching 8096 or 
more, leaving less than 20% to be accounted for by 
nurture. If we take thé incidence of psychoneurosis in 
the general population to be somewhere between 1096 
dnd 20% and the incidence in first-degree relatives to 
be about 16%, then heritability in these disorders 
would be 20% or less, with up to 80% of the variance 
accounted for by environmental and other factors. 

Obviously, such statistical exercises strengthen the 
tendency of clinicians to think of some psychiatric 
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disorders as primarily biological and others as primari- 
ly psychosocial. They further create a mind-set that 
suggests that, just as one can separate the relative 
contributions of genetics and psychosocial determi- 
nants, one can further subdivide the latter into its 
component psychological and social etiologies. It 
might make sense, in other words, to assign one weight 
to the role of the child’s intrapsychic processes in 
producing his disorder and a different weight to the 
effect of the surrounding social conditions of his 
upbringing. In the process, one might be able to assign 
differential weights to the biogenic, psychogenic, and 
sociogenic contributions to the child’s psychiatric con- 
dition. 

Unfortunately, this whole mode of reasoning is 
founded on a series of misunderstandings. The follow- 
ing considerations attempt to clear away some of 
them. 

1. With respect to complex human traits with a 
complicated, largely unknown mode of inheritance, 
such as the psychiatric disorders, the heritability esti- 
mate is a statistical artifact. It is a product of what 
Engel (3) called the “factor-analytic reductionism” of 
the old biomedical model. Assigning a precise figure to 
heritability presupposes that environmental conditions 
can be held relatively constant while the genotypic 
variance is studied. But the experimental controls 
presupposed are either impossible or unethical, as 
Feldman and Lewontin (7) have shown. In truth, the 
universal existence of genetic-environmental interac- 
tion and correlation preclude the valid estimation of 
their relative contributions to behavioral syndromes. 
Put simply, human nature and nurture are functions of 
each other, as Medawar (8) has argued. They always 
covary; they are strictly inseparable. 

2. The separation of psychological and social con- 
tributions to mental illness makes even less sense than 
the separation of genetic and environmental contribu- 
tions. Psychological factors, whether conceived as in- 
trapsychic events or as two-person, usually parent- 
child, interactional processes, cannot even be defined 
Without reference to the cultural, economic, and family 
systems characteristics of the social context, and vice 
versa. For similar reasons, one cannot do family or 
group therapy without focusing on individual mem- 
bers of the family or group—any more than one can do 
individual therapy without always dealing with family 
and social introjects and values. It is highly artificial to 
speak of psychological versus social determinants of 
psychiatric disorder. They are always psychosocial. 

3. To speak in biopsychosocial theory of biological, 
psychological, and social causes or etiologies of mental 
illness is to speak altogether too loosely, even in an 
infant science like psychiatry. It does make sense to 
speak of the biological causes of psychiatric disorder, 
for we are likely before long to be able to describe 
chemical events at central synapses that satisfy Koch's 
postulates for etiological agents. But it makes little 
sense to speak of the psychosocial causes. Rather, one 
is dealing here with psychosocial correlates and influ- 
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ences. Relationships are not invariant enough to quali- 
fy as causal or etiological. Michels (9) pointed out that 
psychodynamic formulations are more statements of 
the psychological meanings than of the causes of 
psychiatric symptoms. This is equally true of sociody- 
namic formulations. 

4. The neuroses and personality disorders are bio- 
logically determined. Put more accurately, they will 
soon be conclusively shown to have biological determi- 
nants. What is implied in this seemingly presumptuous 
statement is that we are not dealing so much with facts 
as with resolutions. It is the program of psychiatry as a 
scientific enterprise to find biological correlates for all 
psychiatric disorder; we behavioral scientists are re- 
solved to find them. We shall refine our observational 
techniques and modify our definitions of the neuroses 
and personality disorders until this result is achieved. 
With the publication of DSM-III, the process has 
already moved significantly forward. We shall even 
develop a physiology and biochemistry of experiential 
learning and cultural transmission. 

5. For reasons already suggested, biopsychosocial 
theory is not a theory of multiple etiologies. It is a 
theory of multiple perspectives on mental illness and 
wellness (10), only one of which, the biological, deals 
in causes. Unlike components or parts of a whole, 
multiple perspectives on a whole cannot be quantified. 
They can only be taken or not taken. Mental health 
professionals who can take only one perspective on 
mental illness obviously have difficulties with formal 
operations, which involve the ability to consider all 
possible perspectives. 

6. The biopsychosocial account is itself incomplete. 
It leaves out the moral-existential perspective which, as 
Yalom (11) has beautifully argued, regards mental 
illness as a failure of will, as a lack of commitment and 
responsibility. This perspective goes further to look at 
emotional distress as a loss of meaning and integrity, 
as the individual’s denial of mortality and his or her 
essential aloneness in the world. While biology pro- 
vides the most basic understanding of mental illness, 
the existential perspective provides the most meaning- 
ful account. It looks at psychiatric disorders less as 
diseases and more as character flaws. 

The result of these considerations is that mental 
illness must be viewed from multiple perspectives—the 
biological, the psychosocial, and the existential-moral. 
These three perspectives form a hierarchy going from 
the most concrete to the most abstract, from the most 
basic elemental to the most comprehensive meaning- 
ful. Contrary to the implications of the heritability 
estimate, the contributions of heredity and environ- 
ment to mental illness can neither be strictly separated 
nor precisely quantified any more than environmental 
factors can be quantitatively separated into psycholog- 
ical and social factors. The fact that inherited traits 
may have contributed only modestly to a specific case 
of mental illness does not argue that the illness is 
primarily caused by psychosocial factors. Rather, from 
the biological perspective, it is totally caused by bio- 
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logical processes, whether the constituent traits were 
inherited or acquired. From the psychosocial perspec- 
tive, the meaning of the illness lies in its correlation 
with psychological and social events. It makes little 
sense to speak of causes. This is even more obviously 
the case in taking the moral-existential perspective in 
which the patient’s disorder represents a character 
flaw and a sickness of the soul derived from his or her 
inability to find integrity and value in life. Meaning is 
everything here; cause is too concrete a category. A 
complete approach to the understanding of a case of 
mental illness involves taking each of these perspec- 
tives, starting from the most basic biological and going 
through the more holistic psychosocial, and, more and 
more as treatment progresses, taking the most abstract 
existential perspective. 


TREATMENT STAGING 


A description of treatment staging must begin and 
end with the realization that there can be no strict 
rules. Patients present their difficulties in such a multi- 
tude of incarnations, each demanding a specific at- 
tuned response, that strict codification is out of the 
question. Sometimes one must immediately medicate; 
at other times, the meaning of life and the reason for 
going on must be confronted at the outset; or the 
family must be brought in; or all the above must be 
done simultaneously. What.follows, then, should be 
taken not as rules but as guidelines for action. 

The first responsibility of the therapist is to meet and 
resolve danger and extreme suffering. Simultaneously 
or subsequently, he or she must attend to the condi- 
tions for a treatment alliance: take a careful history; 
demonstrate empathic understanding; provide sup- 
port; manage gross transference and countertransfer- 
ence distortions; formulate the diagnosis, the psycho- 
dynamics, and the goals of treatment; and secure an 
initial commitment from the patient that they will 
work together. At this point, the therapist is ready to 
assume the stance of psychiatric serialism (10) or serial 
pluralism, which enjoins that he or she will look at the 
case serially from the biological, psychosocial, and 
existential perspectives and render treatment accord- 


ingly. 
Treatment From the Biological Perspective 


In adopting the biological perspective on treatment, 
the therapist should ask the following interrelated 
questions: 

1. Have I missed the biologifal clues to diagnosis? 

2. More specifically, is there a family history of 
psychiatric disorder that should alert one to its inherit 
ed presence, even in disguised form, in the patient? Has 
there been a past history of a major psychiatric disor- 
der of which the present condition is a mild version? 

3. Are there subtle signs of a thought disorder (12)? 
Apart from gross incoherence, illogicality, and delu- 
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sion formation, is there vague, concrete, allusive, meta- 
phorical, pictorial, tangential, circumstantial, magical, 
suspicious, or referential thinking? Is there a panicky 
sense of fragmentation? Is there self-object fusion? Is 
there a deficient sensory barrier? 

4, Apart from gross depression or elation, are there 
subtle or masked signs of a mood disorder (13—15): 
anergia, anhedonia, agitation, expansiveness, fatigue, 
hypochondriasis, phobias, somatizations, indecisive- 
ness, obsessive ruminations, impulsivity, self-destruc- 
tiveness, stimulus hunger, emptiness, boredom, intol- 
erance of being alone, compulsive overactivity, verbal 
and ideational underactivity? Is there instability or 
periodicity of mood? 

5. Will the patient’s symptoms profit from a psy- 
choactive drug or other physical modality? Can medi- 
cation be used to promote a greater degree of cognitive 
and affective regulation without reinforcing attitudes 
of passivity or making the patient feel poisoned? 

6. If a first trial of medication is ineffective, or 
causes intolerable side effects, is there another medica- 
tion that might work? For example, in a phobia might 
not a monoamine oxidase inhibitor work instead of a 
tricyclic, or a serotonergic rather than an adrenergic 
tricyclic, or vice versa? In a schizotypal disorder, 
would loxapine or thiothixine prove helpful when 
haloperidol has not? 

7. If biological treatments are ineffective or only 
lead to complications, should one shift to the psycho- 
social mode and considey the possibility of transfer- 
ence-countertransference resistances to treatment? 


Treatment From the Psychosocial Perspective 


While cognitive and affective regulation is the pri- 
mary goal of biological treatment, psychosocial treat- 
ment, mounted on the stable platform of biological 
normality, aims to develop in the patient the following 
: capacities: 1) to form personal relationships character- 
ized by intimacy, mutuality, and affection; 2) to work 
productively with the sense that one’s product is 
valuable and that one’s intelligence and talents have 
been utilized; 3) to achieve a satisfactory group mem- 
bership on terms of individuation, i.e., without sacri- 
fice of personal autonomy (this may begin with the 
achievement of a health family structure, which is then 
replicated outside the family, or it may involve a 
radical renunciation of one’s inadequate family in 
order to join or create de novo an effective social 
system that meets one’s needs); and 4) to organize 
one’s life in accordance with the rules and obligations 
of society while retaining a sphere of personal freedom 
and privacy. E 

As indicated, these goals cannot be fully attained 
unless the biological substrates of mood and cognition 
are in good working order. One cannot have stable 
love, work, and social relations unless mood is rela- 
tively normal and stable and unless thinking processes 
are well organized, with good differentiation of inner 
and outer realities. 
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The modalities for achieving these psychosocial aims 
are individual psychodynamic therapy, behavior modi- 
fication, group therapy, and marital and family thera- 
py. These psychosocial therapies are geared toward 
promoting psychosexual and psychosocial develop- 
ment through the maturational stages, as outlined by 
Freud and Erikson and as amplified by neoanalytic 
theorists and adult developmentalists (16). The move- 
ment, in terms of component processes, is from passiv- 
ity to activity, from subjective fantasy to objective 
reality, from narcissism to mutuality, from primary 
process to ego control, from isolation to social related- 
ness, from symbiotic enmeshment to individuation. 
These passages are difficult, if not impossible, to 
achieve in the absence of a sound biological platform 
of normal affect and cognition. 

Is there staging within the psychosocial mode? This 
is a matter of personal style. In some hands, individual 
therapy always precedes and often runs concurrently 
with family interventions and group process, which are 
regarded as elaborations and adjuncts of the individual 
treatment relationship. In this model, which I favor, 
two-person relationships logically and psychologically 
precede systems membership and foster those separa- 
tion-individuation processes which protect the patient 
from becoming part of a “mob psychology." In other 
models, the order is reversed, with individual therapy 
serving in the adjunctive role. 


Treatment From tbe Existential-Moral Perspective 


The biological perspective looks at disturbed think- 
ing, feeling, and behaving as symptomatic expressions 
of disturbed neurophysiology. Treatment in this mode 
involves a medical intervention, such as a drug or an 
implanted electrode, aimed at modifying the underly- 
ing physical causes. The psychosocial perspective re- 
gards disturbed thinking, feeling, and behaving as 
expressions of faulty learning leading to maturational 
failures in mating, working, and socializing. Treat- 
ment, whether psychotherapy, family therapy, or 
group process, aims to provide new learning, to over- 
come developmental failure through corrective inter- 
personal relationships and social conditions. Here one 
operates less in the realm of causes and symptoms than 
of influences and immaturities. In the existential-moral 
perspective, one goes beyond causes, symptoms, influ- 
ences, and immaturities into a realm of pure value, 
where the ultimate aim is integrity of the person. 
Modern man's search for a soul has culminated in an 
inner transformation of the divided self into an inte- 
grated self. What this amounts to is healing one's 
character flaws and, in the process, developing a set of 
guiding ideals about medical, psychological, and moral 
health that give meaning to life. 

The form of therapy appropriate to such a task is a 
relationship that goes beyond contract to covenant 
(17). In a contractual relationship, an exchange is 
specified between material and psychological ele- 
ments: in return for the patient's promptness in paying 
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fees and keeping appointments and motivation to 
change through sharing feelings and trying out new 
behaviors, the therapist promises to provide expert 
diagnostic and treatment services and to refrain from 
using the patient to satisfy his or her personal needs, 
other than the need to do good professional work. In a 
relationship based on covenant, the moral qualities of 
trust and gratitude, of loyalty and devotion, and above 
all, of respect, are added to the exchange. The patient 
comes to trust the therapist because of repeated experi- 
ences of wise counsel and lack of defensiveness. The 
patient develops gratitude for the therapist's patience 
in confronting immaturities, unflappability under at- 
tack, and effective assistance in fostering personal 
improvement. For his or her part, the therapist acts in 
trust, forming a fiduciary relationship (18) with the 
patient, which means that the therapist can be counted 
on to act solely on behalf of the patient's psychiatric 
welfare, even if this means being strongly critical or 
paradoxical or spelling out the bottom line of the 
relationship, i.e., what the patient could do to disrupt 
It. 

The therapist becomes the patient’s fiduciary, in part 
by accepting payment for his or her services. But 
commitment cannot be simply bought; it must also be 
earned. The therapist becomes devoted to the patient 
out of respect for his or her willingness to work hard 
and to face the truth and in appreciation of the 
patient’s unique potentialities as a human being. 

Mutual loyalty develops and becomes the essence of 
a covenantal relationship. Out of respect for the 
patient but also in appreciation of the patient’s trust 
and willingness to share the intimate details of his or 
her unique life, the therapist becomes firm in the 
resolve to stand by the patient, even to tolerate a 
measure of moral failure, as the relationship is contin- 
uously tested and the therapist’s disapproval periodi- 
cally evoked. The patient, in turn and for corollary 
reasons, becomes loyal to the therapist and is willing to 
make allowances for inevitable disappointments in the 
therapist’s behavior as the relationship goes through 
narrow passages. 

Forging a covenantal relationship based on an 
earned loyalty bond, relatively resistant to cleavage, is 
the precondition for healing a character flaw. For only 
in the crucible of such a relationship, able to tolerate 
the darker instinctual energies released as the patient is 
prodded to take responsibility for his or her life, can 
integration of the self take place. What is required is an 
authentic personal relationship in which the therapist 
starts off as a good, strong parent and ends up as a 
loyal, tolerant friend. Only through such a personal 
relationship can the character-flawed individual 
achieve the organic unity of an authentic self, able to 
form an I-thou relationship and to face up to his or her 
own mortality. In the existential therapy relationship 
the therapist does not extend “unconditional positive 
regard," as Rogers termed it. The regard is sometimes 
unconditionally ruthless in pursuit of the patient’s 
welfare. 
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Beyond Eclecticism: Serial Pluralism 


This view of psychiatric practice is, to follow Ha- 
vens (19), pluralistic rather than eclectic. Eclecticism 
has too much the connotation of superficiality, of 
"jack-of-all-trades, master of none," to capture the 
stringent requirements of modern psychiatric profes- 
sionalism as conceived here. One cannot try a little 
medicine here, a little psychoanalysis there. The mod- 
ern psychiatrist worthy of the name must know as 
much about psychopharmacology as the competent 
internist knows about antibiotics and cardiac physiol- 
ogy. How else can he or she help nonmedical therapist 
colleagues deliver comprehensive care? In addition, the 
psychiatrist must have a profound knowledge of un- 
conscious processes and childhood psychogenesis, 
transference-countertransference phenomena, and 
classical and operant learning theory. And he or she 
must care enough about patients as persons to form a 
covenant with them to achieve moral integrity. 

To mount a treatment program along these lines, 
therapists must be capable of serially taking biological 
and psychosocial perspectives (10). Beyond biology 
and psychology, however, they must examine their 
patients’ moral and existential potentialities, their 
promise of becoming spiritual beings. For, at its best 
and broadest, modern psychiatry has this ambitious 
goal: to heal the brain, the mind, and the soul. 
Paradoxically, only with the advent of modern psycho- 
pharmacology could the psychiatrist secure the foun- 
dations of this tall tower of health. 
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The Manfred S. Guttmacher Award 


The American Psychiatric Association and the American Academy of Psychiatry and the Law 
invite applications for the annual Manfred S. Guttmacher Award. The award is given for an 
outstanding contribution to the literature of forensic psychiatry in the form of a book, 
monograph, paper, or any other work, including audiovisual presentations, submitted to or 
presented at any professional meeting or published between November 1, 1982, and July 1, 
1983. The award will be formally presented in May 1984 at the Convocation of Fellows of the 
American Psychiatric Association at its annual meeting in Los Angeles. The recipient will be 
asked to give a lecture at the APA annual meeting and a presentation at the American Academy 
of Psychiatry and the Law meeting held in conjunction with the APA annual meeting. An 
honorarium of $500 is provided. 


Anyone who wishes to apply should submit six copies of the work, along with six copies of an 
abstract, to Robert Sadoff, M.D., Chairperson, Guttmacher Award Board, American Psychiat- 
ric Association, 1400 K Street, N.W., Washington, DC 20005. 


Entries received by July 1, 1983, will be considered. Entries will be acknowledged but will not 
be returned. 
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Editorial 





The APA Position Statement 
on the Insanity Defense 


he insanity defense is one of the most controversial and emotional legal issues of 

our time. The value of the defense to our legal system and proposals for reform 
of the defense have been the subject of heated debate for many years among 
psychiatrists and the public at large. During the trial of John Hinckley, public 
opinion on the issue became ever more polarized. Following the verdict of “not 
guilty by reason of insanity," politicians and other public figures called for reform of 
federal and state insanity defense laws. The U.S. Congress witnessed the introduc- 
tion of a profusion of bills to reform federal insanity rules. Everywhere, the question 
was asked, “Where does psychiatry stand on the issue?” 

With the Hinckley verdict as a catalyst, the officers of the American Psychiatric 
Association established a four-member work group to sift through longstanding 
psychiatric debate and opinion on the issue and find a common ground upon which 
organized psychiatry might stand. Loren Roth, M.D., M.P.H., Director of the Law 
and Psychiatry Program at Western Psychiatric Institute and Clinic and Professor of 
Psychiatry at the University of Pittsburgh, was named chair. 

By Labor Day, 1982, Dr. Roth and his group had prepared the first draft of a 
response to the issues and circulated it for comment to APA’s Council on Govern- 
mental Policy and Law, chaired by Alan A. Stone, M.D., Touroff-Glueck Professor of 
Law and Psychiatry in the Faculty of Law and the Faculty of Medicine at Harvard 
University. 

With Dr. Stone's aid and wise counsel, Dr. Roth revised the draft and circulated it 
to a large number of nationally known experts on the insanity defense. The reaction . 
was overwhelmingly positive; comments and suggestions were incorporated into a 
third draft being readied for presentation to the APA Assembly (house of delegates). 
The Assembly, recognizing the need for a timely document, made several modifica- 
tions and approved the paper for policy consideration by the APA Board of Trustees. 
After further minor modifications the Board gave its final approval to the paper in 
late December. 

Now published as a Special Article in this issue of the Journal, this is the first 
comprehensive position statement on the insanity defense to be developed and 
adopted by APA. It is a well-crafted and concise statement, which reflects the current 
thought and opinion of the vast majority of psychiatrists who are informed and 
concerned about the insanity defense issue. It is not a perfect statement or a 
statement for all time. In my judgment, however, it will permit psychiatry to be a 
more active and constructive participant in the present societal debate over the 
future of the insanity defense. 


H. KEITH H. BRODIE» M.D. 


Dr. Brodie, immediate Past President of the American Psychiatric Association, is 
Chancellor of Duke University, Durham, N.C. 
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Are Patients With Chronic Pain Depressed? 


Keith G. Kramlinger, M.D., David W. Swanson, M.D., and Toshihiko Maruta, M.D. 


Of 100 consecutive patients treated in a program 
for management of chronic pain, 25 were definitely 
depressed, 39 were probably depressed, and 36 were 
not depressed, Comparisons between the definitely 
depressed and nondepressed groups showed them to 
have strikingly similar characteristics as well as 
treatment outcome. Nearly 90% of the definitely 
depressed patients showed resolution of their 
depression without use of antidepressant medication. 

(Am J Psychiatry 140:747—749, 1983) 


he relationship between chronic pain and depres- 

sion is of clinical importance and research inter- 
est. The reported incidence of depression in patients 
with chronic pain varies considerably. Blumer and 
Heilbronn (1) reported that 83% of patients with 
cHtonic pain showed definite depression, as measured 
by projective tests. Large (2), by means of single- 
physician, nonstructured clinical interviews, encoun- 
tered depression in 31% of patients with chronic pain. 
On the basis of a 57-item depression questionnaire, 
Pilowsky and associates (3) found a 10% incidence of 
depression in patients with chronic pain. 

Description of the depression seen in patients with 
chronic pain also has varied. Bradley (4) reported a 
series of 35 patients with chronic pain; each had an 
endogenous depression. Large (2) noted that endoge- 
nous depression predominates but either endogenous 
or reactive depression may be seen. Pilowsky and 
associates (3) reported a similar observation. Stern- 
bach (5) emphasized that chronic pain is usually 
associated with reactive depression. 

It was the purpose of this study to examine the 
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incidence and nature of depression in patients referred 
to a pain center for management of pain of nonmalig- 
nant origin that had lasted longer than 6 months; the 
effect of depression on treatment outcome was also 
evaluated. Depression was defined by the Research 
Diagnostic Criteria (RDC) (6) for major depressive 
disorder and endogenous major depressive disorder. 


METHOD 


The original patient population consisted of 122 
patients admitted consecutively to a pain center for 
management of chronic pain. The details of the pain 
center program have been published previously (7); it 
is a 3-week inpatient program intended to help the 
patient and the family cope with pain more effectively, 
to reduce intake of medication to a minimum, to teach 
self-treatment methods, and, if possible, to reduce 
pain. Admission criteria include pain problem for 6 
months or longer, no related malignant disease, no 
specific medical or surgical treatment applicable, no 
litigation pending, and acceptance of the treatment 
program by the patient. Treatment consists of behavior 
modification, physical rehabilitation measures, medi- 
cation management, education, group discussion, bio- 
feedback-relaxation techniques, family member partic- 
ipation, and supportive psychologic treatment. 

Of the 122 patients, 22 (18%) left the program after 
the initial phase of the program (2 to 7 days); the 
major reasons for leaving were inability of the patient 
to accept that the pain could not be cured, litigation 
factors, and complicating medical disorders. All of the 
patients were treated by clinical residents and consul- 
tants who were not aware of the study. None of the 
patients was treated with antidepressant medication. 

On admission, the following information was re- 
corded: personal data (age, sex, marital status, educa- 
tional and occupational experiences, pertinent family 
history), pain history (location, duration, severity, 
neurologic and orthopedic diagnoses, number of oper- 
ations for pain), drug history, RDC diagnosis, and 
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scores on the Minnesota Multiphasic Personality In- 
ventory (MMPI) (8), Shipley-Hartford scale (9), and 
Hamilton Rating Scale for Depression (10). On dis- 
missal, the following information was recorded: pain 
severity, standardized ratings of the patient’s response 
to treatment, RDC ratings, and Hamilton scale score. 

The time between admission evaluations and dis- 
missal evaluations varied from 17 to 25 days, with a 
mean of 19.5 days. All of the admission and dismissal 
Hamilton scale and RDC ratings were done by the 
same psychologist, who has a master’s degree and has 
had extensive training under the supervision of one of 
us (T.M.). 

Comparison of the definitely depressed and nonde- 
pressed groups was done with chi-square analysis or 
the two-tailed t test for statistical significance. 


RESULTS 


Of the 100 patients studied, 38 were men and 62 
were women. Their ages ranged from 23 to 67 years 
(mean=43.6 years). Eighty-four of the patients were 
married. Educational levels varied from 6 to 20 years 
(mean=12.6 years). Eighty-eight patients had pain 
mainly in the back or extremities or both, 4 had pain 
specifically in the abdomen or perineum, 1 had pain in 
the face and head, 1 had pain in the chest, and 6 had 
pain in the “total body.” None of the patients had 
medical-neurologic-surgical diagnoses that could ex- 
plain the magnitude of their pain complaint; 52 and 61 
of the depressed and nondepressed patients, respective- 
ly, had a negative neurologic evaluation, and 60 and 
64, respectively, had either normal or nonspecific 
orthopedic diagnoses. 

Twenty-five of the patients were definitely de- 
pressed, 39 were probably depressed, and 36 were not 
depressed, as defined by the RDC for major depressive 
disorder. To maximize differences between groups, and 
thus clarify potential distinctive characteristics of each, 
we compared only the definitely depressed and nonde- 
pressed groups. 

The mean (+SD) ages of the depressed and nonde- 
pressed groups were 44+11 and 45+10 years, respec- 
tively. The depressed group contained 18 women and 
7 men, and 22 of them were married; the nondepressed 
group contained 18 women and 18 men, and 22 of 
them were also married. These differences were not 
statistically significant, nor were the mean years of 
education (12.4 and 12.9 years) or age when the 
patients started working (17.5 and 17.4 years). There 
were also no significant differences between the groups 
regarding location of pain, mean (+SD) duration of 
pain (89+96 and 85+91 months, respectively), or loss 
of work due to pain (27+23 and 32+40 months). On 
a scale of 0 (no pain) to 10 (maximum imaginable 
pain), the depressed and nondepressed groups had 
mean (+SD) pain levels of 5.342.0 and 4.5+2.0, 
respectively, at admission and 5,2+2.5 and 4.4+2.4 at 
dismissal; the differences between the groups were not 
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significant. Receipt of compensation (11% and 21%), 
incidence of drug abuse or dependency (11) (4896 and 
47%), and family history of psychiatric illness (36% 
and 39%) or chronic pain (5696 and 50%) did not 
differ significantly between the groups. 

The mean Shipley-Hartford scale scores for verbal 
IQ (115 and 113) and abstraction IQ (107 and 99) did 
not differ significantly between the depressed and 
nondepressed groups. MMPI profiles were similar in 
both groups, with no mean T scores on individual 
scales differing significantly. The differences on the D 
(72 and 65), Sc (69 and 56), and Si (57 and 50) scales 
approached statistical significance, each being higher 
in the depressed group than in the nondepressed 
group. 

By definition, 100% of the depressed group met the 
RDC for definite major depressive disorder on admis- 
sion, whereas none. of the nondepressed group did. 
Five patients (596 of the total population, 2096 of the 
definitely depressed group) fulfilled the RDC for defi- 
nite endogenous major depressive disorder. 

On admission, the mean (X SD) score on the 21-item 
Hamilton Rating Scale for Depression of the depressed 
group was 22.7 5.1 and the score of the nondepressed 
group was 14.8:-4.8 (t=6.1, df=60, p«.001). On 
admission, 19 (7696) of the depressed group had total 
Hamilton scale scores of 18 or higher, compared with 
14 (39%) of the nondepressed group. 

Of the 25 definitely depressed patients identified on 
admission, 22 (88%) were categorized by the RDC as 
having no major depressive disorder at the time of 
dismissal. Two (8%) had probable and 1 (496) had 
definite major depressive disorder. 

Total Hamilton scale scores at dismissal did not 
differ significantly between the depressed and nonde- 
pressed groups (8.54.7 and 6.6+2.9, respectively). 
At dismissal, 19 (76%) and 33 (92%) of the depressed 
and nondepressed groups, respectively, had total Ham- 
ilton scale scores of 10 or less. There was significant 
improvement between the admission and dismissal 
total Hamilton scores in both depressed (t=10.6, 
p<.001) and nondepressed (t=9.4, p<.001) groups. 
Detailed analysis of individual Hamilton scale items is 
reported elsewhere (12). 

Ratings of overall treatment outcome were based on 
improvement in attitude modification, medication re- 
duction, and physical functioning as observed by the 
clinical staff at the pain center (kappa coefficient-.76) 


~ (13). Both depressed and nondepressed groups made 


moderate improvement in all three areas; the differ- 
ences were not significant, with overall improvement 
of 3.4 on a 0—4 scale (4 being the best result) in both 
groups. ° 


DISCUSSION 
The definite diagnosis of depression in 25% of our 


sample of patients with chronic pain confirms the 
association between chronic pain and depression, and 
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our figure is compatible with those from several previ- 
ous reports (2, 14). Nearly two-thirds of our patients 
were depressed when the less stringent criteria of 
probable depression were used, an incidence ap- 
proaching that reported by Blumer and Heilbronn (1). 
The finding of endogenous depression in 5% of the 
entire study sample and 20% of the definitely de- 
pressed group is not dissimilar from the observation of 
Sternbach (5) that reactive depression predominates in 
patients with chronic pain. 

The male-female ratio was lower in the depressed 
group, but the difference was not statistically signifi- 
cant. Personal and pain data and treatment outcomes 
in the two groups were similar, and nearly 90% of the 
definitely depressed patients showed resolution of their 
depression on completion of the pain management 
program. None of these patients received antidepres- 
sant medication while participating in this program. 

Explanations for both the observed similarity be- 
tween groups and the resolution of depression are 
open to speculation. The similarity between groups 
may result from a relatively minor effect of depression 
compared with the very powerful distinctive nature of 
the pain experience. Alternatively, the similarity may 
result from a similar premorbid personality, life situa- 
tion, degree of sophistication, or coping mechanisms 
or a continuum of depression among all patients with 
chronic pain. 

Improvement of depression may be due to one or 
several of the following: 1) acceptance of pain, 2) 
mastery of the pain, 3) improved understanding of 
chronic pain with more realistic planning, 4) expecta- 
tion of a changed milieu at home resulting from family 
participation in the pain management program, 5) 
increased physical activity, 6) withdrawal from the 
effects of analgesics and sedatives, 7) happiness about 
Ifaving the rigor and stress of the pain center, or 8) 
alteration of an underlying biochemical process by 
some combination of the aforementioned physical and 
psychologic factors. 
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It is beyond the scope of this paper to speculate 
about causal relationships between chronic pain and 
depression. Is pain a depressive symptom or is depres- 
sion a result of chronic pain? Is there a shared bio- 
chemical change involved (12)? Further studies are 
indicated to elucidate these issues. 
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Plasma Cortisol Secretion and REM Period Latency 
in Adult Endogenous Depression 


Gregory M. Asnis, M.D., Uriel Halbreich, M.D., Edward J. Sachar, M.D., 
R. Swami Nathan, M.D., Lynn C. Ostrow, M.A., R.N., Hana Novacenko, M.S., 
Mark Davis, M.P.H., Jean Endicott, Ph.D., and Joaquim Puig-Antich, M.D. 


The authors studied the relationship of plasma 
cortisol secretion and REM period latency in 25 
patients with endogenous depression. The 8 patients 
(32%) with cortisol hypersecretion had a 
significantly shortened REM period latency in 
comparison with the 17 with normal cortisol 
secretion. Furthermore, an extremely short REM 
latency (20 minutes or less) occurred almost 
exclusively in those with cortisol hypersecretion. The 
authors discuss possible neurotransmitter 
disturbances responsible for these abnormalities and 
the clinical implications of these findings. 

(Am J Psychiatry 140:750—753, 1983) 


dios hypersecretion is one of the most consis- 
tently and extensively reported neuroendocrine 
disturbances of adult patients with endogenous depres- 
sion. It has been evaluated by various approaches, 
including determinations of 24-hour urinary cortisol 
production rates, isotope dilution methods, and moni- 
toring of plasma cortisol through an indwelling cannu- 
la at 20- to 30-minute intervals over 24 hours. All 
these methods have found that 40% to 50% of adult 
patients with major depressive disorders exhibit corti- 
sol hypersecretion during illness which normalizes 
after recovery (1, 2). 

Another biological disturbance frequently occurring 
in patients with endogenous depression is the presence 
of various sleep disturbances; shortened REM period 
latency is the most consistently reported (3, 4). It is 
therefore of interest to study the relationship of these 
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two psychobiological markers of depressive illness in 
the same endogenously depressed patients. If they are 
associated, one can look at the neuroregulatory sys- 
tems common to both markers, which are likely to be 
central to the pathophysiology of depressive disorders, 
and then follow these new leads. 


METHOD 


Twenty-five patients (18 women and 7 men) with a 
mean age (+SD) of 40.8+14.9 and a mean (+SD) 
Hamilton depression score of 26.2+5.7 (minimum 
score of 18) were hospitalized and participated in the 
study after giving informed consent. All patients were 
drug free for a minimum of 7 days before the study. 
They were medically healthy with normal physical and 
laboratory examinations, including a routine EEG and 
a thyroid profile. 

Before being studied, all of the patients were given 
the Schedule for Affective Disorders and Schizophrenia 
(SADS) (5) by a trained rater with the research asse$s- 
ment and training unit and diagnosed according to the 
Research Diagnostic Criteria (RDC) of Spitzer and 
associates (6) as having a major depressive disorder, 
endogenous subtype. The following subtypes of de- 
pression were represented: 17 unipolar and 8 bipolar, 
17 primary and 8 secondary (3 secondary to drug 
abuse, a minimum of 2 years earlier; 2 secondary to 
alcoholism, a minimum of 6 months earlier; 2 second- 
ary to panic disorder; and 1 secondary to an obsessive 
compulsive disorder), 11 agitated, 11 retarded, and 5 
psychotic. 

Patients were studied in a sleep laboratory where all- 
night polysomnographic records were obtained using 
conventional polysomnographic methods (7). Record- 
ings made on night 1 were used for this evaluation 
because it was free of any cannula effect and because 
patients with endogenous depression have been report- 
ed not to have the significant first-night effect seen in* 
normal subjects (8), i.e., an adaptation effect on sleep 
stages, particularly REM period latency (personal 
communication from Dr. Kupfer to Dr. Asnis, June 
1980). Sleep records were scored blindly by trained 
personnel of the sleep unit using the method of Rechts- 
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chaffen and Kales (7). In particular, REM period 
latency was defined as the elapsed time from sleep 
onset to the first REM period (consisting of at least 2 
minutes of REM) (9). A very short REM period latency 
was defined as 20 minutes or less (10). 

After the patient’s first night in the sleep unit, an 
angiocatheter was inserted in the forearm vein at 9:30 
a.m. and kept patent with a saline drip. Twenty-two of 
the 25 patients had a complete 24-hour study; 3 
patients had a partial study due to subcutaneous 
infiltration of the angiocatheter. Because all of the 
patients had complete blood sampling between 1:00 
and 4:00 p.m. and the mean 1:00 to 4:00 p.m. plasma 
cortisol has been shown to be highly correlated with 
the mean 24-hour plasma cortisol in depressive and 
normal subjects (11, 12), the mean 1:00 to 4:00 p.m. 
plasma cortisol was used as an integrated index of 
cortisol secretion (in the 22 patients of the current 
study who had a complete 24-hour study, the mean 
1:00 to 4:00 p.m. plasma cortisol was highly correlat- 
ed with mean 24-hour plasma cortisol: r=.84, p<.01, 
two-tailed). A mean 1:00 to 4:00 p.m. plasma cortisol 
of more than 10 wg/dl was used to define cortisol 
hypersecretion; this level has been shown to be pre- 
dominantly outside the normal range—only 6% (2 of 
32) had levels greater than 10 pg/dl, whereas 40% of 
subjects with endogenous depression (20 of 52) had 
values greater than 10 peg/dl (13). 

We analyzed the plasma samples in duplicate by a 
modified competitive protein-binding method (14), 
using Florisil to separate bound from free factions. 
Intraassay and interassay coefficients of variation of 
duplicate samples were 2.8% and 9%, respectively. 


RESULTS 

As can be seen in figure 1, the REM latency of the 25 
patients was not normally distributed but skewed to 
the left. Therefore, the REM period latency was log- 
transformed before we conducted any statistical analy- 
sis of the data. A very short REM period latency of 20 
minutes or less defined 10 of the 25 patients (40%). 
These patients were not statistically different from 
patients with a REM period latency of more than 20 
minutes in regard to age or Hamilton depression score. 
Patients with unipolar depression did not differ from 
those with bipolar depression: 51+41.9 minutes ver- 
sus 33.5 41.2 minutes, respectively (F=.96, df=1, 
23). An analysis of covariance, controlling for age and 
Hamilton depression score, was also not significant 
(F=.82, df=1, 21); nor did patients with primary 
depression differ from those with secondary depres- 
sion: 46.3+47.4 minutes versus 43.6+28.5 minutes, 
respectively (F=.02, df=1, 23). An analysis of covari- 
ance controlling for age and Hamilton depression 
score was not significant (F=.36, df=1, 21). 

Eight of the 25 subjects (32%) exhibited cortisol 
hypersecretion. In addition, the mean 1:00 to 4:00 
p.m. plasma cortisol was positively correlated with age 
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FIGURE 1. REM Period Latency Distribution in 25 Depressed 
Patients 
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(r=.46, p<.05, two-tailed). Patients with unipolar 
depression did not differ from those with bipolar 
depression: 8.13.3 yg/dl versus 9.2+2.4 pg/dl, re- 
spectively (F=.74, df=1, 23). An analysis of covari- 
ance controlling for age and Hamilton depression 
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CORTISOL SECRETION AND REM PERIOD LATENCY 


FIGURE 3. Mean REM Period Latency Versus Mean 1:00 to 4:00 
p.m. Plasma Cortisol Level in 25 Depressed Patients? 
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®r=— 44, p<.05; r=—.35, p<.10, when age and severity of depression were 
controlled for. 


score was also not significant (F=.40, df=1, 21); and 
patients with primary depression did not differ from 
those with secondary depression: 8.3+3.0 mg/dl versus 
7.7X3.2 wg/dl, respectively (F=.45, df=1, 23). An 
analysis of covariance controlling for age and Hamil- 
ton depression score was also not significant (F=.03, 
df=1, 21). | 

As can be seen in figure 2, patients with cortisol 
hypersecretion had a significantly shorter REM period 
latency than those with normal secretion (F=8.56, 
df=1, 23, p<.008, two-tailed). An analysis of covari- 
ance was performed with age and Hamilton depression 
scale score as covariates; patients with hypersecretion 
still had a significantly shorter REM period latency 
than those with normal secretion (F=5.02, df=1, 21, 
p<.04, two-tailed). A REM period latency of 20 
minutes or less identified 6 of 8 patients with hyperse- 
cretion and only 4 of 17 patients with normal secretion 
(p=.022, Fisher exact test, two-tailed). 

REM period latency was negatively correlated with 
the mean 1:00 to 4:00 p.m. plasma cortisol (figure 3). 
A partial correlation controlling for age and severity 
was performed: although the correlation of REM 
period latency and mean 1:00 to 4:00 p.m. plasma 
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cortisol was reduced, it still showed a nonsignificant 
trend (figure 3). Age was correlated with REM period 
latency (r=—.32) and with 1:00 to 4:00 p.m. cortisol 
(r=.45). Severity was minimally correlated with these 
variables (r=—.13 and r=.01, respectively). Therefore, 
age was the main factor to control for. 


DISCUSSION 


We defined approximately one-third of these pa- 
tients with endogenous depression as exhibiting corti- 
sol hypersecretion, a finding similar to that reported by 
others in the literature (1, 2). Our data suggest that 
there is an association of plasma cortisol secretion and 
REM period latency in patients with endogenous 
depression. A small part of the association between 
REM period latency and plasma cortisol is due to their 
common association with age (9, 15—17), but most of 
the variance is independent of age. Patients with 
cortisol hypersecretion had a significantly shorter first 
REM period latency than patients with normal cortisol 
secretion. Furthermore, depressive patients with a very 
short REM period latency (20 minutes or less) were 
found almost exclusively to have cortisol hypersecre- 
tion. Thus, a group of patients with endogenous 
depression with the neuroendocrine disturbance of 
cortisol hypersecretion were found often to have an- 
other biological disturbance—shortened REM period 
latency. Recently, another parameter of cortisol distur- 
bance—dexamethasone resistance (like cortisol hyper- 
secretion in this paper) was found to be associated 
with a shortened REM period latency (18). 

It is tempting to speculate about whether any com- 
mon underlying mechanisms regulate cortisol secretion 
and REM period latency in endogenous depression. 
Pharmacological agents that lower noradrenergic ac- 
tivity or raise cholinergic activity have been shown to 
raise cortisol secretion (19—22) and reduce REM laten- 
cy (23) in man and animals. A noradrenergic deficit 
and/or a cholinergic excess, which have been hypothe- 
sized in depression (24), may be responsible for the 
association of cortisol hypersecretion and shortened 
REM period latency in endogenous depression. Precise 
underlying mechanisms await clarification. 

An extremely shortened REM period latency (less 
than 20 minutes) appears to occur predominantly in 
patients with cortisol hypersecretion. À most impor- 
tant question is whether the association of cortisol 
hypersecretion and shortened REM period latency 
defines any special clinical features (such as symptoms, 
diagnostic subtypes, and treatment responsivity) and if 
other biological markers cluste» with them in adults 
with endogenous depression. 
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CSF Copper Concentrations in Chronic Schizophrenia 


David Shore, M.D., Steven G. Potkin, M.D., Daniel R. Weinberger, M.D., 
E. Fuller Torrey, M.D., Robert I. Henkin, M.D., Raghunath P. Agarwal, Ph.D., 
J. Christian Gillin, M.D., and Richard Jed Wyatt, M.D. 


The authors used a sensitive flameless atomic 
absorption spectropbotometric procedure to measure 
CSF copper concentrations in normal controls, 
former beroin addicts, and unmedicated and 
medicated chronic schizopbrenic patients and found 
no significant differences in CSF copper levels 
between these groups. Schizophrenic women had 
significantly lower CSF copper levels than 
schizophrenic men, but no significant differences 
were found between control men and control 
women, There were no differences in CSF copper 
levels between patient subgroups with respect to 
diagnostic subtype (acute versus chronic, paranoid 
versus chronic undifferentiated), length of 
hospitalization, race, medication status, platelet 
monoamine oxidase values, or CAT scan 
abnormalities. 

(Am J Psychiatry 140:754—757, 1983) 


opper, an essential trace element with many ef- 

fects in humans, is intimately involved in brain 
myelination. Copper functions as a cofactor in dopa- 
mine B-hydroxylase, an enzyme involved in the con- 
version of dopamine to norepinephrine. Because these 
catecholamine neurotransmitters have been linked to 
the mechanism of action of antipsychotic drugs and to 
neuropsychiatric pathology, measurements of CSF 
copper concentrations seem relevant to psychiatric 
research. 

Although several researchers (1—4) have reported 
elevated concentrations of serum copper in some 
schizophrenic patients, such elevations in serum cop- 
per concentrations may be nonspecific; increases of 
similar magnitude have been observed with myocardi- 
al infarction, stress, lymphoma, leukemia, iron defi- 
ciency and other dietary factors, hepatic disease, renal 
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disease, and acute and chronic infections (5, 6). Abood 
and associates (7) found increased serum ceruloplas- 
min in some persons with schizophrenia, mental retar- 
dation, psychomotor epilepsy, pregnancy, and a varie- 
ty of other conditions. They concluded that this non- 
specificity made the measurement of serum 
ceruloplasmin of little, if any, diagnostic value. 

Because of some reports of elevated serum copper 
and ceruloplasmin concentrations in patients with 
schizophrenia and the possible relationship to the 
underlying disease process, D-penicillamine has been 
given to such patients in an attempt to reduce the 
hypothesized elevated copper load (8-12). Nicolson 
and associates (8) reported beneficial effects of D- 
penicillamine in chronic schizophrenia. Their hypothe- 
sis was that therapeutic effects were due to increased 
urinary copper excretion that’ resulted in inhibition of 
a copper-containing catecholamine-synthesizing en- 
zyme. Nevertheless, several studies have demonstrated 
no penicillamine-related improvements. Hollister and 
associates (9) found no clinical improvement in 13 
schizophrenic patients given 1 g/day of penicillamine 
for 5 weeks. Affleck and associates (10) reported po 
improvement attributable to penicillamine in 10 acute 
or chronic schizophrenic patients in a double-blind 
crossover study. Brooker and associates (11) were also 
unable to show any positive effect of penicillamine 
over placebo in chronic nonparanoid schizophrenic 
patients, regardless of whether or not the patients were 
taking neuroleptics. 

Brain concentrations of copper have been studied by 
Greiner and associates (13), who found no statistically 
significant differences between schizophrenic patients 
and normal controls. Weiner and associates (14) re- 
ported that chronic administration of chlorpromazine 
reduces copper concentrations in the frontal cortex, 
caudate nucleus, and cerebellar hemisphere of the 
guinea pig. 

When Bogden and associates (15) studied CSF and 
plasma copper as well as other metals in patients with 
neurological diseases, they found that patients with, 
cerebral infarcts had elevations of copper in CSF and 
in plasma. They also reported that none of the CSF 
trace metal concentrations could be reliably estimated 
from the plasma concentrations, and none of the trace 
metal concentrations except magnesium was correlat- 
ed significantly with CSF protein (15). 
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Tyrer and associates (16) measured CSF copper by 
limited aspiration flame atomic absorption spec- 
trophotometry in 8 patients with acute schizophrenia 
(6 had been neuroleptic-free for at least 1 month) and 
in 6 patients undergoing myelography for suspected 
lumbar disc lesions. The mean (+SD) CSF copper 
concentration, expressed in parts per billion (ppb), in 
the schizophrenic patients (49.5+22.2 ppb) was sig- 
nificantly lower than the control values (126.4+64.1 
ppb). Neither age, race, presence of persecutory de- 
lusions, nor administration of a neuroleptic drug 4 
days before lumbar puncture (in 2 schizophrenic pa- 
tients) was reported to affect CSF copper concentra- 
tions. 


METHOD 


Our normal control group comprised paid volun- 
teers (N=14; mean age=33.0 years) recruited by 
notices posted at a large psychiatric hospital in a major 
city. They were in good health and denied significant 
medical, psychiatric, and substance abuse disorders. 
Another group (N=10; mean age=27.7 years) was 
recruited from subjects with a history of heroin addic- 
tion who had not taken drugs for 2—4 months and 
were living in a therapeutic community on the hospital 
grounds. The schizophrenic patients (N=51; mean 
age=29 years) were also from the same hospital and 
received the same diet as the former heroin addicts. 
Diagnoses were based on Research Diagnostic Criteria 
(RDC) (17); criteria for paranoid and paranoid fea- 
tures subgroups are described elsewhere (18). Unmedi- 
cated patients (N=28; mean age=28 years) had been 
neuroleptic-free for 3—4 weeks. Medicated patients 
(N=23; mean age=30.2 years) had been taking neuro- 
leptics for at least 1 month, and many had been on 
‘neuroleptic medication for 1-10 years or more. The 
medicated and unmedicated schizophrenic patients did 
not differ with respect to average length of hospitaliza- 
tion. Since oral contraceptives may alter compartmen- 
talization of copper, we determined that none of the 
schizophrenic patients and only 1 normal volunteer 
had been taking oral contraceptives at the time that 
CSF was obtained. 

After informed consent had been given by the sub- 
jects and/or their families, CSF (approximately 22 ml) 
was obtained in the morning by routine lumbar punc- 
ture. We did not use CSF that contained blood for 
these assays; the fluid analyzed was from the 10th to 
15th ml taken. To screen for a gradient in CSF copper, 
several first and last milliliter samples from the same 
subject were analyzéd. 

All samples were stored at —40°C after collection 
and were analyzed on a blind basis. Data were ana- 
lyzed by using one-way analysis of variance, Pearson 
product-moment correlation coefficient, and Student’s 
t test. Levene’s test was used to test for inequality of 
variance. CSF was assayed by flameless atomic absorp- 
tion spectrophotometry with the method described by 
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Agarwal and Henkin (19). Duplicate samples differed 
by no more than +3%. 


RESULTS 


Our data on CSF copper concentrations are present- 
ed in table 1. We found no significant differences in 
CSF copper concentrations between unmedicated 
schizophrenic patients, schizophrenic patients taking 
neuroleptics, former heroin addicts, and normal con- 
trols and between black patients and white patients. 
Schizophrenic women had significantly lower CSF 
copper concentrations than schizophrenic men; how- 
ever, the difference in CSF copper concentrations 
between the control men and the control women was 
not significant, The unmedicated schizophrenic wom- 
en had the lowest CSF copper concentrations, but the 
difference between their mean values and those of the 
control women was not significant. The difference 
between unmedicated and medicated schizophrenic 
women was also not significant. The 1 control subject 
taking an oral contraceptive had a CSF copper concen- 
tration of 6 ppb, which is slightly lower than the mean 
but within the range for all control women. 

We were unable to find any evidence of a CSF 
copper gradient. When we analyzed the first and last 
milliliter of CSF from 3 patients, we found no trend 
toward increasing or decreasing copper concentra- 
tions. Correlation coefficients showed no significant 
relationship between CSF copper concentrations and 
duration of hospitalization or platelet monoamine 
oxidase activity. Subtyping by diagnosis (paranoid, 
paranoid features, or chronic undifferentiated schizo- 
phrenia) or CAT scan abnormalities did not reveal any 
differences in CSF copper concentrations. The scatter- 
gram (figure 1) also reveals no clusters of patients with 
high or low CSF copper concentrations compared with 
the levels of the normal controls, other than a possible 
cluster of unmedicated schizophrenic women. 

Since we have also measured CSF zinc concentra- 
tions in the same subjects (20), we compared their CSF 
copper and CSF zinc concentrations. Correlations 
were significant for the normal controls (r=.59, 
p=.03) and for all subjects combined (r=.24, p=.04). 
There were no significant correlations between CSF 
copper concentrations and CSF zinc concentrations in 
the schizophrenic patients or in the former heroin 
addicts. 


DISCUSSION 


Although the concentration of copper in the CSF of 
patients with schizophrenia is not significantly differ- 
ent from that of normal volunteers, these results may 
not reflect differences in brain concentration of copper. 
Copper in the CNS may have regional variations in 
concentration, and comparison of schizophrenic pa- 
tients and controls could demonstrate differences in 
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TABLE 1. Mean CSF Copper Concentrations in Schizophrenic Patients, Control Subjects, and Former Heroin Addicts 


Number of Patients 


CSF Copper Concentrations (ppb) 


Total Sex Race Total Group Men Women 
Subject Group Group Men Women Black White Mean SD Mean SD Mean SD 
Schizophrenic 51 38 13 31 20 7.6 1.8 8.0 1.7 6.53 1.7 
Unmedicated 28 20 8 11 17 7.3 1.8 7.9 1.6 5.96 1.6 
Taking neuroleptics 23 18 5 20 3 7.9 1.9 8.0 2.0 7.4 1.5 
Normal control 14 9 5 13 1 749 3.1 7.4 3 7.6 1.5 
Former heroin addict 10 8 2 9 1 6.9 1.6 — — — — 


aSignificantly lower than all schizophrenic men (t=2.86, df=49, p=.006). 


Significantly lower than unmedicated schizophrenic men (t=2.93, df=26, p=.007). 


FIGURE 1. CSF Copper Concentrations in Unmedicated Schizo- 
phrenic Patients, Schizophrenic Patients Taking Neuroleptics, Nor- 
mal Control Subjects, and Former Heroin Addicts 
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specific nuclei that would not readily be reflected in 
CSF copper. 

The reason for schizophrenic women exhibiting 
lower CSF copper concentrations than schizophrenic 
men cannot easily be explained. Tyrer and associates 
(16) found that schizophrenic men and schizophrenic 
women had similarly low levels of CSF copper, al- 
though their number of patients was small. The results 
we obtained differ from those of Tyrer and associates 
(16) for several possible reasons. First, the develop- 
ment of the assay procedures that we used revealed 
several potential sources of error in studies done before 
that of Agarwal and Henkin (19). The values we 
obtained were compared by methods of standard 
additions and serial dilutions, and all samples were 
assayed on a blind basis; recovery of copper added to 
CSF and serial dilution was no less than 97%, and 
duplicate samples did not differ by more than +3%. 
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The apparently elevated values obtained by Tyrer and 
associates (16) can be related to high background due 
to their lack of an appropriate background correction, 
which would eliminate CSF matrix effects (19). Sec- 
ond, Tyrer and associates studied acute schizophrenic 
patients, and our patients were chronic—many of 
them hospitalized for years and several for decades. 
Diet is another relevant variable because patients with 
acute schizophrenia may exhibit low CSF copper due 
to poor nutrition. Attention to dietary and other self- 
care factors is not likely to be optimal in such acutely 
psychotic patients. Finally, the use of the term “nor- 
mal” by Tyrer and associates to describe their control 
group is questionable, because these controls were not 
normal volunteers but patients with suspected lumbar 
disc lesions undergoing myelography. It is unknown 
whether such patients have normal CSF copper con- 
centrations. 

In order to ascertain whether high or low CSF 
copper is specific to a given state or trait, we must 
know whether male or female patients with a wide 
variety of acute and chronic psychiatric illnesses have 
alterations of CSF copper. Our results clearly do not 
provide a rationale for penicillamine chelation of 
copper in patients with schizophrenia. 
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Lithium Carbonate and 1-Tryptophan in the 
Treatment of Bipolar and Schizoaffective Disorders 


Timothy D. Brewerton, M.D., and Victor I. Reus, M.D. 


The authors review theoretical and clinical data 
supporting the hypothesis that L-tryptophan may 
potentiate the effects of lithium carbonate and report 
on a double-blind clinical comparison of lithium plus 
L-tryptophan and lithium plus placebo in 9 bipolar 
and 7 schizoaffective patients. Overall the 
combination of lithium and L-tryptophan resulted in 
significantly greater improvement. However, the 
results may have been confounded by the greater, 
although nonsignificant, doses of neuroleptics 
administered to the group receiving L-tryptophan. 
The authors discuss the interactions of lithium and L- 
trypotophan with the serotonin system. 

(Am J Psychiatry 140:757—760, 1983) 
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he precursor of the neurotransmitter serotonin is 
L-tryptophan, an essential amino acid that is 
currently sold as an over-the-counter preparation in 
the United States. Chouinard and associates (1) report- 
ed that L-tryptophan potentiated the effects of lithium 
in a woman with a bipolar disorder who was unre- 
sponsive to lithium alone. Møller and associates (2) 
also reported an improved response when r-trypto- 
phan was added to lithium in the treatment of a male 
bipolar patient with a low plasma ratio of L-trypto- 
phan to competing neutral amino acids. L-Trypto- 
phan's positive effects on affective disorders have been 
attributed to its correction of a hypothetical functional 
serotonin deficiency, since there is evidence from ani- 
mal studies that the rate of serotonin synthesis in the 
brain is determined by the amount of r-tryptophan 
ingested in the diet (3) as well as by the plasma ratio of 
L-tryptophan to neutral amino acids (4). Furthermore, 
Mandell and Knapp (5) showed that lithium increases 
L-tryptophan uptake into the brain, which results in 
increased amounts being converted to serotonin. The 
lithium/r-tryptophan combination was also shown (6) 
to be synergistic in enhancing transmission at central 
serotonin synapses in cats. 
Given these relationships and the hypothesis that L- 
tryptophan may potentiate the clinical effects of lithi- 
um, we engaged in a double-blind clinical comparison 
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of lithium plus L-tryptophan and lithium plus placebo 
in a group of bipolar and schizoaffective patients. 


METHOD 


The 16 volunteer inpatient subjects included 9 with 
a DSM-III diagnosis of bipolar disorder and 7 with a 
DSM-III diagnosis of schizoaffective disorder. Subjects 
were approached for participation in the study if they 
received either of these diagnoses upon admission and 
a Manic State Rating Scale (7) frequency score higher 
than 24. The patients were randomly assigned to the L- 
tryptophan and placebo groups, and the study format 
was double-blind. There were no significant differ- 
ences between the groups in age or sex; the group 
receiving L-tryptophan had a mean (+SD) age of 
31.3+8.18 years and contained 6 men and 3 women, 
and the group receiving placebo had a mean age of 
31.4+5,17 years and contained 2 men and 5 women. 
Four of the 9 bipolar patients and 3 of the 7 schizo- 
affective patients received L-tryptophan. Two bipolar 
patients (1 L-tryptophan, 1 placebo) and 1 schizoaffec- 
tive patient (placebo) had previously had a positive 
response to lithium, and 2 bipolar patients (1 L- 
tryptophan, 1 placebo) had not responded to previous 
lithium treatment; the other patients had never taken 
lithium. All of the subjects received lithium as they 
would in usual practice. The L-tryptophan was admin- 
istered in increasing doses over 6 days to a maximum 
dose of 3 g tid. given between meals (standard 
hospital diet) and at bedtime. A dose of 9 g/day was 
selected as this was the average of the 6—12 g/day 
range that has been recommended or shown to be 
effective by other investigators for bipolar patients (1, 
2, 8—10). The total drug treatment period lasted 21 
days, which followed a 3—7-day drug-free period (no 
lithium carbonate or neuroleptics), An admission 
Global Assessment Scale (GAS) (11) score was record- 
ed by the primary therapist. On the day before the 
drug treatment period and on day 21 the Manic State 
Rating Scale (7) and the Brief Psychiatric Rating Scale 
(BPRS) (12) were administered by one of us. In addi- 
tion, an emergent symptoms scale was completed by 
trained nursing staff on an as-needed basis when side 
effects emerged. Patients were allowed to receive con- 
comitant neuroleptics when management could not be 
attained in any other way. Informed consent was 
obtained from each subject after the nature of the 
procedure had been fully explained. 


RESULTS 


Using a two-tailed t test statistic, we examined the 
changes in the scores on the Manic State Rating Scale 
intensity and frequency subscales and the total BPRS 
score between the day before treatment and day 21. 
The improvement of the r-tryptophan group was 
significantly greater than that of the placebo group as 
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measured by the overall change in the Manic State 
Rating Scale intensity subscale score (t=2.74, df=13, 
p<.02) and frequency subscale score (t=2.22, df=13, 
p<.05) and total BPRS score (t=3.69, df=13, 
p<.003). This was particularly true for improvement 
of thought disturbance (t=4.50, df=9.13, p<.001). 
However, the group treated with L-tryptophan re- 
ceived greater quantities of neuroleptics than the place- 
bo group (mean dose+$D=11,457+16,853 and 
167+500 chlorpromazine equivalents for the respec- 
tive groups), although the nonparametric Mann-Whit- 
ney U Test revealed no statistically significant differ- 
ences between the two groups (U=18, df=7, 9). 

When the data of the two diagnostic groups were 
examined separately, the bipolar group receiving L- 
tryptophan showed significantly greater improvement 
than the bipolar group receiving placebo as measured 
by the change in the Manic State Rating Scale intensity 
score (t=2.71, df=6, p.04) and the total BPRS score 
(t=2.46, df=6, p=.05). There was also a nonsignifi- 
cant improvement in the frequency subscale score 
(t=2.27, df=6, px.06). The bipolar patients receiving 
L-tryptophan did, however, receive larger mean doses 
of neuroleptic medication than the bipolar patients 
taking placebo, but the difference was not statistically 
significant (t=1.96, df=7, p<.1), the standard devi- 
ation being greater than the mean. 

The schizoaffective group receiving L-tryptophan 
had significantly greater improvement than the schizo- 
affective group receiving placebo as measured by the 
Manic State Rating Scale intensity score (t=3.64, 
df=5, p<.02) and the total BPRS score (t=2.84, df=S, 
p<.04). There was a nonsignificant improvement in 
the frequency subscale score (t=2.18, df=5, p<.1). 
The schizoaffective group as a whole received much 
less neuroleptic medication than the total bipolar 
group, but this was not a statistically significant differ- 
ence (U=35.5, df=7, 9). 


DISCUSSION 


The fact that the group treated with r-tryptophan 
received greater quantities of neuroleptics than the 
placebo group may represent symptom aggravation by 
L-tryptophan, attenuation of the effects of lithium 
and/or neuroleptics by L-tryptophan, or a higher level 
of disturbance to start with in the patients treated with 
L-tryptophan. The last possibility is suggested by the 
fact that the L-tryptophan group had a worse mean 
GAS score at admission than the placebo group (36.6 
versus 32.2, respectively) and worse mean pretreat- 
ment ratings on the Manic State Rating Scale intensity 
subscale (48.4 versus 36.2) and frequency subscale 
(40.3 versus 28.4) and total BPRS (49.0 versus 38.9), 
although none of these differences was statistically 
significant. These initial differences were more pro- 
nounced for the bipolar patients: the mean intensity 
subscale scores for the L-tryptophan and placebo 
groups, respectively, were 56.3 and 38.6, the frequen- 
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cy scores were 48.0 and 29.0, and the total BPRS 
scores were 46.5 and 36.0. However, these differences 
were statistically nonsignificant. In addition, most of 
the patients who received neuroleptics during the study 
had been treated with neuroleptics during the 6 
months immediately before the study, and the mean 
neuroleptic dose of each patient who received neuro- 
leptics gradually declined during the study period. All 
of these factors suggest that the uneven distribution of 
neuroleptic administration may have been secondary 
to an uneven distribution of psychopathology between 
the two treatment groups (especially among the bipo- 
lar patients). However, it is impossible to completely 
rule out L-tryptophan activation of symptoms, which 
has been reported in schizophrenic patients (13) and in 
1 bipolar patient (9). 

It is noteworthy that 2 of the 3 schizoaffective 
patients who received L-tryptophan were the only ones 
who showed nonsuppression on the dexamethasone 
suppression test (DST). Nonsuppression may prove to 
be an important distinguishing marker in predicting 
the response not only to tricyclic antidepressant medi- 
cation but to L-tryptophan and/or lithium (14) as 
well. It is unclear which, since no nonsuppressors 
received placebo. However, L-tryptophan treatment 
has been shown (15) to increase the postdexametha- 
sone suppression of 11-hydroxycorticosteroids in pa- 
tients with endogenous depression, a return to normal 
suppression being a useful indicator of clinical im- 
provement. In animals serotonin reduces ACTH and 
cortisol (16), serotonin deficiency increases ACTH and 
cortisol (17), and hydrocortisone (18) and other adre- 
nocorticoids (19) reduce brain serotonin; these rela- 
tionships imply a regulatory interaction between these 
two systems. However, conflicting results have been 
reported from studies using different experimental 
paradigms (20). Lithium has also been shown (21) to 
be of prophylactic benefit in preventing corticotropin- 
induced psychoses, which may involve serotonergic 
dysfunction. Hydrocortisone is known to induce tryp- 
tophan pyrrolase, which shunts tryptophan metabo- 
lism along the kynurenine pathway and away from 
serotonin synthesis (22). 

In our study the placebo group reported more side 
effects during the treatment period than did the L- 
tryptophan group, except for headache. This exception 
was due to the reporting of 1 delusional schizoaffective 
patient, who before and after taking L-tryptophan 
believed she had a brain tumor (CT brain scan was 
negative). It is unclear to what extent the greater 
neuroleptic doses in the L-tryptophan group dampened 
any side effects experienced by these patients. Howev- 
er, the much lower fncidence of nausea and vomiting in 
the group receiving L-tryptophan suggests that a mask- 
ing effect may have occurred. 

Overall, the data support the hypothesis that L- 
tryptophan potentiates the effects of lithium carbon- 
ate. Therefore, L-tryptophan may be of use for patients 
who initially do not respond to an adequate trial of 
lithium. This potentiation was particularly evident in 
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the schizoaffective patients, who had significantly 
greater improvement as measured by the Manic State 
Rating Scale intensity subscale and total BPRS, fewer 
differences in pretreatment psychopathology ratings, 
and less intragroup difference in doses of neuroleptics 
received during the course of the study than the bipolar 
patients. Obviously, a much larger patient sample is 
necessary to equalize the possible neuroleptic effects 
and influence of the DST variables. 

From a conceptual viewpoint, there is the issue of 
whether L-tryptophan acts synergistically or additively 
with lithium, but available data suggest a synergistic 
mechanism. 
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Psychiatric Components of Medical and Surgical Practice, II: 
Referral and Treatment of Psychiatric Disorders 


Michael A. Fauman, Ph.D., M.D. 


In response to a questionnaire regarding the 
frequency and type of psychiatric disorders among 
their patients, internists and surgeons in private 
practice estimated that 21.1% of their patients had 
psychiatric problems, that 14.6% would benefit from 
psychiatric treatment, and that they spent an average 
of 17.3% of their time treating psychiatric problems. 
They also stated that. depression was the most 
frequent psychiatric disorder among their patients. 
More than half of the internists indicated they would 
treat depression, anxiety attacks, psychosomatic 
disorders, and organic brain disorders, which may be 
one explanation for the observation that more 
medical and surgical patients have psychiatric 
disorders than are referred to a psychiatrist. 

(Am J Psychiatry 140:760—763, 1983) 


Poo studies have estimated that between 4% 
and 88% of all medical and surgical patients 
exhibit noticeable psychiatric disorders (1—4). In an 
earlier study (5) I reported that full-time general 
hospital internists and surgeons estimated that 14% of 
their patients had substantial psychiatric problems. 
However, the rate of referral of medical or surgical 
patients to psychiatrists is far smaller than the estimat- 
ed prevalence of psychiatric disorders (1—4, 6). Some 
authors have suggested that the reasons for this dis- 
crepancy may be related to the physician’s concern 
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about the patient’s reaction to a psychiatric referral, 
the physician’s desire to treat these disorders himself or 
herself, or general pessimism about the possibility of 
successful treatment of psychiatric illness (3, 7). Few of 
these studies have investigated the types of psychiatric 
problems treated by nonpsychiatrists, the amount of 
time they spend treating these problems, and the 
modes of treatment they use. 

In this paper I report the results of a study in which 
physicians in private practice were asked the following 
questions: 1) What proportion of your private practice 
patients have significant psychiatric disorders and 
what proportion would benefit from psychiatric treat- 
ment? 2) How much time do you spend treating the 
psychiatric component of your patient’s illness? 3) 
Which psychiatric disorders are you willing to treat 
yourself, with or without a psychiatric consultation, 
and which do you refer to a psychiatrist? 4) What 
modes of treatment do you use for those psychiatric 
disorders you choose to treat yourself? 


METHOD 


A 66-item questionnaire was sent to 265 physicians 
in private practice who were members of the attending 
staff of a 600-bed, urban, private general hospital (190 
internists and 75 surgeons). The internal medicine 
subspecialties included allergy, cardiovascular disor- 
ders, dermatology, endocrinology and metabolism, 
family practice, gastroenterology, hematology, infec- 
tious diseases, general internal medicine, oncology, 
renal disorders, neurology, pulmonary disorders, and 
rheumatology. The surgical subspecialties included 
general surgery, neurosurgery, orthopedic surgery, 
plastic surgery, and proctology. The overall response 
rate was 41.9% (N=111), including 44.7% of the 
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TABLE 1. Responses of 85 Internists and 26 Surgeons Regarding Treatment of Patients With Psychiatric Disorders 


Treat Themselves 


Disorder N % 
Depression? 
Internists 54 63.5 
Surgeons 9 34.6 
Suicide attemptb 
Internists 1 I 
Surgeons 0 
Organic brain disorder* 
Internists 47 55.3 
Surgeons 2 Vt 
Psychosis 
Internists 4 4.7 
Surgeons 0 
Anxiety attacksd 
Internists 69 81.2 
Surgeons 12 46.2. 
Psychosomatic disorders? 
Internists 62 72.9 
Surgeons 11 42.3 
Sexual disorders 
Internists 17 20.0 
Surgeons 2 4 


Request Consultation Refer to Psychiatrist 


N 96 N 96 
57 67.1 32 37.6 
18 69.2 15 57.7 
80 94.1 80 94.1 
24 92.3 20 76.9 
32 37.6 24 28.2 
8 30.8 12 46.2 
74 87.1 71 83.5 
23 88.5 21 80.8 
34 40.0 21 24.7 
10 38.5 9 34.6 
30 35.3 23 274 
9 34.6 9 34.6 
61 71.8 52 61.2 
14 53.8 12 46.2 


aInternists were more willing to treat this disorder than surgeons (x?—6.8, df=1, p<.01). 
bInternists were more willing to refer this disorder than surgeons (x2=6.6, df=1, p<.02). 
‘Internists were more willing to treat this disorder than surgeons (x?=18.3, df=1, p<.001). 
‘Internists were more willing to treat this disorder than surgeons (x2=12.4, df=1, p<.001). 
Internists were more willing to treat this disorder than surgeons (42—8.3, df=1, p<.01). 


internists (N=85) and 34.7% of the surgeons (N=26). 
Student's t test and chi-square contingency tests were 
used to evaluate the results for statistical significance. 


RESULTS 


Of the 111 respondents, 106 physicians (81 inter- 
nists and 25 surgeons) estimated that a mean (+SE) of 
21.196-1.996 of their patients had substantial psychi- 
atric problems. There was a significant difference 
between the reports of internists (23.4% +2.2%) and 
surgeons (13.776 +£+3.8%) (t=2.19, df=104, p«.05). 
Ninety-seven of the physicians indicated that a mean 
(SE) of 14.696 +1.8% of their patients would benefit 
from psychiatric treatment. No significant difference 
existed between the reports of internists 
(15.696 x: 1.896, N=76) and surgeons (11.0% +3.0%, 
N=21) (t=1.04, df=95, p>.05). Finally, 107 physi- 
cians estimated that they spent a mean (+SE) of 
17.3% +1.5% of all their time treating the psychiatric 
component of all their patients! medical or surgical 
illness. The responses of internists (19.2%+1.7%, 
N=83) and surgeons (10.6%+2.5%, N=24) were 
significantly different for this question (t=2.52, 
df=105, p<.02). Thirty-nine percent of all the physi- 

.cians (N=43) agreed that depression was the most 
common psychiatric disorder they observed among 
their patients. 

Physicians were asked which of seven psychiatric 
disorders they would treat themselves, request consul- 
tation for, or refer to a psychiatrist (table 1). A larger 
proportion of internists than surgeons were willing to 
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treat each of the psychiatric disorders. This difference 
was statistically significant for depression, organic 
brain disorders, anxiety attacks, and psychosomatic 
disorders. Few internists and surgeons indicated that 
they would treat sexual disorders. Very few internists 
and no surgeons were willing to treat suicide attempts 
or psychosis: In contrast, physicians requested the 
greatest number of consultations for suicide attempts 
and psychosis. Surgeons were more likely to treat 
anxiety attacks and psychosomatic disorders them- 
selves rather than request a psychiatric consultation 
for these disorders. Internists were more likely to treat 
anxiety attacks, psychosomatic disorders, and organic 
brain disorders rather than request a psychiatric con- 
sultation. There was no significant difference between 
the two groups in the proportion of their requests for 
consultation for various disorders. Physicians as a 
group were least likely to request a consultation for 
psychosomatic disorders and organic brain disorders 
and most likely to request consultation for a suicide 
attempt (93.7%), psychosis (87.4%), sexual disorders 
(67.6%), and depression (67.6%). 

Internists were more likely to request a psychiatric 
consultation for a disorder than refer the patient to a 
psychiatrist. The only exception to this was a suicide 
attempt. Surgeons also requested consultation more 
often than they referred patients except for those with 
organic brain disorders. The four disorders most fre- 
quently referred by all physicians were suicide attempt 
(90.1%), psychosis (82.9%), sexual disorders 
(57.7%), and depression (42.3%). 

Table 2 indicates the modes of treatment chosen by 
those physicians who indicated that they would treat a 
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TABLE 2. Modes of Treatment Chosen by Internists and Surgeons for Treating Patients With Psychiatric Disorders? 


Talking With | Antipsychotic Antidepressant Minor Sleep 

the Patient ` Medication Medication Tranquilizers Medication 
Disorder N 76 N 96 N % N 96 N 96 
Depression (N=63) 56 88.9 9 14.3 55b 87.3b 14 22.2 12 19.0 
Suicide attempt (N=1) 1 100.0 0 0 0 0 
Organic brain disorder (N=49) 18 36.7 15 30.6 9 18.4 9 18.4 7 143 
Psychosis (N=4) 2 50.0 4 100.0 0 0 0 
Anxiety attacks (N=81) 68 84.0 13 16.0 8 9.9 71 87.7 48 59.3 
Psychosomatic disorders (N73) 61 83.6 8 11.0 14 19.2 36 49.3 21 28.8 
Sexual disorders (N19) 17 89.5 2 10.5 3 15.8 5 26.3 1 $.3 


aPhysicians indicated they would use more than one mode of treatment for some patients. 


binternists were more willing than surgeons (x2:9.5, df=1, p<.01). 


specific psychiatric disorder. Internists and surgeons 
differed significantly only in the use of tricyclic antide- 
pressant medication for the treatment of depression 
(92.6% of the internists versus 55.6% of the surgeons) 
(5). Talking with the patient was the most common 
mode of treatment chosen for five of the disorders. The 
likelihood that a specific mode of treatment would be 
selected for any disorder was as follows: talking with 
the patient, 76.9%; antipsychotic medication, 17.6%; 
antidepressant medication, 30.7%; minor tranquiliz- 
ers, 46.6%; and sleep medication, 30.7%. 


DISCUSSION 


The response rate of physicians in this study 
(41.9%) was less than the response rate of physicians 
in a previous study (62.1%) (5). This discrepancy may 
be due to the difference in the two groups of physi- 
cians. The previous study included only physicians 
who were full-time salaried employees of a large 
private general hospital, who might have considered 
the study a part of their institutional responsibilities. 
The lower response rate in the present study may have 
produced a positive bias if the physicians who were 
willing to take the time to answer the questionnaire 
were more aware of and interested in psychiatric 
disorders among their patients. Physicians’ reports of a 
higher prevalence of substantial psychiatric disorders 
in this study—21.1%—versus the previous study— 
14% (t=2.96, df=225, p<.01)—supports this conclu- 
sion. This assumes that there was no actual difference 
between the two patient populations. 

Several authors have investigated the prevalence of 
psychiatric illness among the general medical and 
surgical patient population. Lipowski (2) estimated 
that 30%—60% of inpatients and 50%—80% of outpa- 
tients in a general hospital suffer from psychic distress 
or psychiatric illness of sufficient severity to create a 
problem for health professionals. Houpt and asso- 
ciates (1) reported a prevalence of 5%—20% using the 
presence of a “significant psychiatric disorder" as the 
selection criterion. Mezey and Kellett (3) summarized 
a series of English studies that reported prevalences 
between 5% and 51%. Crisp (4) based his estimate of 
3096 on his own psychiatric consultation experiences 
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in a general hospital. The physicians in our study 
estimated that 21% of their patients had substantial 
psychiatric problems, a figure that agrees with Houpt 
and associates’ findings but is considerably less than 
those reported by several other investigators. The 
reported level of psychiatric morbidity may depend, to 
some extent, on the person who is making the estima- 
tion. Psychiatrists may observe more psychiatric mor- 
bidity than other physicians. Lipowski (2) stated that 
depression was the most common disorder referred to 
the psychiatrist, and Crisp (4) reported that one-fifth 
of the patients he saw had a diagnosis of depression. 
This agrees with the present study, in which 39% of 
the physicians who responded reported that depression 
was the most common por uapik disorder among 
their patients. 

The proportion of all patents referred for psychiat- 
ric treatment varies from country to country but is 
usually far less than the estimated prevalence of psy- 
chiatric disorders among medical and surgical patients. 
Referral rates are lower in England (.7%—1.3%) than 
in the United States (2.296—996) and usually depend on 
several factors, including the physician's specialty and 
the psychiatric diagnosis (1, 2, 4, 7). Pritchard (6) 
reported the following referral rates for patients with 
specific psychiatric disorders: depression, 6476; psy- 
chosis, 6096; suicide attempts, 7196; and organic brain 
disorders, 19%. He also noted that the more any 
organic disease was involved in the psychiatric disor- 
der, the less likely the patient would be referred. In 
comparison, physicians in our study reported higher 
referral rates for suicide attempts, organic brain disor- 
ders, and psychosis and a lower rate for depression. 
There were also differences in the referral rates report- 
ed by internists versus surgeons. 

Mezey and Kellett (3) studied the reasons why 
English physicians did not refer their patients to a 
psychiatrist. The largest group of physicians (45%) 
were concerned that their patient would object to the 
referral, Others were concerned about the disadvan- 
tages to the patient of being labeled a “mental case" " 
(2196) or felt that the treatment of neurotic patients 
was the job of every physician (1996). Twice as many 
surgeons (1996) as internists (996) believed that psy- 
chiatric illness was incurable. This may be a factor in 
our study, because physicians indicated that only two- 
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thirds of their patients with substantial psychiatric 
problems would benefit from psychiatric treatment. 
Presumably, the remaining third were considered un- 
treatable. Hull (7) asked physicians in the United 
States many of the same questions and found that most 
of them agreed that patients were less annoyed or 
frightened, in recent years, when a psychiatric referral 
was suggested. They also agreed that the fear of 
labeling the patient a “mental case" should not stand 
in the way of referral. The differences between Mezey 
and Kellett's study and Hull's study may be due to 
differences in Ámerican and English attitudes toward 
psychiatrists or changes in attitudes over the 8 years 
separating the studies. 

Hull inferred that those psychiatrists who do not 
refer their patients to a psychiatrist prefer to treat them 
personally, although he did not study this specifically. 
Physicians in our study reported that they spent 1796 
of their time treating their patients’ psychiatric prob- 
lems. Internists, in particular, treated many of the 
more common psychiatric disorders such as depres- 
sion, organic brain disorders, anxiety attacks, and 
psychosomatic disorders. This may help explain why 
the referral rate to psychiatrists is lower than the 
estimated prevalence of psychiatric illness. Physicians 
are more likely to refer the less frequent and more 
difficult psychiatric problems such as suicide attempts 
or psychoses while treating the more common disor- 
ders themselves. 

The most common tseatment used by physicians in 
this study was talking with their patient. This is 
obviously a broad category that I chose not to specify 
further, believing most physicians would have difficul- 
ty distinguishing between psychotherapy, answering 
patients’ questions, or giving patients advice. The 
different types of verbal therapeutic interaction used 
by physicians require a more detailed study. Psychiat- 
ric medications were also prescribed by many inter- 
nists and surgeons. The likelihood that a patient would 
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be prescribed a minor tranquilizer for any of these 
disorders was almost 50%. In another study (8) I 
reported that antidepressant medication was pre- 
scribed for depression by 87% of physicians. Further 
studies are needed to determine whether physicians 
make a distinction between endogenous and reactive 
depressions with regard to the prescription of these 
medications. A substantial number of patients proba- 
bly have a reactive depression that does not necessitate 
antidepressant medication. 

In conclusion, physicians in private practice report- 
ed that many of their patients have substantial psychi- 
atric problems and that two-thirds of these would 
benefit from psychiatric care. Many physicians were 
willing to treat the more common disorders them- 
selves. This may explain the lower referral rate of these 
patients in relation to the prevalence of psychiatric 
illness. The main mode of treatment was talking with 
the patient, followed in frequency by prescription of 
minor tranquilizers and other psychiatric medications. 
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Identifying Alcoholism in Treated Opiate Addicts 


Bruce J. Rounsaville, M.D., Myrna M. Weissman, Ph.D., Charles Wilber, Ed.M., 
and Herbert D. Kleber, M.D. 


The authors evaluated the usefulness of the 
Michigan Alcoholism Screening Test in detecting 
alcoholism (as defined by the Research Diagnostic 
Criteria) in opiate addicts. The test was found to be 
adequately sensitive and specific in detecting current 
. cases of alcoholism but inadequate for detecting 
alcoholic opiate addicts whose drinking was 
currently under control, 

(Am J Psychiatry 140:764—766, 1983) 


S everal lines of evidence suggest that alcoholism is a 
serious problem in treated opiate addicts. Estimates 
of the rates of alcoholism in this population range 
from less than 10% to 50%, depending on the specific 
population and the way in which problem drinking is 
defined (1). Alcoholism in addicts has been shown to 
be associated with treatment failure (2, 3), medical 
illness (4—6), and death (7, 8). It is therefore important 
for clinicians in drug programs to detect alcoholism in 
opiate addicts and to direct appropriate interventions 
to those with dual addictions. To screen for alcoholism 
it is desirable to have a brief, efficient instrument that 
can be filled out by the client. One such measure is the 
Michigan Alcoholism Screening Test (MAST), a widely 
used self-report measure developed by Selzer for this 
purpose (9). Although Stimmel and associates (4) and 
Chambers (10) have suggested that addicts are reluc- 
tant to acknowledge the severity of their alcohol 
problem, Siassi and Alston (11) showed that the 
MAST was successful in correctly identifying most of 
the alcoholics in a sample of addicts tested. In this 
report we present a reevaluation of the MAST as an 
instrument for detecting alcoholism in opiate 
addicts, 
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METHOD 


Subjects were evaluated at the Yale University Drug 
Dependence Unit of the Connecticut Mental Health 
Center in New Haven, Conn., which serves an urban 
and suburban population of approximately 400,000 
people. This unit provides a wide variety of treatments 
to clients whose primary drug of abuse is not alcohol. 

Psychiatric diagnoses were obtained for a total of 
385 subjects who were contacted in the following 
manner. After completing a pilot sampling, we inter- 
viewed 1) 205 patients consecutively admitted to the 
screening and evaluation unit, 2) another 120 subjects 
who had been in the methadone maintenance program 
for at least 3 months, and 3) 60 Hispanic subjects who 
were evaluated in Spanish upen application for treat- 
ment (N=30) or after entering a residential therapeutic 
community for Hispanic patients (N=30). This is a 
subgroup of a sample described in detail elsewhere 
(12). All subjects were paid for participating in the 
study and were interviewed only after they had given 
informed written consent. All subjects met Research 
Diagnostic Criteria (RDC) (13) for dependence on 
narcotics, 

Information for making diagnostic judgments was 
recorded on the Schedule for Affective Disorders and 
Schizophrenia-Lifetime Version (SADS-L) (14). This is 
a semistructured interview to be administered by 
trained raters and takes about 17 hours to complete. 
On the basis of the information on the SADS, we 
classified the subjects according to the RDC, a set of 
operational diagnostic definitions with specific inclu- 
sion and exclusion criteria for a variety of nosologic 
groups. RDC diagnoses were made both for the cur- 
rent time period (point prevalence rate) and for the 
lifetime of the subject (lifetime prevalence). Data on 
interviewers, training, and reliability are presented 
elsewhere (15). 

For rating alcohol-related problems, we used the 
MAST (9), a self-report containing 25 items with . 
yes/no answers. The time period covered is the sub- 
ject's lifetime, and a score of 5 alcohol problems or 
more is considered to be indicative of alcoholism. In 
addition, we used the Addiction Severity Index (16), an 
interview scale in which objective and subjective infor- 
mation is obtained from the subject about current and 
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TABLE 1. Comparison of Michigan Alcoholism Screening Test (MAST) Results With RDC Diagnoses of Alcoholism for Patients With Opiate 


Addiction 


MAST Result 
Patients With Patients With 


Rating of the MAST as a Screening Instrument 


RDC Diagnosis 
of Alcoholism 25 Problems <4 Problems Sensitivity (%) Specificity (%) False Negative (%) ^ False Positive (%) 
Current 83 82 17 18 
Yes 50 10 
No 58 267 
Lifetime 57 88 43 12 
Yes 79 60 
No 29 217 


past medical, drug, legal, family/social, occupational, 
and psychological problems. 

To evaluate the usefulness of the MAST in detecting 
alcoholism in opiate addicts we compared subjects’ 
MAST scores with their RDC diagnoses. In assessing 
the MAST as a screening instrument we looked at the 
following aspects: 1) sensitivity—its ability to correctly 
identify those with alcoholism; 2) specificity—its abili- 
ty to correctly identify those without alcoholism; 3) 
the false-positive rate—the extent to which the scale 
incorrectly identified those without alcoholism as alco- 
holic; and 4) the false-negative rate—the extent to 
which the scale failed to detect alcoholism when it was 
present. 


RESULTS . 


Rates of alcoholism in this sample of opiate addicts 
were 16% (N=60) for a current diagnosis and 36% 
(N=139) for a lifetime diagnosis according to the 
RDC. On the MAST, 28% (N=108) of the subjects 
had ratings indicating significant alcohol-related prob- 
lems. 

As shown in table 1, the MAST was somewhat 
successful as a screening instrument for detecting 
current alcoholism, identifying correctly more than 
80% of the current alcoholics and those without 
current alcoholism. When the MAST scores and life- 
time RDC diagnoses were compared, it is noteworthy 
that the sensitivity of the MAST was somewhat lower 
(57%) despite the fact that it is designed to cover 
alcohol-associated symptoms occurring any time dur- 
ing an individual’s life. On the other hand, the specific- 
ity of the MAST was very good. A closer inspection of 
the MAST scores for addicts who had sufficient alco- 
hol problems to qualify for an RDC diagnosis of 
alcoholism revealed that 26% (N=36) indicated that 
they had no alcohol-related problems whatsoever, 
obtaining a MAST s€ore of 0! Thus, when the MAST is 
used as a self-report instrument, most of the current 
* alcoholics among the addicts are correctly identified, 
as are most of those without the disorder. However, 
the sensitivity of the MAST is unacceptably low in 
detecting those whose alcohol abuse is not current: 
about one-fourth of them denied any previous alcohol 
problems when presented with a self-report. 
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As further evidence of the tendency for alcoholic 
opiate addicts to deny the significance of their alcohol 
abuse, the rates of different ways of defining an alcohol 
problem were compared. As part of the Addiction 
Severity Index addicts are asked to rate the extent to 
which they are bothered by alcohol problems and the 
extent to which they feel they need treatment for the 
problems. Despite the finding that 16% of the subjects 
were rated as meeting RDC for a current episode of 
alcoholism, only 7% (N=27) of those interviewed 
stated on the Addiction Severity Index that they were 
bothered at all by their alcohol use, and only 8% 
(N=30) stated that they thought that alcohol treat- 
ment was at all important. 


DISCUSSION 


In our sample the rates of alcoholism in opiate 
addicts far exceeded those found in a community 
survey conducted in the same city in a demographically 
similar sample. In addicts the rates were 16% for 
current cases and 36% for those with a lifetime 
diagnosis, whereas the comparable figures in the com- 
munity survey were 2.6% for the current and 6.7% for 
the lifetime diagnoses (17). In comparison with other 
studies of rates of alcoholism in opiate addicts, our 
figures are intermediate (1). 

For detecting alcoholism in opiate addicts, we found 
that the MAST is successful when clinicians are inter- 
ested in current episodes: the self-report measure has a 
sensitivity rate of 83% and a specificity rate of 82%. 
These figures are almost identical to those obtained by 
Siassi and Alston (11), who compared the agreement 
between the MAST and ratings of alcoholism by 
clinical evaluators using Keller’s definition: the MAST 
was shown to have a sensitivity of 81% and a specific- 
ity of 80%. However, unlike the Siassi and Alston 
study, our study also evaluated lifetime alcohol prob- 
lems, which included past episodes from which the 
subject was currently in remission. When this was 
done, a high number of addicts with a past episode of 
alcoholism failed to report any alcohol-related prob- 
lems in the self-report. The thoroughness of the SADS- 
L interview may have allowed the interviewer to form 
a more cooperative relationship with our subjects, 
which facilitated greater candor. Stimmel and asso- 
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clates (4) also reported a marked contrast between 
addicts’ descriptions of their alcohol use when the 
information was obtained as a part of a comprehensive 
evaluation and when it was obtained by relatively 
cursory questioning. 

Although our study was conducted with opiate 
addicts, the failure of the MAST to detect alcoholics 
currently in remission may be an issue in other clinical 
groups as well. We suggest that the failure to detect 
past alcoholism in addicts may be a serious drawback 
to the MAST, since several studies have shown that 
addicts increase their alcohol use after entering treat- 
ment, either as a substitute for opiates or to become 
intoxicated while being maintained on methadone 
(18-20). Moreover, addicts who develop alcohol 
problems while in treatment for drug addiction tend to 
be those who have had problems with alcohol before 
entering treatment (21—23). Hence the detection of 
opiate addicts with past episodes of alcoholism may be 
useful in identifying a population at increased risk for 
resuming alcohol abuse when the use of opiates is 
brought under control in either a methadone mainte- 
nance or a drug-free treatment program. More careful 
monitoring of this group may be advisable. Because 
the MAST failed to detect a substantial number of 
alcoholics in remission, it may be better to substitute 
more intensive interviewing about alcohol problems in 
the admissions screening process of drug treatment 
programs. The instrument used in this study, the 
SADS-L, has much to recommend it; it is useful for 
detecting a wide range of psychiatric disorders and can 
be reliably administered by trained paraprofessional 
evaluators (13, 15, 24). 
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A Clinical Study of Four Unification Church Members 


Alexander Deutsch, M.D., and Michael J. Miller, Ph.D. 


Four women who were or had been members of 
the Unification church were studied by means of 
clinical interviews and psychological tests. The 
authors found that these women shared the following 
characteristics: 1) difficulties with heterosexual 
relations; 2) idealism and usually the wish to serve or 
unify others; 3) a spiritual world view with 
"magical-mystical" overtones; and 4) a tendency to 
deny and “wish away” threatening perceptions, 
specifically noted in projective testing. They suggest 
how these characteristics may have influenced the 
subjects’ affinity for the life style and doctrines of the 
sect. 

(Am J Psychiatry 140:767—770, 1983) 


he activities of certain "new religions" have come 

under scrutiny, buf relatively little is known about 
the personalities of those drawn to such groups. We 
recently published a case report of a member of the 
Unification church (1), and subsequently we investi- 
gated three other women who were or had been 
members of the church. As our study progressed, we 
recognized personality characteristics common to 
these women that seemed to influence their attraction 
to the sect. This paper will focus on the more notewor- 
thy of these characteristics. 

In this study, undertaken with the cooperation of 
Unification church officials, we sought subjects who 
had no obvious emotional disturbance. Our four sub- 
jects, aged 26 through 29 years at the time of our 
study, were intelligent and articulate and had more 
than adequate talents and personality resources. They 
had joined branches of the church in four different 
locations and had varied histories within the organiza- 
tion. Subject 1, described in our earlier paper (1), and 
subjects 2 and 3 all joined in their early twenties and 
had been members for more than 5 years. The first two 
subjects remained in the church; subject 3 left the 
organization during the course of our investigation. 
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Subject 4 had been a member of the church for less 
than a year during the mid-1970s, at which time she 
was “kidnapped” and successfully “deprogrammed.” 
We met her subsequently at an anticult meeting. Two 
of the subjects were Protestant in origin; one was 
Catholic and one was Jewish. We studied the subjects 
between 1977 and 1979. 

Each subject was interviewed for 20 hours or more 
by one of us (A.D.) in a series of 2—3 hour sessions. 
The women were encouraged to speak freely about 
their histories, psychological problems, religious aspi- 
rations, and the importance of the Unification church 
in their lives. Before each series of interviews ended, 
the other investigator (M.J.M.) administered the 
WAIS, the Thematic Apperception Test (TAT), the 
Rorschach test, projective drawings, and the Bender- 
Gestalt. We then pooled our findings and formulated 
our understanding of the subject's personality, con- 
flicts, and motivation for joining the church. During 
the final interviews, the psychiatrist (A.D.) focused on 
crucial areas in order to test and refine these formula- 
tions. 

A few relevant features of Unification church life 
style and doctrine should be mentioned. Members 
work long hours to help the church succeed in its aim 
of uniting all people and religions under God. Doc- 
trines concerning sex and marriage have a central place 
in church theology. Premarital chastity is an absolute, 
and marriages are arranged by the movement's 
founder, Rev. Sun Myung Moon, who is considered a 
prophet and a possible messiah. À nonvisible sphere 
consisting of spirits of the living and the dead is 
thought to coexist with the physical world. Church 
members believe that elements of this spirit world, 
directed by God or satan, can influence their lives. 

The main body of this paper will deal with the 
personality trends and conflicts of our subjects that 
seemed relevant to their attraction to the Unification 
church. To lend background and perspective, we will 
begin with a description of the subjects’ family rela- 
tionships and end with a section on diagnostic fea- 
tures. 


FAMILY RELATIONSHIPS 
Substantial disturbances had existed in the families 


of all four women. We discerned a particular pattern in 
subjects 1, 2, and 3. This pattern included a deep rift 
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between the parents that in two cases had led to 
divorce during the subjects’ late adolescence. Also, 
these three women described their mothers as unaffec- 
tionate toward them and their siblings, and in each 
case developed highly maternal feelings and rescue 
fantasies toward one or more siblings (1). These 
subjects cherished their fathers—in spite of perceived 
shortcomings—and two of them developed nurturant 
attitudes toward their fathers similar to those held 
toward their siblings. 

Subject 4 gave a different picture of her family. The 
parents’ relationship was marked by mutual depen- 
dence and anger. She felt herself singled out among her 
siblings as an object of her mother’s dislike. Although 
she too favored her father, her relationship with both 
parents was marked by intense dependency conflicts 
and oppositionalism. She gave no indication of having 
a strong nurturant attitude toward other members of 
her family. 


| 


PERSONALITY TRENDS AND CONFLICTS 
Heterosexual Adjustment 


All four women had considerable difficulty in their 
sexual adjustment, and none had maintained a satis- 
factory relationship with a man before joining the 
church. Their clinical pictures varied, but each woman 
had one or more of the following problems: strong 
sexual guilt (1), powerful fears of rejection, unmanage- 
able anger toward a boyfriend, or promiscuity and 
self-debasement. 

Results from projective testing suggested that all the 
women had marked conflicts around sexuality. They 
were all highly reactive to phallic masculine stimuli but 
then warded off their interest through a variety of 
mechanisms, e.g., blocking, minimization, or denial 
(see section on “Benevolent Transformation"). 

Problems in sexual adjustment played a role in 
attracting these women to the Unification church. 
Factors in church life that were important to them 
included the strict sexual regulations of the church, 
the potential attainment of purity (1), and the expec- 
tation that Reverend Moon would arrange a good 
marriage. 


Helping, Serving, and Unifying 


Subjects 1, 2, and 3 had zealously wished to help, 
serve, or unify people in some way long before their 
contact with the church. These ambitions were consist- 
ent with the roles they had adopted within their 
families. The ambitions were at times given grandiose 
expression and were sometimes associated with quasi- 
delusional or quasi-hallucinatory states that stirred up 
feelings of specialness and spirituality (1). The compel- 
ling motivations to help, serve, or unify clearly influ- 
enced the subjects’ attraction to the Unification 
church, whose stated mission is to rescue and unify 
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mankind. Subject 4 had idealistic strivings of a more 
private nature before her conversion that were direct- 
ed toward living a simple, spiritual, nonmaterialistic 


life. 
Spirituality 


The spirituality that was pervasive in the lives of all 
of the women before their contact with the church was 
occult and mystical in nature. They all held “magical- 
mystical” beliefs (2, 3), e.g., in telepathy, in the I 
Ching, in precognition in dreams, and in random 
occurrences that may be special signs. Through these 
beliefs the subjects seemed to aver their connection 
with forces in the unseen world (4); a hallucination 
would be taken as a confirmation of this connection. 
Psychedelic drugs seemed to influence the development 
of these beliefs in two of the women (2); the other two 
had not used psychedelic drugs. Before the women had 
come into contact with the Unification church, two 
had flirted with fundamentalist Christian groups and 
two with Eastern sects. The church’s teachings about 
the spirit world and about Reverend Moon’s prophetic 
visions fit in with the subjects’ preexisting notions (5). 
"Spiritual" revelations—via dreams, a hypnagogic hal- 
lucination (1) and an I Ching reading—while they 
were considering membership influenced three subjects 
to join the church. 


“Benevolent Transformation” * 


The four women characteristically dealt with threat- 
ening stimuli on projective tests by warding off the 
aggressive, sexual, or depressing content and giving 
responses of a benign or cheery nature (6, pp. 234— 
252, 348—355). For example, a Rorschach card sug, 
gested Atilla the Hun to one subject, but she neutral- 
ized this response by adding, “Irs really someone 
funny who can't do any harm." The subjects used a 
variety of maneuvers to effect these “benevolent trans- 
formations" (1), including reversals, negations, selec- 
tive perceptions, minimizations, embellishments, and 
autistic elaborations (6, 7). In accord with these benign 
interpretations, the TAT and Rorschach protocols 
abounded with images of healers, well-wishers, and 
sages. These results reflected the subjects’ idealism and 
suggested that they were intolerant of intimations of 
malevolence and prone to denial and wishful thinking 
(6). We (1) have discussed previously how these char- 
acteristics might make one more open to the appeal of 
a religious sect such as the Unification church. Al- 
though it is possible that life in the church influenced 
the test results, the fact that one woman ‘subject 4) 
showed these patterns 3 years after she left the sect 
suggests that the responses were related to the subjects’ 
underlying personality trends. 

The following case vignette suggests how the inter- 
play of the first three factors discussed in this section 
may have predisposed subject 2 to join the Unification 
church. 
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Ms. A was close to her father during her early adolescence, 
thinking that “someone had to love him and take care of 
him.” After her parents separated, she also tried hard to 
comfort her mother, who was drinking heavily. Around this 
time she resolved to major in physics and psychology when 
she went to college, intending to invent a machine that would 
measure the “auras” produced by various portions of the 
body in order to diagnose illnesses. After her father remar- 
ried, she exerted considerable effort to get her younger 
siblings to accept their stepmother. Simultaneously, as a 
member of her college student council during a time of 
campus turmoil, she worked hard to reconcile students and 
administration. She had a religious conversion that year and 
dedicated her life to serving Jesus and mankind. 

Ms. A had used psychedelic drugs heavily during her late 
adolescence. While she was in college, she stopped taking 
these drugs, and 2 months later she began having momentary 
visions of creatures in her periphery or in mirrors. Although 
at times she questioned her sanity, her predominant belief 
was that she was catching glimpses of the spirit world. This 
conviction was confirmed when the visions intensified after 
her religious conversion. One year after Ms. A’s conversion, 
she had a clear vision of Jesus on the cross that lasted several 
minutes. 

After college, Ms. A followed a highly personal brand of 
Christianity, which was influenced by the psychic Edgar 
Cayce, and she embarked on a career in which she could 
serve the downtrodden. The last of a series of disturbing 
relationships with men broke up, stimulating strong feelings 
of rejection and insecurity. She then had a comforting 
revelation: God meant her for other things. Shortly after- 
ward she attended a Unification church workshop; she was 
impressed by the people and felt that the doctrines of the 
movement fit her universalist sentiments, her spiritual be- 
liefs, and her notions of self-sacrifice. She recoiled from 
communal living, however, and she did not attend another 
meeting until Reverend Moon visited the center a month 
later. After that, she had multiple dreams and visions recon- 
ciling Jesus and Reverend Moon, and she decided to join the 
church. 


DIAGNOSTIC FEATURES 


We had difficulties in evaluating the subjects’ mystic- 
like experiences and beliefs (8). It was often unclear 
whether to regard them merely as reflections of the 
subjects’ atypical spiritual world view (9, 10) or as 
pathological manifestations of primary process ide- 
ation. 

No subject evidenced psychosis at the time of the 
clinical interviews or met DSM-III criteria for specific 
personality disorders. None had a major affective 
disorder, but all had experienced depressive episodes, 
and one had recurrent mood swings. 

Results from projective testing revealed in each 
subject’s protocol a fluid mixture of hysterical (e.g., 
emotionally labile) and obsessional (e.g., overidea- 
tional) features. In addition, important indicators of 
dependency (images of powerful providers) were pres- 
ent in each subject’s record. Their Rorschach protocols 
were rich in primary process features, but the degree of 
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apparent adaptiveness (“in the service of the ego") of 
this “regressive” material (11, 12) varied from subject 
to subject. In the Rorschachs of three subjects, mani- 
festations of formal primary process variables (e.g., 
autistic logic, arbitrary combinations, perceptual 
transformations, and self-referential ideation) that 
were maladaptive in their expression (R.R. Holt, 1970, 
unpublished manuscript) were sufficient to be compat- 
ible with mild though clinically meaningful deficiencies 
in reality testing. In Ms. A’s Rorschach these maladapt- 
ive manifestations were negligible, and her record was 
not suggestive of any unsoundness in reality testing. 
Although lapses in the subjects’ hold on reality were 
present, these lapses were the exception rather than the 
rule (F+ on the Rorschach ranged from 76% in subject 
1 to 88% in subject 2 [Ms. A]), and no record was 
suggestive of psychosis. 


DISCUSSION 


In this study we found certain characteristics com- 
mon to our subjects that seemed to predispose them to 
the life style and doctrine of the Unification church. To 
summarize and supplement out inferences: the subjects 
had sexual conflicts, and they seemed to find protec- 
tion and a sense of purity in the church. Their wishes 
to serve or unify were well expressed in the work of the 
organization, and the church’s doctrine was in accord 
with and could provide a framework for the subjects’ 
occult spiritual leanings. Their naiveté and intolerance 
of badness—suggested by the benevolent transforma- 
tions—might have facilitated their joining a movement 
that claims the purpose of defeating satan (1). 

A possible objection to our formulations of these 
preexisting personality factors would be that the sub- 
jects’ views of themselves and their pasts may have 
been skewed by their Unification church experience. 
The fact that the histories, the test data, and our 
clinical sense of these women were mutually reinforc- 
ing argues for the validity of the formulations. 

A recent investigation (13) of Unification church 
members indicated that they had a relief of “neurotic 
distress” after joining the church. Our current study 
suggests why some members’ well-being might im- 
prove and their distress lessen. 

Given the nature of our study, we cannot say how 
representative these women are of the Unification 
church membership or to what extent the features 
described would be found in other populations, e.g., 
other products of the counterculture, other idealists, or 
other religious group members. There is some evidence 
that different cults or sects may appeal selectively to 
individuals with discernible differences in personality 
trends. Thus, Wuthnow (14) found that tolerance 
toward sexual deviance correlated positively with at- 
traction to Eastern groups and negatively with attrac- 
tion to Christian sects. Members of a Hindu-style cult, 
which one of us (A.D.) studied (4, 15, 16), did not 
appear to have a particular propensity to do good or to 
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unite others. These considerations lend support to the 
view that psychiatrists who deal with a cult member 
should not merely assume that brainwashing has oc- 
curred, but rather they should try to understand what 
the individual derives from membership (17). 

The occult spirituality in these women was of inter- 
est. Although occultism was prominent in members of 
the Unification church during the 1960s (18), it has 
not, to our knowledge, been stressed as a feature in the 
more “normal” (19) recruits of the 1970s. This factor 
links our subjects to the occult subculture (5, 20) 
found in the background of members of cults that seem 
more “far out” than the Unification church (15, 21, 
22). We are uncertain as to what degree the exposure 
to the occult subculture is responsible for our subjects’ 
eccentric modes of thought and experience or to what 
degree a propensity to magical thinking led them to 
their interest in the occult (23). 
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Fainting on Exposure to Phobic Stimuli 


George C. Curtis, M.D., and Bruce Thyer, Ph.D. 


Two patients with phobias for medical procedures 
and trauma developed “vasovagal syncope" with 
bypotension and bradycardia wbile viewing a 
videotape of a venous cutdown. Eleven bours of 
exposure therapy per patient eliminated botb tbe 
phobic and fainting responses. These facts support 
existing hypotheses that phobias of this type and 
vasovagal fainting are associated and that vasovagal 
syncope is a diphasic response. They do not support 
hypotheses that vasovagal syncope follows sudden 
cessation of anxiety, that counterconditioning is 
necessary for successful treatment, or that novel 
symptoms emerge following behavioral treatment of 
these phobias, 

(Am J Psychiatry 140:771—774, 1983) 


Ron reports have suggested that fainting as a 
response to phobic stimuli may be selectively 
associated with phobias for blood, trauma, and medi- 
cal procedures (1—3). Detailed physiological measures 
on a single patient of this type who fainted during 
exposure to phobic stimuli (2) indicated a “vasovagal” 
fafnt as distinguished earlier by Engel (4) from the 
“hysterical” faint. We now present physiological mea- 
sures on two additional patients with phobias for 
injections, medical procedures, and trauma who faint- 
ed during exposure therapy. The findings support the 
hypotheses that these patients are especially prone to 
vasovagal fainting and that the fainting response, as 
well as the subjective fear and behavioral avoidance, 
can be reduced or eliminated by exposure therapy. 
They also bear on several other current hypotheses 
concerning vasovagal syncope and phobias of this 


type. 
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CASE REPORTS 


Case 1. Mr. A, a 37-year-old biological research worker, 
sought treatment after nearly fainting while receiving an 
injection at a physician's office. Since the age of 12 he had 
experienced severe anxiety at the sight of blood and, as he 
grew older, his anxiety extended to medical procedures, 
hospitals, ambulances, and even to reading descriptions 
about such settings. His job was in jeopardy because part of 
his work consisted of performing surgical procedures on 
experimental animals, and he was avoiding these tasks 
because of anxiety and feelings of faintness. Although he 
experienced weakness and dizziness in many phobic situa- 
tions, he had not lost consciousness. He stated that his father 
had a similar problem and that his own son was developing a 
phobia of injections. 


Case 2. Mr. B, a 22-year-old man, sought treatment 
because he was avoiding needed medical and dental care. 
Since elementary school he had avoided and been made 
anxious by the sight of blood, injections, and any kind of 
trauma. He reported losing consciousness several times on 
receiving injections and once while watching a movie show- 
ing an injection. 


METHOD 


Each patient was treated with graded exposure to 
anxiety-evoking stimuli. This technique is the most 
effective currently available treatment for most pho- 
bias (5). With the patients in this study the initial 
treatment sessions consisted of their viewing color 
videotapes of medical procedures. This was followed 
by their administering and then receiving repeated 
subcutaneous skin punctures and, later, venipunctures, 
using syringes and needles of gradually increasing size. 
In the initial treatment session Mr. A viewed 5 show- 
ings of a brief videotape segment of a venipuncture, 
followed by 10 viewings of a 3-minute segment of a 
venous cutdown. The initial treatment session of Mr. B 
began with 18 viewings of the 3-minute venous cut- 
down segment. Observations of general behavior and 
self-ratings of subjective units of distress levels (6) were 
recorded before, during, and after each treatment 
session and at a posttreatment assessment session, 
during which the patients again viewed the venous 
cutdown tape that had provoked the faint. The first 
treatment and posttreatment sessions also included 
measures of blood pressure taken with an inflatable 
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FIGURE 1. Physiologic and Subjective Recordings for Mr. A 


140 Beginning of Treatment 


Systolic 


ce m 
RO 
c c 


oo 
c 


8LOOD PRESSURE 


Diastolic 


ce 
ce 


Videotapes of 
venipuncture 


+m 
e 


Videotapes of venous cutdown 


HEART RATE 
e s 


c5 
co 


= 
c 


b 4 


Unconscious 


100 ' ' 


co 
c 


c 
e 


SELF-REPORTED 
DISTRESS RATING 


= 
= 


ee nn a LJ 
0 5 10 Ib 20 2 30 39 40 45 
MINUTES 


cuff and stethoscope and pulse rates counted at the 
wrist. The patients were seated when physiologic 
measures were made. 


RESULTS 


Just before the initial viewings of the venous cut- 
down film, both patients were moderately anxious, 
with mild tachycardia and normal blood pressure. 
Anxious behavior increased sharply on presentation of 
the cutdown film. During the second viewing Mr. A 
suddenly began hyperventilating, gave rapidly rising 
subjective units of distress ratings, and then lost con- 
sciousness for about 4 minutes. Mr. B appeared to 
have a sudden increase in anxious behavior during the 
first showing but fainted before he could give a 
subjective unit of distress rating, regaining conscious- 
ness in about 30 seconds. In both cases the loss of 
consciousness was accompanied by sudden bradycar- 
dia and hypotension, as depicted in figures 1 and 2. On 
regaining consciousness they each experienced 10—15 
minutes of weakness, nausea, weeping, and agitation. 

When consciousness, physiological measures, and 
emotional condition had stabilized, exposure to the 
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videotaped scenes was resumed gradually and cau- 
tiously in order to preclude further syncopal attacks. 
Mr. A remained in therapy for 21 months, which 
encompassed 11 hours of exposure therapy exclusive 
of self-administered exposure conducted outside the 
therapy setting. Mr. B was in treatment for 5 months 
and also required 11 hours of exposure before termi- 
nation of therapy. At the conclusion of treatment the 
patients were able to engage in previously avoided 
activities with greatly reduced anxiety and without 
feeling faint. At the posttreatment assessment, also 
shown in figures 1 and 2, when they again viewed the 
videotape that had caused them to faint, their physio- 
logical measures were stable and their anxiety levels 
were moderate to low. 

Follow-up 11 months after termination for Mr. A 
and after 4 months for Mr. B revealed continued relief 
from phobia symptoms. Both fatients had received 
injections from their personal physicians without faint- 
ing or undue distress. 
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DISCUSSION 


As Engel (4) has reported, vasovagal fainting is 
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FIGURE 2. Physiologic and Subjective Recordings of Mr. B 
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distinguished from hysterical fainting by hypotension, 
bradycardia, EEG slowing, and prompt return of 
consciousness on lying down or lowering the head. 
Hysterical fainting is not accompanied by any known 
physiological changes and usually persists for an ex- 
tended period after the head is lowered. With the 
manual methods for measuring pulse and blood pres- 
sure used in the present study we probably did not 
capture the full magnitude of the changes. However, 
the data are sufficient to establish that the fainting in 
both patients was vasovagal in nature. Detailed mea- 
sures in a single patient with a similar phobia by Cohn 
and associates (2) also documented a vasovagal faint. 
Casual pulse counts in four similar patients by Connol- 
ly and associates (1) also suggested bradycardia during 
fainting episodes. 

All four “‘blood-injury-illness” phobias reported by 
Connolly and associates (1) involved a history of 
fainting. Hsti (3) reported a single patient with injec- 
tion phobia who fainted in phobic situations, but Hsü 
reported no physiological measures. We have treated a 
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total of four patients with this type of phobia; only the 
two reported here gave histories or demonstrations of 
fainting in the phobic situation or elsewhere. Thus it 
seems likely that a valid correlation exists between 
these phobias and vasovagal syncope but that it is not 
1 to 1. The possibility remains open that hysterical 
fainting may also be documented among some of these 
patients in the future. The reason for the apparent 
association between vasovagal syncope and these pho- 
bias remains unclear. 

Our observations support the contention of Graham 
and associates (7) that vasovagal syncope is the second 
phase of a diphasic response, the first phase being 
characterized by tachycardia and mild hypertension. 
Our data do not support the hypothesis of these 
authors that fainting follows a sudden cessation of 
anxiety. 

Some evidence (8, 9), including that of our own Mr. 
A, suggests an association between vasovagal syncope 
and hyperventilation. This relationship appears to 
warrant further investigation. 
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BULIMIA AND LIFE ADJUSTMENT 


Cohn and associates (2) felt that their patient did not 
benefit from simple exposure and improved only when 
counterconditioning was used. Simple exposure 
proved adequate in our patients and in those in other 
reports (1, 3, 10, 11). A patient with an injection 
phobia treated with exposure by Hsü (3) provided one 
of the rare instances of “symptom substitution.” This 
phenomenon did not occur in our patients, nor in the 
other reports cited. 

Because of the unique physiological component, 
phobias for blood, trauma, and injections appear to 
warrant a diagnostic category of their own rather than 
being included in the DSM-III category of simple 
phobia. 
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Preliminary Investigation of Bulimia and Life Adjustment 


Craig Johnson, Ph.D., and David J. Berndt, Ph.D. ° 


Despite the reported increase in tbe incidence of 
bulimia, little is known about tbe life adjustment of 
bulimic patients. The authors surveyed 80 women 
who met the DSM-III criteria for bulimia regarding 
their adjustment in the areas of work, social and 
leisure activities, relationship with extended family, 
role as spouse, role as parent, and membership in the 
family unit. The life adjustment of the bulimic 
sample was significantly poorer in all areas than that 
of a normal community sample and was most similar 
to that of a comparison group of alcoholic women. 

(Am J Psychiatry 140:774—777, 1983) 
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B ulimia is an episodic pattern of chaotic eating that 
is accompanied by several symptoms. The patient 
generally engages in binge eating—the rapid consump- 
tion of a large quantity of food in a discrete time 
period, usually less than 2 hours. Other symptoms 
include an awareness of the disordered eating pattern 
with the fear of not being able to stop eating voluntari- 
ly, depressive moods and self-depreciating thoughts 
after the episodes of binge eating, and repeated at- 
tempts after binging episodes to lose or control weight 
through severely restricted diets or purging behavior 
such as self-induced vomiting, laxative abuse, or en- 
emas. 

Bulimia has long been recognized as an aspect of the 
disordered eating habits of patients with anorexia 
nervosa (1, 2) or obesity (3, 4). Recent investigations 
(5—9) have demonstrated that the development of 
bulimic symptoms among patients with anorexia ner- 
vosa has important etiological, prognostic, and clinical 
implications. 

Bulimia also appears to be occurring at an alarming 
rate among women of normal weight who do not have 
histories of weight disorders. Estimates of the inci- 
dence of bulimia among college populations have 
ranged from 4.196 (10) to 1396 (11). Demographic 
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studies indicate that these women are predominantly 
single white women in their early 20s who are college 
educated and who do not have histories of extreme 
weight disorders. The average age at onset among 
these women is 18 years and the most often cited 
precipitating factors include prolonged restrictive diet- 
ing and difficulty in handling emotions. Although this 
group does not appear to be as severely symptomatic 
as patients with anorexia nervosa, they are more 
vulnerable to anxiety, depression, mood fluctuations, 
and severe food and weight preoccupations than wom- 
en with no evidence of eating pathology (12-14). 
Despite the increased incidence and seriousness of the 
bulimic behavior, no studies have reported on the 
relative life adjustment of bulimic women whose 
weight is normal. We undertook this study to investi- 
gate the functioning of bulimic women with normal 
weight in the areas of work, social/leisure, and familial 
relations, using the social adjustment procedures de- 
veloped by Weissman and associates (15). 


METHOD 
Subjects and Measures 


The survey sample comprised 95 women who had 
written to the Anorexia Nervosa Project at Michael 
Reese Medical Center requesting information on bu- 
limia. The subjects wrote,to the project in response to 
several publications on bulimia by us that appeared in 
popular magazines and professional journals. Those 
who stated in their letters that they had a problem with 
binge eating were sent a letter which included informa- 
tion about the disorder and reference materials. They 
were also asked to complete several questionnaires 
that accompanied the information they requested. 
Thus the subjects were self-selected volunteers who 
were sufficiently distressed about their eating problems 
to write to a medical center to obtain further informa- 
tion. 

All survey participants completed two question- 
naires: the Eating Problems Questionnaire (available 
from Dr. Johnson on request) and the Social Adjust- 
ment Scale (15). The Eating Problems Questionnaire 
elicits descriptive information regarding history of 
weight and eating difficulties. The instrument also 
surveys attitudes and medical difficulties associated 
with the eating disorder, as well as other habits such as 
drug, alcohol, and cigarette use. Its reliability, validity, 
and other psychometric properties appear to be ade- 
quate; it has excellent interrater reliability and there is 
considerable evidence that bulimic patients respond 
accurately enough to permit sufficiently valid diag- 
noses from self-report (16). 

The Social Adjustment Scale is a 42-item self-report 
scale that measures performance over the past 2 weeks 
in six major areas: work (as a worker, housewife, or 
student), social and leisure activities, relationship with 
extended family, role as a spouse, role as a parent, and 
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membership in the family unit. In general, the ques- 
tions in each area assess the patient’s performance at 
expected tasks, the amount of friction with others, 
finer aspects of interpersonal relations, inner feelings, 
and satisfactions. The Social Adjustment Scale has 
been widely used with both psychiatric and nonpsy- 
chiatric populations. One of the major criticisms has 
been that its norms were determined with a predomi- 
nantly female population, but it was for this reason 
that we selected it to evaluate the female bulimic 
sample in the current study. 


Procedure 


All surveys were returned by means of prepaid mail. 
We offered no incentive for returning the question- 
naires other than our request for the subjects’ assist- 
ance in investigating eating disorders. The response 
rate at the time of the data analysis was 68% (N=95) 
of the original 140 surveys mailed, although surveys 
have continued to arrive sporadically since the analysis 
was completed. 

On the basis of their descriptions of binge eating on 
the Eating Problems Questionnaire, it was possible to 
determine which respondents met the DSM-III! criteria 
for a probable diagnosis of bulimia (16); 90% (N=86) 
met these criteria. The remaining 9 respondents were 
excluded from further analysis because their binge 
eating did not meet the criteria or because their eating 
disorder was no longer a problem at the time the 
questionnaire was completed. Because we were pri- 
marily interested in bulimic patients with normal 
weight, we also excluded 6 respondents who appeared 
to meet the criteria of Feighner and associates (17) for 
anorexia nervosa, either currently or in the past. Our 
results were therefore obtained from the question- 
naires returned by 80 women whose current self- 
reported binge eating met the DSM-III criteria for a 
probable diagnosis of bulimia and who had no history 
of anorexia nervosa. 

We compared the Social Adjustment Scale scores of 
our sample of bulimic subjects with those of the 
normal community group described by Weissman and 
associates (15). The normal comparison sample con- 
sisted of 277 women, primarily from socioeconomic 
classes IV and V. The comparison sample was some- 
what older and from a generally lower socioeconomic 
background than the bulimic group; 96% were white, 
and 63% were Catholic, 28% were Protestant, and 
7% were Jewish. 


RESULTS 


The typical bulimic woman who participated in the 
study was an unmarried white woman in her early 20s 
from an upper-middle-class family of more than one 
child. Of the 80 subjects, 44% were working, 50% 
were full-time students, 4% were housewives, and 2% 
were unemployed. Their living situations were divided 
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TABLE 1. Social Adjustment Scale Scores of 80 Bulimic Women 
and 277 Normal Women in a Community Sample 


Bulimic Community 

Women Sample 
Subscale Mean SD Mean SD tb df 
Work 1.95 .49 1.46  .50 7.05 | 350 
Social and 


leisure activity 2.56 .75 1.83 .53 7.30 354 


Extended family 2.10  .57 1.34 35 10.86 351 
Marital 2.26 | .50 1.77  .49 429 210 
Parerital 2.01 .68 1.43  .43 3.01 193 
Family: unit 2.348 .75 1.54  .62 3.95 291 
Overall 2.23  .44 1.161  .34 10.33 354 
aScores from a study by Weissman and associates (15). 

bp«.001. 


equally between living with parents, with husbands or 
boyfriends, or alone. 

We used the height and weight norms from the 
actuarial table of the Metropolitan Life Insurance 
Company as the basis for comparison with the respon- 
dents in our sample. The majority of the respondents 
(62.5%, N=50) were of normal weight for their 
height, 17.596 (N=14) were currently overweight (de- 
fined as more than 110% of the normal weight for 
their height), and the remaining 2096 (N=16) of the 
sample were thin to normal (8096—9096 of the normal 
weight for their height). 

The average age at onset of the symptomatic eating 
behavior was 18.1 years and the average duration of 
illness before assessment was 5.4 years. Fifty-one 
percent of the sample were binge eating one or more 
times per day; 41% were binge eating weekly and the 
remaining 8% were doing so several times a month. 
The binges usually occurred when the patients were 
alone, primarily during the evening. 

One of the more pernicious aspects of bulimia is the 
extent to which evacuation techniques are used in an 
attempt to undo the unrestrairied eating and to prevent 
weight gain. Seventy-seven percent of the sample were 
currently using self-induced vomiting, 33% were rely- 
ing on laxatives for weight control, and 25.7% were 
using both vomiting and laxatives. The frequency of 
purging behavior was quite high, with 59.2% of the 
sample inducing vomiting 1 or more times per day, 
28.6% vomiting weekly, and the remaining 12.2% 
vomiting monthly. Twenty-four percent of the sample 
weré using laxatives 1 or more times per day, 30.2% 
used them weekly, and the remaining 46.4% used 
them on a monthly basis. The average woman sur- 
veyed had engaged in these practices for 4.4 years, 
which suggests that the reliance on evacuation tech- 
niques begins approximately 1 year after the binge 
eating begins. 

The bulimic women had significantly higher scores 
on the Social Adjustment Scale than the normal com- 
munity sample, indicating poorer adjustment (see table 
1). Figure 1 illustrates the pattern of social adjustment 
role deficits for our bulimic sample compared with the 
patterns of four samples reported by Weissman and 
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FIGURE 1. Social Adjustment Scale Scores of Bulimic, Acutely 
Depressed, Alcoholic, and Acutely Schizophrenic Women and of 
Women in a Normal Community Sample? 
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The scores of the depressed, alcoholic, and schizophrenic patients and the 
normal community sample are from a study by Weissman and associates 
(15). 

vA lower score indicates better adjustment. 


associates (15). The bulimic women exhibited a ten- 
dericy toward less impairment than the acutely de- 
pressed women but more impairment than the other 
groups. Ín general their pattern was most comparable 
to that of the alcoholic sample. 


DISCUSSION 


Eighty respondents in the sample endorsed state- 
ments regarding their eating behavior that reflect the 
DSM-III criteria for a probable diagnosis of bulimia. 
Despite the biasing in the selection process, the demo- 
graphic characteristics and the extent of the symptom- 
atic behavior of our sample are essentially identical to 
those of a clinical population reported elsewhere (13). 
Although the results of our study need to be replicated 
with a clinic sample, the findings do suggest that 
individuals who report the symptoms of bulimia have 
significantly impaired life adjustment compared with a 
symptom-free community sample. Although the simi- 
larity between the impairment of our bulimic patients 
and that of a comparison group of alcoholic patients 
does not in any way demonstrate comparability in 
other areas for the two groups, this similarity is 
interesting and suggests that future research on bulim- 
ia should explore any relationship between bulimia 
and alcoholism or other addictive disorders. 

The recent increase in the incidence of bulimia 
among patients without weighs disorders has raised 
questions regarding the medical and psychological 
consequences of chaotic eating patterns such as binge 
eating and purging. Although the results from our 
study. do not allow us to conclude that the bulimic 
symptoms are responsible for the observed impairment 
in life adjustment, our clinical observations suggest 
that the deterioration in functioning is a result of 
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progressive involvement in the chaotic eating. These 
observations, coupled with recent findings regarding 
the medical complications associated with bulimia (2, 
18, 19), emphasize the potential hazards of bulimic 
behavior. Emphasizing these hazards is important be- 
cause, despite medical commentaries and editorials 
urging caution regarding restrictive or "fad" dieting 
(20, 21), drastic measures for weight control continue 
to proliferate in our culture. As reported in the litera- 
ture, it appears that for many bulimic patients chronic 
restrictive dieting has precipitated the onset of the 
bulimic behavior. 

Very little research has been done regarding the 
syndrome of bulimia among individuals whose weight 
is normal. We are currently investigating cognitive, 
affective, familial, and sociocultural variables that 
affect the onset and outcome of bulimia. 
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Psychiatric Residency Training: 
Relationships and Value Development 


Zebulon Taintor, M.D., Murray Morphy, M.D., Anne Seiden, M.D., 
and Eduardo Val, M.D. 


The authors review reports from a national sample 
of third-year residents regarding their reasons for 
having selected a career in psychiatry, their 
evaluation of psychiatric training, and the related 
changes noted in interpersonal relations, social and 
political attitudes, and personal and professional 
values. They discuss implications of the data for the 
specialty. 

(Am J Psychiatry 140:778—780, 1983) 


Cos for the emotional well-being of trainees in 
psychiatry léd the American Association of Direc- 
tors of Psychiatric Residency Training to establish in 
1973 the Task Force on Emotional Problems of Resi- 
dents. The focus of the task force moved from preoccu- 
pation with the troubled individual resident (1—7) to 
an examination of the emotional impact of the training 
experience on all psychiatric residents (8—13). It had 
become increasingly clear that emotional problems 
evident in trainees reflected both the problems of 
particular individuals and the context in which they 
occurred (14, 15), a conclusion recently confirmed in 
Campbell's overview of psychopathology in residents 
(16). Appropriate primary prevention would thus re- 
quire a full understanding of the context of residency 
training. 

Accordingly, we developed a detailed questionnaire 
that was designed to survey, on a nationwide basis, the 
stress and growth factors in psychiatric residency 
training and their impact on emotional well-being, 
value change, and personal and professional matura- 
tion. Demographic data obtained from this survey and 
factors correlating with emotional distress have been 
published (17). The results reported here have primari- 
ly to do with when and why these individuals made 
their career choice of psychiatry and what changes 
were noted in their relationships and personal and 
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professional value development. In presenting and 
discussing the implications of these data, we hope to 
demonstrate that the awareness of change in one's self 
and others through the training process can promote 
greater self-realization at the time of training and 
throughout a psychiatrist's career. 


METHOD 


À questionnaire was printed and mailed in May 
1975 directly to all third-year psychiatric residents 
who were due to complete their training in June of that 
year; mailing labels were provided by the American 
Psychiatric Association. Approximately 1,100 ques- 
tionnaires were distributed and 531, nearly 5096, were 
completed and returned. We considered the 5096 re- 
sponse rate favorable in light Sf the detailed nature of 
the questionnaire and our request that the respondents 
be available for follow-up surveys. The instrument was 
lengthy and contained information on 148 variables, 
including demographic, family, and early life data. 
Respondents had an opportunity to rate, on a 6-point 
scale, various residency tasks, curriculum componenti, 
and nonprogram factors for degrees of stress encoun- 
tered and their contribution to professional growth. 
Other questions attempted to explore the interaction 
of training and personal growth, and some sought 
responses to various moral pronouncements and ethi- 
cal positions. Changes in attitudes in the realm of 
political beliefs and, more elaborately, the arena of 
interpersonal relationships were pursued. Narrative 
comments were encouraged; they covered a broad 
spectrum of opinion ranging from “stress and growth 
in filling out this questionnaire" to “This has been a 
great chance to sit down and ássess what has happened 
to me over the past three years; thanks for providing 
it." Some respondents felt that the knowledge gained 
would be seductively quantifiable and tangible and yet 
fail to tap what had happened tq them. over the last 
three years. Many told stories of hardships overcome, 
and a few dwelt on unresolved problems. 

All results were computer analyzed by MAPS (Mul- 
tiple Analysis Program System for Behavioral Science 
Research). This program, which has been described 
elsewhere (17), correlates all data items, performs 
factor analyses, and computes p values. 
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RESULTS 


The extensive demographic data gathered in this 
survey have been published in considerable detail (17); 
a brief review shows that the mean age of our respon- 
dents was 29 years, that nearly 80% were men, that 
85% were married, 80% were American medical 
graduates, and nearly 70% of the men and 55% of the 
women were in a university-based program and only 
9% of the men and 20% of the women were in 
residencies based in state hospitals (17). 

As we expected, the highest percentage of our 
sample, 44%, had decided to become a psychiatrist 
while in medical school; 2% had decided as a child, 
8% while in high school, 16% while in college, 16% 
while training in another specialty, and 14% during 
other periods of their lives, such as the military. 
Reasons for becoming a psychiatrist were rated as to 
whether they were very important, important, or un- 
important (see table 1). It is perhaps reassuring that the 
most popular reasons for becoming a psychiatrist 
include the knowledge, challenge, and opportunities 
existing in the field; such factors as the need to solve 
personal difficulties or find an easy area of practice 
were less prominent. 

There seemed to be widespread support for the value 
of medical training in psychiatry, and future surveys 
might find that even more residents will value it. In this 
survey, 6096 felt that medical training was essential; 
28% found it worthwhile, and 1% found it undesir- 
able. Only 10% used their medical training 75%- 
100% of the time, but 36% used it 5096—7596 of the 
time, 36% used it 2595—5096 of the time, and 18% 
used it 0%—25% of the time. It is interesting to 
speculate about whether residents still preserve a feel- 
ing for medicine that was lost by older faculty mem- 
bers whose training took place when psychological 
and social models were more popular or whether they 
will lose this feeling as they enter practice, which may 
be less medical. 

Board certification was also highly rated by our 
sample despite the well-known controversies regarding 
such examinations; 7196 felt that all psychiatrists 
should be Board-certified, and 55% (59% of the men 
and 4496 of the women) were in favor of recertifica- 
tion. In regard to politics, 44% said they had experi- 
enced no change, 1896 had become more liberal, and 
24% had become more conservative. The trend to- 
ward increased conservatism may be less marked than 
for other populations in this age range; however, our 
findings are very limited. 

In examining ethical and personal values, we found 
support for traditional values: 45% of the male resi- 
dents and 5396 of the female residents responded that 
psychiatrists should be heterosexual, and 93% of the 
men and 9696 of the women felt that psychiatrists 
should always refrain from sexual contact with pa- 
tients—percentages, especialy with regard to the 
women, that agree with other published surveys that 
have examined this issue in greater detail (18). In 
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TABLE 1. Reasons for Entering Psychiatry Reported by 531 Re- 
spondents to Questionnaire 


Rating of 
Important/ 
Very 

Important _ 
Reason N y 
Knowledge existing within the field 239 45 
Experience with ill patients 191 36 
Challenge of the field 186 39 
Opportunity to add to the field 181 34 
Medical school teaching 165 31 
Own problems and/or treatment 132 25 
Identification with teacher 112 21 
Apparent ease of the profession 106 20 
Identification with relative 80 15 
Illness in family or friends 74 14 
Exhaustion and desire to try another field 37 7 


addition, 40% felt that having children and 40% felt 
that sexual fidelity should be part of the marital 
relationship, and 2596 recommended religious agree- 
ment in marriage. In regard to how leisure time activity 
should be spent, 77% recommended reading novels, 
45% were in favor of involvement in local politics, and 
84% endorsed exercise. Of the total sample, 58% felt 
that political activity should always be kept distinct 
from professional activity. 

When we explored the interaction of training and 
interpersonal relationships, we found that 62% of the 
sample reported increased sensitivity and awareness to 
others as a result of their training, 33% reported 
increased personal problems, 6976 increased sexual 
contacts, and 4% no change; 54% felt that marriage 
helped their training, 12% felt that it hindered their 
training, and 12% were separated or divorced during 
training. In addition, narrative comments indicated 
that spouses often grew apart during training specifi- 
cally as a result of the training experience. 


DISCUSSION 


The results of this survey of a broad and generally 
representative sample of senior psychiatric residents 
confirms the major impact of psychiatric residency 
training on interpersonal relationships and, less dra- 
matically, on personal and professional value develop- 
ment. Although the 12% rate of separation and di- 
vorce occurring among our sample during the residen- 
cy training period may appear high and suggestive of 
marked interpersonal distress, alternative interpreta- 
tions are possible. The narrative comments, in fact, 
suggest a more cautious and indeed a more optimistic 
appraisal, as they overwhelmingly depicted divorces or 
separations during training as solving problems rather 
than as evidence of continuing difficulty. 

Another possible source for optimism is the data 
dealing with reasons for selecting psychiatry as a 
career. Only 7% of our sample selected psychiatry out 


779 


J PSYCHIATRIC RESIDENCY TRAINING 


of. a sense of professional exhaustion, and although 
20% were attracted by the apparent ease of the field, 
the majority of our respondents were impressed by 
existing scientific psychiatric knowledge and the op- 
portunities for meeting the numerous challenges of 
mental disorder and distress. 

Issues of identity and value development, both per- 
sonal and professional, remain more difficult to assess, 
but we believe that our initial survey offers encourage- 
ment for the future of psychiatry. We intend to pursue 
these somewhat elusive phenomena with follow-up 
surveys of this group of psychiatric residents. It will be 
interesting to see if the views of self and the values, 
both personal and professional, we have reported will 
be sustained in the early careers of these residents and 
if their substantial support of a medical professional 
identity will continue to flourish and even increase. 
Troublesome matters such as diminishing mental 
health insurance coverage, conflict with other mental 
health professionals, lagging resident recruitment, per- 
sistent estrangement from the rest of medicine, and the 
less than optimal public image of psychiatry continue 
as major challenges. If future reports approximate the 
positive findings of this initial survey, however, the 
outlook for psychiatry and psychiatric patients may be 
more favorable than these concerns suggest. 
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The Medical Student’s Perspective of 
Psychiatry Residency Selection Procedures 


Michael H. Sacks, M.D., Sylvia Karasu, M.D., Arnold M. Cooper, M.D., 
and Richard D. Kaplan, M.D. 


To determine what factors influence medical 
students’ perception of the application and selection 
procedures of psychiatric residency programs, the 
authors sent a questionnaire to 100 medical students 
interviewed for the residency program at a major 
psychiatric facility; 43 returned the forms. There was 
general concordance between the respondents’ 
perception of the institution’s selection criteria and 
their convictions regarding what those criteria ought 
to be, with the exception that applicants tended to 
downgrade the dean’s letter. Factors important in the 
residents’ evaluation were the warmth, enthusiasm, 
and interviewing skills of the faculty and residents. 
They did not object to psychologically probing 
interviews if the interviews were skillfully conducted. 
It was important to them that they met the chairman 
and program director, and if the applicant was a 
woman, she wanted to have at least one woman 
interviewer. 

(Am J Psychiatry 140:781—783, 1983) 


he application and selection procedures of psychi- 

atric residency programs are an anxiety-provok- 
ing, time-consuming, and often expensive yearly ritual 
for medical students. Despite this, there are few papers 
written on resident selection, and the ones that have 
been written have focused almost exclusively on selec- 
tion criteria (1-7). To our knowledge, a survey of 
medical students’ attitudes and experiences is notably 
absent from the literature, except for studies by Holt 
and Luborsky (3) and Yager and Lipschultz (8) who 
studied applicants who had not completed the applica- 
tion procedure. Interestingly, this topic has received 
more attention in the medical and surgical specialty 
literature; these reports emphasize the importance of 
extending personal courtesies to applicants, such as 
thoughtful scheduling, providing information about 
the program, and usieg interviewers who are interested 
in the applicants (9—12). We decided, therefore, to 
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conduct a survey of all medical students who applied 
for the psychiatric residency program at our institution 
to ascertain their feelings about the interview and 
selection process. 


METHOD 


A detailed, eight-page questionnaire was sent to 
every medical student (N=100) who applied for ad- 
mission to the residency program in psychiatry at New 
York Hospital-Payne Whitney Clinic in July 1979 and 
who had been selected for interviews. An introductory 
section of the questionnaire sought the following infor- 
mation: demographic data; other programs to which 
the applicant had applied; the label that best described 
the applicant's current interest—biological, psychody- 
namic, community, or eclectic; and what criteria the 
applicant believed were used and ought to be used at 
the facility and elsewhere. The bulk of the question- 
naire was in multiple-choice form and attempted to 
elicit the applicants’ impression of the importance and 
influence of different aspects of the selection process. 
The questionnaire, which is available on request, was 
mailed after the National Intern and Resident Match- 
ing Program rankings had been completed but before 
the computer match. All reports were anonymous. 


RESULTS 


Of the 100 questionnaires mailed, 43 were complet- 
ed and returned. The respondents’ age range was 22— 
35 years (mean, 25 years). Twenty-four respondents 
(56%) were men and 15 (35%) were women; 4 
respondents did not answer the question. The respon- 
dents had applied to 38 different programs, mostly in 
the New York and Boston areas. The 6 most frequently 
listed programs were McLean (18 applicants), Yale (13 
applicants), Columbia (12 applicants), Einstein (12 
applicants), Beth Israel in Boston (10 applicants), and 
Mount Sinai in New York City (10 applicants). Four of 
the respondents labeled their orientation as biological, 
26 as psychodynamic, and 12 as eclectic; none was 
community-oriented. 

There was general concordance between the respon- 
dents’ perception of the program selection criteria and 
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their convictions regarding what those criteria ought 
to be; in both instances they listed the following 
criteria as important: interview impressions, personal 
letters of recommendation, and clerkship supervisors' 
letters. Applicants tended to downgrade the impor- 
tance of the dean's letter; this was the one clear 
disparity between the respondents! perceptions and 
actual practice at our facility. Applicants felt that 
Payne Whitney used the same criteria in ranking them 
as other programs had used. 

Twenty-two applicants (5096) felt that they had 
been treated better or the same at our institution as 
elsewhere, and 21 applicants (50956) felt that they had 
been treated worse. Not surprisingly, the 22 applicants 
who felt that they had been treated better or the same 
at our facility as elsewhere were generally pleased with 
the interview process. They cited the faculty inter- 
views, the faculty's efforts to get to know them, the 
evaluation of their motivation for entering psychiatry, 
and questions about their personality as important 
factors that exerted a positive influence on their final 
ranking. These 22 applicants also found faculty 
warmth, enthusiasm, and interviewing skills to be 
important items in favorably influencing their impres- 
sion of a program, and they especially valued the traits 
of enthusiasm and warmth in the residents who inter- 
viewed them. They also felt that the interviewers did 
not deliberately stress them or ask them inappropriate 
questions. These applicants were uniformly disap- 
pointed, however, if they did not meet the department 
chairman or program director. Most felt that the 
various programs did not evaluate their medical or 
psychiatric knowledge, but this was not an important 
consideration in their final ranking of a program. 

Applicants who rated their day at our facility as 
worse than that of other programs often felt deliber- 
ately stressed by our interviewers, faculty, and resi- 
dents, all of whom they rated as not skillful, uninter- 
ested, and lacking in warmth. They wrote, “The 
interviewers were too probing" or “They tried to 
psychoanalyze me in 30 seconds to 30 minutes” or 
‘The residents seemed too unfriendly and competitive 
with each other.” 

We found no substantial difference between these 
two groups regarding the high degree of importance 
they attached to the interviewer’s skill in interviewing, 
interest, and warmth. Also, both groups showed no 
differences with respect to age, sex, or the applicant’s 
primary psychiatric orientation. 

Of the 15 female respondents, 7 (46.7%) felt that 
the sex of the interviewer “made a difference"; howev- 
er, only 3 (13%) of the 24 male respondents felt that 
way. Age was not considered an important element in 
the process. Most of the respondents answered that 3 
interviews were optimal. 

Most applicants felt that questions about research 
interests, physical illness, previous depression or psy- 
chiatric treatment, and family background were ap- 
propriate. Two questions were rated as inappropriate 
by a majority of the applicants: 1) “Do you know 
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anyone on the faculty personally?" (58%), and 2) 
“How do you feel about the interviewer?” (53%). 
Those applicants who viewed the program unfavor- 
ably also tended to view more of the questions ds 
inappropriate. 


DISCUSSION 


The highly detailed questionnaire was eight pages 
long, which may explain the low return rate of 4396. 
Because the responses were anonymous, we have no 
way of evaluating sample bias. It is striking that our 
respondents were divided evenly between those who 
viewed the application process at our facility as better 
or the same as other institutions and those who viewed 
the process as worse. It is entirely possible that appli- 
cants who returned the completed forms were either 
negatively disposed to us because of a poor interview 
and/or the expectation that they would not be accepted 
by the program or that they were interested in us and 
even expected to begin training with us. This is pure 
speculation. Future studies might include information 
on the applicant's actual ranking of the program. Also, 
if a study were not done anonymously, it would permit 
a more meaningful correlation of applicants’ interview 
characteristics with their responses to the interview 
process. 

The interviews were accurately i by the 


applicants as being of primary importance to the- 


institution’s selection process, although the interviews 
ranked fourth in the applicants’ decision-making proc- 
ess. Applicants did not object to an interview that was 
psychologically probing regarding personal problems 
and motivation for entering psychiatry if they per- 
ceived the interviewer as warm, enthusiastic, interested 
in knowing them, and skillful. If these qualities ware 
absent, they were unfavorably impressed, protested 
probing questions by interviewers, and ranked the 
program as poor. In many cases, applicants designated 
other faults they had found in the application process. 
Most frequently, this represented an administrative 
error, such as poor scheduling, interviewers not keep- 
ing appointments, and time wasted. Most applicants 
wanted to meet the chairman and program director 
and if the applicants were women, they wanted to have 
at least one woman interviewer. 

From these few candid responses, we learned the 
obvious: simple, common courtesy and respect for the 
applicants’? time is very important. We saw similar 
concerns stressed in the nonpsychiatric literature (9— 
12). 

Our study points to the fact, that applicants are 
judging us as we are evaluating them. Although many 
of our applicants have had experience with psychia- 
trists, either through their medical school curriculum 
or their own therapy, these selection procedures are 
often their first personal encounter with a psychiatric 
interview. According to Kohut (13), this initial en- 
counter is crucially important to applicants regarding 
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their image of the profession and of how its members 
behave. Our applicants attached great importance to 
our capacity to behave with professional courtesy and 
appropriateness during the application procedure. We 
as a profession should take stock of the recruitment 
process and the way we present ourselves to our future 
colleagues. The selection process needs to be subjected 
to its own evaluation. 
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An Extreme Case of Cocaine Dependence 
and Marked Improvement With Methylphenidate Treatment 


Edward J. Khantzian, M.D. 


A patient with an extreme case of cocaine 
dependence improved remarkably with 
methylphenidate treatment. Her extreme, exclusive 
reliance on stimulants suggests that certain stimulant 
and cocaine addicts might be medicating themselves 
for predisposing or resultant affective and behavioral 
disturbances. 

(Am J Psychiatry 140:784—785, 1983) 


ocaine use has increased significantly over the past 

decade (1). As a result, clinicians working with 
problems related to its use are witnessing more ex- 
treme abuse patterns and the harmful consequences of 
cocaine use, including all the toxic and withdrawal 
effects associated with heavy stimulant use (2). More 
troubling, there are few, if any, effective treatments for 
cocaine dependence (3). 

The extreme case of cocaine dependence presented 
here highlights the extreme suffering associated with 
the abstinence and toxic phases of heavy cocaine abuse 
and documents the striking improvement obtained 
with methylphenidate treatment. The case also may 
have implications for understanding and treating pre- 
disposing and resulting disturbances related to heavy 
and chronic cocaine abuse. 


CASE REPORT 


Ms. A was a 33-year-old married woman with one child. 
Her drug history was remarkable in the extent, duration, and 
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quantity of her dependency on stimulants. She had first used 
amphetamines in the eighth grade, when they were pre- 
scribed as an appetite suppressant. She discovered then that 
they gave her energy, helped her school performance, and 
helped her to feel better about herself—powerful, recurring 
themes through her subsequent, exclusive reliance on stimu- 
lants. With this discovery, she began illicit use of amphet- 
amines, which continued, with one notable exception, until 
she was 28, when she began to use cocaine exclusively. At 
first she snorted the cocaine, and within a short time she 
began to escalate the amount used; in the year before I saw 
her she shifted to using enormotis amounts intravenously, 
consuming about 2 oz of cocaine weekly. (The “‘street price" 
of 1 oz of cocaine is approximately $2,500. Ms. A's habit 
cost $5,000 per week—-an extraordinary amount, even by 
the standards of celebrities and the affluent. Only because of 
her location in the distribution chain was she able to afford 
such a habit.) During this time she was hospitalized twice 
and treated with antipsychotic and antidepressant medi@a- 
tion and psychotherapy, but they had no effect on her 
cocaine consumption. The one exception to Ms. A’s illicit use 
of stimulants occurred in her early 20s, when methylpheni- 
date was prescribed for “depression” by a psychiatrist who 
did not know about her drug dependency. She took methyl- 
phenidate for 1 year and described it as "the best period in 
my life," emphasizing that she was stable, felt good about 
herself, did not use any other drugs, and did not misuse the 
methylphenidate. 

With the exception of some restlessness, impatience, and 
difficulty completing school assignments, the descriptions by 
Ms. A and her mother indicated that Ms. A had come from a 
middle-class background and that her childhood had been 
normal until her early teens. By age 16, and subsequent to 
her illicit use of amphetamines, she began to exhibit self- 
esteem problems related to her schoolwork, appearance, and 
family relations. Progressive, severe premenstrual tension 
and depression through adolescence 'culminated in an over- 
dose of aspirin at age 17. 

When I first saw her, Ms. A had been abstinent from " 
cocaine for 6 days. She was moderately obese, disheveled, 
and agitated and had recent and old track marks on her 
forearms and hands. She complained of marked sleepless- 
ness, hopelessness, suicidal] impulses, and severe anergia. 
Between her third and fourth visits she reverted and went on 
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a continuous “cocaine run” for about 1 week, until about 5 
hours before her next visit. During the visit her hands and 
arms were extremely puffy and had fresh needle marks, 
tracks, and ulcerations, and she was visibly unkempt and 
dirty. She was extremely restless, apprehensive, and in 
constant motion, jerking about with her hands and feet, 
clenching her jaws, and grimacing. She admitted to persecu- 
tory/paranoid delusions, auditory, visual, and tactile halluci- 
nations, and suicidal feelings. 

Attempts were made to rehospitalize her, but no suitable 
beds were available in the area. Given this situation, her 
extreme suffering, and her previous positive response to the 
drug, I initiated methylphenidate treatment (15 mg t.i.d., to 
be controlled and administered by her mother and husband). 

Within 17 hours of her first methylphenidate dose, Ms. A 
felt and acted “much better" and took a 3-hour nap that she 
characterized as normal sleep compared with her usual 
postcocaine "crash," which was like a “coma.” Within 24 
hours there was rapid resolution of all delusions and halluci- 
nations and other acute symptoms. She emphasized the 
restoration of normal sleep and appetite, general mood 
improvement, feeling calmer and more helpful, and feeling as 
though she had a choice about taking or not taking cocaine. 
She has continued to take methylphenidate for 20 weeks and 
has shown continuous, significant improvement. She has 
neither requested nor required any adjustment in her methyl- 
phenidate dose. The puffiness, recent track marks, and 
ulcerations have resolved. She is now strikingly more calm, 
carefully groomed, and attractive. She has established a 
positive treatment relationship and is continuing in weekly 
psychotherapy. 

Except for one isolated minor relapse, Ms. A has indicated 
that she has used no illicit'drugs. Her mother and husband 
have verified the reported objective and subjective improve- 
ments. Her blood pressure and pulse have remained normal. 
Results of urine screens and specific repeat tests for cocaine 
and its principal metabolite, benzoylecgonine, have all been 
negative. 


DISCUSSION 


Psychiatric and psychoanalytic reports (4—7) suggest 
that drug addiction is associated with psychiatric 
disorders and painful feeling states and may involve a 
self-selection/self-medication process. Addiction to 
stimulants or cocaine has been linked to depression, 
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anergia, boredom, low self-esteem (6, 7), and a hyper- 
active, restless life style (8). Many of these same 
features have recently been described in association 
with adult forms of attention deficit disorder (9), and, 
like Ms. À, many adolescent girls with attention deficit 
disorder have premenstrual tension, acute depressions, 
poor self-image, and suicidal gestures (10). 

This case suggests that methylphenidate might be 
useful in treating cocaine dependence because it ame- 
liorates pre-existing or resultant behavioral and affec- 
tive disturbances associated with heavy cocaine use. 
Further study might clarify the specific clinical and 
biochemical bases for its effectiveness. This case also 
suggests that methylphenidate treatment might allevi- 
ate craving behavior and toxic/withdrawal symptoms 
sufficiently to make psychotherapy and other forms of 
rehabilitation possible. 
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Choice of Antidepressant Based on the 
Dexamethasone Suppression Test 


Allen R. Fraser, M.B., Ch.B., D.P.M., M.R.C.Psych. 


This retrospective analysis of patients with major 
depressive disorder correlated response to the 
dexamethasone suppression test (DST) with clinical 
response to antidepressants. Nonsuppression on the 
DST predicted good response to noradrenergic drugs; 
suppression predicted good response to serotonergic 
drugs. 

(Am J Psychiatry 140:786—787, 1983) 


“he dexamethasone suppression test (DST) has 

L become an accepted measure of neuroendocrine 
function in patients suffering from major depressive 
disorders (1—3). The test has also been related to 
recovery (4, 5). 

It has been postulated (6) that, as central serotoner- 
gic activity stimulates the pituitary-adrenal axis and 
noradrenergic activity tonically inhibits this axis, the 
response to dexamethasone could be used to predict 
response to antidepressants. Thus an antidepressant 
that is strongly serotonergic might be expected to be of 
greater value in depressed patients who suppress corti- 
sol secretion after taking 1 mg of dexamethasone, 
whereas autonomous secretors of cortisol would be 
more likely to respond to a noradrenergic antidepres- 
sant. 

A recent report (7) from Carroll’s group described 
an attempt to replicate these findings. Using only 
patients who were nonsuppressors, they analyzed the 
response to amitriptyline or imipramine and found no 
difference in outcome. Since both drugs are almost 
equally noradrenergic and serotonergic (8), no differ- 
ence could reasonably be expected. However, in my 
institution.we have been using the DST with increasing 
frequency, and it appears that autonomous secretion 
of cortisol may indeed be correlated with response to 
noradrenergic antidepressants. 
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METHOD 


The patients were selected from all patients present- 
ing to the admission ward of a psychiatric hospital or 
to an outpatient clinic over a 1-year period in 1981— 
1982. To be included patients had to have a final 
DSM-III diagnosis of major depressive disorder and to 
have had a DST during the index presentation. All 
patients scored at least 17 points on the 17-item 
Hamilton Rating Scale for Depression. 

Diagnosis was checked by having an independent 
psychiatrist (blind to the nature of the study) examine 
a random sample of case notes including a number 
with other diagnoses. Agreement was high (r=.93, 
p<.0005). | 

The DST was performed within 5 days of presenta- 
tion; 1 mg of dexamethasone was given at 11:00 p.m., 
and blood samples were taken at 4:00 p.m. (all 
patients) and 11:00 p.m. (inpatients) the next day. 
Serum cortisol was measured by radioimmunoassay 
(using '*°I-labeled cortisol). Nonsuppression was de- 
fined as one or both cortisol levels above 5 g/dl). 

Initial antidepressant treatment was determined by 
clinical decision (by a clinician blind to DST results), 
and a range of antidepressants were used in standard 
doses. Amoxapine, desipramine, and nortriptyline are 
more noradrenergic than serotonergic; clomipramine 
is more serotonergic; and imipramine, doxepin, and 
amitriptyline are equally noradrenergic and serotoner- 
gic (8). As the action of mianserin is not clear (9), 
patients given that drug were excluded, as were pa- 
tients given monoamine oxidase inhibitors (MAOIs), 
ECT, or no antidepressants. 

Response was determined by clinical evaluation. 
This was supported by use of the Hamilton scale in 
outpatients. To be classified as a nonresponder a 
patient had to have received treatment for at least 3 
weeks without benefit. 

Statistical analysis was done with the chi-square test 
without Yates’ correction, as that fends to overcorrect. 


RESULTS 
Of the 49 patients in the initial sample, 24 (75%) of 
the 32 inpatients and 5 (29%) of the 17 outpatients 


had a positive DST. The overall percentage with a 
positive test was 5996. I excluded 16 patients on the 
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TABLE 1. Response of Suppressors and Nonsuppressors on the 
DST to Noradrenergic, Equipotent, and Serotonergic Antidepres- 
sants 


Type of Antidepressant 


Group Noradrenergic? Equipotent Serotonergic 
Nonsuppressors 

Responded to 

antidepressant 6 3 1 

Did not respond 

to antidepressant 1 3 8 
Suppressors 

Responded to 

antidepressant 0 2 6 

Did not respond 

to antidepressant 2 1 0 


ay2= 6.39, df=1, p<.05. 
by2= 30.20, df=1, p<.001. 


following grounds: 4 refused medication, 4 were given 
an MAOI, 3 were given mianserin, 3 were already 
taking antidepressants, 1 received ECT, and 1 received 
no antidepressants. These patients did not differ signif- 
icantly from the total sample. 

Table 1 sets out the response to initial treatment of 
the remaining 33 patients. At 3 weeks, 18 were 
improved; all made full clinical recovery and were 
therefore responders. 


DISCUSSION . 


These findings suggest that the DST does help in 
selecting the most effective antidepressant. Although 
most antidepressants have both noradrenergic and 
serotonergic activity, some are relatively more specific. 
Those antidepressants which are almost equally norad- 
renergic and serotonergic showed no difference in 
efficacy between cortisol suppressors and nonsuppres- 
sors. Only either clomipramine or noradrenergic drugs 
differentiated significantly between suppressors and 
nonsuppressors. 

The retrospective nature of the study is an obvious 
weakness. However, the clinicians who prescribed the 
patients’ initial antidepressants had no knowledge of 
their DST results, and treatment was changed only if a 
patient failed to show clinical response. Of the 8 
nonsuppressors who failed to respond to clomipra- 
mine, 5 did respond when given a noradrenergic 
antidepressant; the other 3 were treated with ECT. 
This lends support to the results from initial treatment. 
By chance, noradrenergic antidepressants were given 
to only 2 suppressors. It is possible that if more 
suppressors had reteived noradrenergic antidepres- 
sants, some would have responded. 

The technique used in this study for measuring 
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serum cortisol levels was different from that used by 
Carroll and associates (2). The competitive protein- 
binding method they used results in slightly higher 
values than does radioimmunoassay (10). Potentially 
this may increase the number of suppressors in this 
sample, but analysis of individual values shows that all 
suppressors had values below 3.6 pg/dl. 

Including outpatients could be a source of error. Up 
to 20% of nonsuppressors may be missed if samples 
are not taken at both 4:00 p.m. and 11:00 p.m. (2). 
Future work should avoid this problem by taking an 
11:00 p.m. sample as well. 

Another possible source of error is that 3 weeks may 
be too soon to declare a patient a nonresponder; only 3 
of the 15 nonresponders were given a longer time 
before the treatment was changed (22, 24, and 25 
days). Even if persistence with initial treatment had 
produced more responders, the results suggest that 
early response may be correlated with DST results. 

If the correlation reported here is confirmed, it 
would be of value clinically and might also suggest the 
need for future antidepressant studies to control for 
response to DST. These preliminary results have led to 
a prospective double-blind trial with two antidepres- 
sants clearly differentiated by their noradrenergic/sero- 
tonergic activity. 
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Psychiatric Complications of Multiple Myeloma 


Peter M. Silberfarb, M.D., and Griffin M. Bates, Jr., M.D. 


Multiple myeloma is an uncommon cancer, but of 
eight patients with multiple myeloma admitted to a 
general hospital over 5 months, five had psychiatric 
illness, and four of the five had delirium. Consulting 
psychiatrists should be aware of the common . 
occurrence of impaired cognition in patients with 
multiple myeloma. 

(Am J Psychiatry 140:788—789, 1983) 


M ultiple myeloma, a neoplastic disease of plasma 
cells, is the most common lymphoreticular ma- 
lignancy in nonwhites and the third most common in 
whites (1). During the period 1950—1975, the rate of 
mortality from myeloma more than doubled in the 
United States (1). In this paper we report five consecu- 
tive myeloma patients seen within 5 months on the 
oncology service of a 420-bed general hospital. 


CASE REPORTS 


Case 1. Mr. A, a 51-year-old truck driver, was readmitted 
to the hospital with numbness of his jaw, swelling of the left 
eye, an enlarging left testicle, and increasing pain and 
weakness in his left leg. Multiple myeloma had been diag- 
nosed 4 months previously. Two days after readmission, a 
psychiatry consultation was requested because of “depres- 
sion.” During the initial interview, Mr. A spoke of fears 
about dying, chronic family problems, and how hard it was 
for him to be physically weak. When he was seen the next 
day, his mood was much brighter and he was more talkative. 
Five days later, he sustained a lytic fracture of his left hip and 
became delirious. He had hallucinations of people being in 
his room, was disoriented to place, and only was able to give 
the correct date with much difficulty. At this time, he was 
receiving allopurinol, prednisone, methadone, and d-am- 
phetamine and had received a total of 2,400 rads to the left 
orbit. The results of a lumbar puncture were normal, but he 
had hyponatremia, anemia, and markedly abnormal results 
on liver function tests. 
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Case 2. Ms. B, an 85-year-old widow, was admitted for 
treatment of a pathologic fracture of her left femoral neck. 
Her mental status examination was normal on admission in 
spite of abnormally high levels of BUN, creatinine, uric acid, 
and serum IgG. À bone marrow examination revealed multi- 
ple myeloma. A psychiatry consultation was requested to 
help Ms. B deal “with acceptance of the disease and sudden 
loss of independence." During the psychiatric interview, Ms. 
B expressed puzzlement over her “blood condition." She also 
expressed fears of amputation of her left leg and “years of 
hospitalization.” She repeatedly mentioned her loneliness 
and how far she was from home. She often smiled when 
discussing serious or painful issues; when asked about this, 
she said, “You might as well laugh as cry." A nurse’s note 
made on the same day read, “Described herself as a pig... 
when confronted with her cancer she takes a very negative 
view of herself.” She had no cognitive impairment. She was 
seen daily by a psychiatrist and a psychiatric liaison nurse 
and gradually became less fearful and less negative in her 
self-perception and had a more appropriate affect. 


+ 

Case 3. Eight days after admission for management of 
multiple myeloma, it was noted that Mr. C, a 79-year-old 
retired businessman, was confused. An emergency psychiat- 
ric consultation was requested the next day because he 
suddenly became suspicious and loud and refused oral 
medicat’*n. A mental status examination revealed disorien- 
tation to time and place, poor immediate recall and recept 
memory, and marked paranoid ideation. His medications at 
this time were prednisone, methadone, cimetidine, mor- 
phine, allopurinol, and melphalan. With a reduction in 
prednisone and cessation of morphine, Mr. C became more 
cooperative but remained suspicious and had no improve- 
ment in cognitive functioning. À chest film, ordered because 
of dyspnea, showed increased right pleural effusion with a 
shift of the heart to the left and a new left-sided pleural 
effusion. He had no response to a thoracentesis, became 
severely lethargic, and died 16 days after admission. 


Case 4. Five days after admission for treatment of sternal 
pain, Mr. D, a 64-year-old man with multiple myeloma, 
became disoriented to time and place. Five days later he 
refused a lumbar puncture, and an emergency psychiatric 
consultation was requested. He was disheveled, drowsy, and 
almost mute. His rare speech was in the form of a grim joke 
or sarcasm. His level of awareness fluetuated, and at times he 
picked at the bedclothes. The psychiatric diagnosis was 
delirium, and Mr. D was judged not competent to refuse a 
lumbar puncture, the results of which were normal. He had 
been treated with melphalan, prednisone, and methadone. 
The prednisone and methadone were stopped, and Mr. D's 
cognitive functioning gradually improved; he became more 
verbal, more cooperative, and less agitated. Three days later, 
however, intractable bloody diarrhea began, which led to 
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metabolic acidosis and coma. His condition deteriorated, 
and he died without regaining consciousness. 


Case 5. Ms. E, a 76-year-old woman with multiple myelo- 
ma, was admitted to the hospital because of increasing 
anorexia and abdominal discomfort. One month after ad- 
mission, she said that she would rather die than continue to 
suffer. A chart note made at this time stated that she was 
alert and well oriented. Two days later, paresis of her right 
arm raised the question of a cerebrovascular accident. Short- 
ly thereafter, Ms. E and her husband requested that only 
comfort measures be taken. During a psychiatric interview 
several days later Ms. E lay in the fetal position with her eyes 
closed. She was disoriented to time and place, thought the 
president was Harding, and did not know her doctor’s name. 
Her only medication at this time was low-dose prednisone. 
Several days later, at her family’s request, she was transferred 
to a hospital closer to her home. 


DISCUSSION 


Although there have been several extensive review 
articles (2—5) on the natural history, pathophysiology, 
and therapy of multiple myeloma, psychiatric compli- 
cations have not been specifically addressed. Suchman 
and associates (6) reported that one of their seven 
patients with aggressive plasma cell myeloma had 
progressive mental deterioration. Of 28 consecutive, 
unselected patients with multiple myeloma studied by 
Weiss and associates (7), 10 were confused. Of these 
10, 2 had hypercalcemia, 4 had uremia, and 1 had 
abnormally high cerebrospinal fluid protein. The find- 
ing by Weiss and associates that over one-third of 
myeloma patients were confused suggests that a higher 
than expected incidence of delirium may be found in 
patients with multiple myeloma. 

During the 5 months that our patients were hospital- 
ized, 8 patients entered the hospital with the diagnosis 
of multiple myeloma. Five of these 8, 63%, were seen 
by a psychiatrist. This is a surprisingly high percentage 
in light of our prior finding (8) that psychiatric consul- 
tation is requested for very few cancer patients—only 
1.996 of the annual cancer admissions. Also of clinical 
importance is that 4 out of the 5 multiple myeloma 
patients we examined were found to be delirious. This 
is 5096 (4 out of 8) of all the patients who were 
hospitalized with multiple myeloma during this 5- 
month period. 

The delirium most often found in multiple myeloma 
patients is caused by many factors. Chemotherapeutic 
agents (especially prednisone), analgesics, and even 
radiation therapy, alone or in combination, can be 
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implicated as a cause of delirium. In addition, renal 
failure, hepatic failure, electrolyte imbalance, anemia, 
fever, and septicemia can also cause delirium. Given 
the multiplicity of host and toxic factors present in 
patients with multiple myeloma, it seems most useful 
to view delirium as a syndrome of cerebral insufficien- 
Cy, as was conceptualized by Engel and Romano (9) 
and expanded on by Lipowski (10). 

Depression was the other psychiatric illness ob- 
served in our patients with multiple myeloma. Ms. B 
demonstrates the frequent occurrence in cancer pa- 
tients of a sense of loss of control and sudden depen- 
dence in previously self-sufficient people. She also did 
not understand the meaning of her “blood disease" 
nor did she realize the extent of her functional incapac- 
ity. She responded quite well to patient explanation of 
her illness and supportive psychotherapy. 

Consulting psychiatrists should be aware of the 
common occurrence of impaired cognition in patients 
with multiple myeloma. Serial cognitive examinations 
that assess memory, orientation, ability to concentrate, 
and level of awareness take little time, and these 
abilities should be routinely measured, monitored, and 
followed. Cancer is an example par excellence of a 
disease in which control of one's illness is out of the 
patient's hands. It is crucial, therefore, that the patient 
be given as much participation in care as possible. 
Efforts directed at restoring the sensorium to clarity 
are one such way. 
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Hyperprolactinemia and Psychiatric Illness 


Randy Gangbar, M.D., and Richard P. Swinson, M.D. 


Patients with concurrent byperprolactinemia and 
psychiatric illness pose a diagnostic problem. The 
authors present four clinical vignettes and suggest the 
combination of a drug holiday with serial prolactin 
level determinations to diagnose non-drug-induced 
prolactinemia. 

(Am J Psychiatry 140:790—791, 1983) 


le 1913 Cushing (1) wrote, “It is quite probable that 
the psychopathology of everyday life hinges largely 
upon the effect of ductless gland discharge upon the 
nervous system.” Although not proposing to substanti- 
ate this claim definitively, we suggest that there is an 
area of neuroendocrinology which does indeed bear on 
everyday life for some patients. We report on four 
patients who were found to have coexisting non- 
medication-induced hyperprolactinemia and psychiat- 
ric illness, identified during 12 months in a general 


hospital psychiatric unit. In all cases, psychiatric illness ` 


was recognized before discovery of the hyperprolactin- 
emia. 

Hyperprolactinemia occurs under a variety of cir- 
cumstances, which may be divided into the following 
etiologies: physiologic, pathologic, and pharmacologic 
(2). Of particular interest to psychiatrists is the well- 
known association of hyperprolactinemia with anti- 
psychotic therapy and with certain tumors of hypotha- 
lamic origin. 

Meltzer and Fang (3) reported that in unmedicated 
psychiatric patients baseline serum prolactin levels 
were not significantly different from those of normal 
controls; however, a small proportion of patients had 
abnormally high serum prolactin levels, probably at- 
tributable to a normal stress response. Although these 
researchers ruled out primary endocrine abnormalities 
in their patients, much of the current literature on 
endocrine effects of neuroleptics assumes an intact 
hypothalamic-pituitary-end-organ axis before expo- 
sure to psychotropics. This may lead to diagnostic 
error in a psychiatric population. 
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Kraft and Finby (4) noted a 1.1% prevalence of 
pituitary adenomata in 2,200 neuropsychiatric pa- 
tients, and it has been reported (5) that 5%—10% of all 
pituitary glands show evidence of prolactin-secreting 
adenomata at autopsy. 

Symptoms of prolactinoma are due either to hor- 
monal effects or to local effects of an intracranial 
space-occupying lesion (5); these symptoms may be: 
sex-specific. Patients may often, however, be endocrin- 
ologically asymptomatic despite tremendously high 
serum prolactin levels (6), and in working up hyper- 
prolactinemic patients a careful history and functional 
inquiry must be followed by a thorough physical 
examination and detailed endocrinologic and radio- 
graphic studies. 

In the absence of demonstrable pathology or phar- 
macologic induction, abnormally high serial serum 
prolactin levels are most suggestive of a secretory 
adenoma. However, not all patients with surgically 
demonstrable prolactinomata have positive radio- 
graphic findings (7); researchers have attempted to 
correlate serum prolactin levels with the probability of 
tumor existence, with varying degrees of success. 
Clearly, diagnosis may be difficult given equivocal 
laboratory findings, and clinical judgment is essential 


(5, 6, 8). 


CLINICAL VIGNETTES 


Case 1. Ms. A, a 45-year-old woman, had a 3-week history 
of anxiety and depression and a wide range of vegetative 
symptoms of depression. Her history included hypothyroid- 
ism and treatment with ECT and a variety of psychotropic 
drugs for previous depressions. She had a strong family 
history of depression. Although a review of her body systems 
with Ms. A elicited only the presence of hirsutism, physical 
examination revealed galactorrhea. A diagnosis of unipolar 
major depressive disorder was made, and an endocrinologic 
workup was undertaken, with a final diagnosis of idiopathic 
hyperprolactinemia. 


Case 2. Ms. B, a 25-year-old woman, related a 2-month 
history of “harassment by the devil," depersonalization, and 
anxiety. She had previously attempted suicide, but her 
history was otherwise unremarkable; she was taking no 
medications. Her family history was also unremarkable. Ms. 
B had a guarded manner, delusions, auditory hallucinations, 
and blunted affect. On inquiry, she complained of hirsutism 
and metrorrhagia. A diagnosis of schizophreniform disorder 
was made, and an endocrinologic workup led to the diagno- 
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sis of a pituitary prolactinoma. Treatment of the prolactin- 
oma did not result in psychiatric improvement. 


Case 3. Ms. C was a 33-year-old woman who was referred 
for assessment of restlessness, insomnia, and anxiety of 4 
weeks’ duration. She had previously been treated for putative 
schizophrenia with depot phenothiazines, which she had 
discontinued some months before; her health was otherwise 
good. Her family history was unremarkable. During a men- 
tal status examination it was noted that Ms. C was agitated, 
depressed, and suicidal and had vegetative symptoms of 
depression. A review of her body systems revealed hirsutism 
and galactorrhea. A diagnosis of unipolar major depressive 
disorder was made, and an endocrinologic workup ensued, 
resulting in a diagnosis of pituitary prolactinoma. Again, 
treatment of the tumor did not cause remission of psychiatric 
symptoms. 


Case 4. Ms. D was a 21:year-old woman who had a 3- 
week history of multiple somatic symptoms and anxiety; no 
precipitants could be elicited. She had one previous psychiat- 
ric admission, which was related to drug abuse. She was 
taking no prescription medications, and her family history 
was unremarkable. During the mental status examination 
Ms. D was anxious and irritable and had no depressive 
affect; she had myriad somatic symptoms (e.g., tinnitus, 
paresthesia). Review with Ms. D of her body systems re- 
vealed galactorrhea. A diagnosis of hypochondriasis was 
made and an endocrinologic workup was begun, but Ms. D 
signed out of the hospital before her CAT scan. An interim 
diagnosis of idiopathic hyperprolactinemia was made. 


DISCUSSION 


With two of our patients, all that can be said 
definitely is that they had idiopathic hyperprolactine- 
mia, and the diagnosis of a prolactin-secreting tumor 
e * . " * 4. 
remains inferential. As reported by Frohman (8), idio- 
pathic hyperprolactinemia may represent the earliest 
stage of prolactin-secreting tumor formation. Thus, 
the moderately high prolactin levels of patients 1 and 4 
leave doubt as to the diagnosis. It is not our intent to 
discuss in this paper the difficulties of diagnosing 
prolactinomata; we wish, rather, to illustrate the diffi- 
culties of adequately evaluating the hyperprolactine- 
mic psychiatric patient, an issue that has not been 
adequately addressed. Hall and associates (9) suggest- 
ed that “currently employed diagnostic evaluations of 
patients admitted to state psychiatric hospitals may be 
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inadequate to fully identify the medical disorders 
present in this population"; this applies equally well to 
many general hospital psychiatric patients. Since 
psychopharmacologic treatment is often associated 
with abnormally high prolactin levels, the differential 
diagnosis in such cases includes physiologic, pharma- 
cologic, and pathologic etiologies. Some publications 
(10) do not encourage working up such patients to 
diagnose nonpharmacologic hyperprolactinemia, but 
other causes of hyperprolactinemia must be ruled out 
before deciding that major tranquilizers are the culprit. 

Adequate epidemiologic studies of non-drug-in- 
duced hyperprolactinemia have not been carried out in 
the psychiatric population, and we hope that our case 
series stimulates further interest. In the meantime, we 
suggest the combination of a drug holiday with serial 
serum prolactin level determinations, which should 
return to normal within 96 hours of discontinuation of 
noninjectable major tranquilizers (3). The finding of 
persistently high serum prolactin levels should alert the 
clinician to the possibility of other etiologies and 
suggest an appropriate diagnostic workup. 
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Isocarboxazid in the Treatment of Depression 


Sidney Zisook, M.D. 





Of 50 outpatients with nonpsychotic, 
nonmelancholic, anxious depression, the 24 patients 
taking isocarboxazid had better scores on all 
outcome measures than the 26 patients taking 
placebo. Differences on several variables reached 
statistical significance by weeks 4-6. 

(Am J Psychiatry 140:792—794, 1983) 


he recent resurgence of interest in monoamine 
oxidase inhibitors has greatly broadened the 


scope of available treatments for depression. Most of. 


the recent work on monoamine oxidase inhibitors has 
been limited to phenelzine and supports its usefulness 
for nonendogenous, ambulatory depression with atyp- 
ical features, such as lethargy, hypersomnolence, hy- 
perphasia, rejection sensitivity, and reactivity of mood 
(1). Phenelzine is not a panacea, however, and there is 
ample room for other monoamine oxidase inhibitors, 
which may be more efficacious or better tolerated by 
some patients. 

One such agent, isocarboxazid, has been available 
for several years but has not been actively marketed in 
the United States. Early studies, primarily done in the 
early 1960s, were not overwhelming in their support 
of isocarboxazid’s efficacy, but most of these studies 
were marred by methodological problems that would 
be unacceptable by modern standards (2). To my 
knowledge, only two controlled studies of isocarboxa- 
zid have been published in the past 15 years. In one 
study, Giller and associates (3) found that isocarboxa- 
zid had a significant advantage over placebo for 30 
depressed men. In the other, Davidson and associates 
(4) found isocarboxazid more effective than placebo in 
atypical depressions but not more effective in typical 
depressions. The double-blind placebo-controlled 
study reported in this paper further evaluated the 
efficacy and safety of isocarboxazid in a group of 
unipolar, nonmelancholic, nonpsychotic, depressed 
outpatients. 
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METHOD 


The patients were 70 adult outpatients selected 
because they had a nonpsychotic illness in which the 
most prominent disturbance was a relatively sustained 
mood of depression (at least 1 month) with significant 
levels of anxious, somatic, phobic, and/or panic symp- 
toms; a minimum baseline total score of 20 on the 24- 
item Hamilton Rating Scale for Depression (5); and a 
minimum baseline score of 8 on the Covi Anxiety 
Scale, with a score of at least 3 on the somatic factor. 
The study was double-blind throughout. On the basis 
of a computer-generated code, patients were randomly 
assigned to one of two treatment groups: isocarboxa- 
zid (20—80 mg/day) or placebo (2-8 pills/day). Evalua- 
tions were done at baseline and at the end of weeks 1, 
2, 3, 4, and 6. The clinician completed the Hamilton 
and Covi scales and a 5-point global improvement 
measure (1=very much better,e-5=worse) at each visit. 
The patients completed the Hopkins Symptom Check- 
list (58 items) and the 5-point global improvement 
measure at each visit. 


RESULTS ] 

The two treatment groups were well matched on 
initial characteristics; there were no substantial differ- 
ences. Most patients were women (80%), moderately 
well-educated (mean- 12 years of education), middle- 
class, white (51% white, 39% black, 9% Mexican- 
American), and middle-aged (mean=35 years; range 
=18-61). This was the first episode of depression in 
only 29%, whereas 33% had distinct previous epi- 
sodes and 38% had more chronic courses. All patients 
had been depressed for at least 1 month; the mean 
duration of illness was just over 2 years. The mean 
initial total score on the Hamilton depression scale was 
35, and the mean initial score on the Covi Anxiety 
Scale was 10. Fifty-nine percent met the Research 
Diagnostic Criteria (RDC) for major depression; the 
remainder met the RDC for mihor depression. Al- 
though 3596 met the RDC for endogenous depression, 
none met the DSM-III criteria for melancholia, gener- 
ally because of their reactivity of mood and at least 
some ability to experience pleasure. 

Considerably more patients in the placebo group 
(N=6) were prematurely withdrawn from the study 
because of treatment failure than patients in the isocar- 
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TABLE 1. Outcome Scores of Depressed Patients Taking Isocarbox- 
azid (N= 24) or Placebo (N= 26) 


Adjusted Mean Score at Week 6 


Scale or Item (and range) Isocarboxazid Placebo 
Hamilton scale 
Total (0—76) 14.102 20.442 
Depressed mood (0—4) .872 1.933 
Psychic anxiety (0—11) 1.233 2.064 
Somatic anxiety (0—4) 1.57 1.90 
Covi Anxiety Scale 
Total (3-15) 6.533 8.054 
Somatic anxiety (1—5) 2.34 2.76 
Global impression 
Physician (1—5) 2:25 2.69 
Patient (1-5) 2.50 2.92 
Hopkins Symptom Checklist 
Depression (1—4) 1.83 1.91 
Anxiety (1—4) 1.89 1.96 


aStatistically significant difference bejween groups at p<.05 or better; cumula- 
„tive (last value carried forward) analysis of covariance, with the baseline 
value of each parameter used as a linear covariant for all patients completing 
at least 3 weeks of treatment. 


boxazid group (N=1) (Fisher's exact test, p=.053). 
The reverse was true for premature termination due to 
adverse effects: 9 isocarboxazid patients and 2 placebo 
patients were prematurely withdrawn from the study 
for this reason. However, the only patients excluded 
from the efficacy analysis were 20 patients who were 
not in the study for the required 3 weeks, 11 of whom 
had taken isocarboxazid and 9 of whom had taken 
placebo. 

Fifty patients remained in the study for 3 weeks or 
longer. The 24 patients taking isocarboxazid were 
treated with a maximum mean dose of 43.9 mg/day of 
isocarboxazid (range=20—70 mg/day), which was 
achieved by week 3. The 26 patients taking placebo 
had a maximum mean dose of placebo of 5.47 pills 
(range 3—8 pills), achieved by week 6. During the first 
3 weeks of the study, most patients showed im- 
provement, but there were no significant differences 
between the active drug and placebo groups. By week 
4, most measures favored isocarboxazid, but only the 
depressed mood item of the Hamilton scale showed a 
statistically significant difference (p=.03, analysis of 
covariance). By week 6, all measures favored i isocar- 
boxazid. Table 1 lists the major efficacy measures used 
and the isocarboxazid-placebo differences. 

Seventy-four percent of the patients taking isocar- 
boxazid experienced adverse reactions that were 
judged to be probably or possibly related to treatment, 
whereas 33% of the patients taking placebo experi- 
enced adverse reactions. Minor decreases in blood 
pressure (supine and standing) along with orthostatic 
changes were the most common treatment-emergent 
effects of isocarboxazid; 43% of the patients taking 
isocarboxazid spontaneously complained of subjective 
dizziness and lightheadedness, which were generally 
effectively handled by dose reduction, although 7 
patients had to discontinue treatment because of these 
effects. Mild anticholinergic effects were the next most 
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frequently noted type of treatment-emergent cffect. 
Two patients receiving isocarboxazid had transami- 
nase levels that bordered on elevated. The results of 
other liver function tests in these patients were within 
normal limits. 


DISCUSSION 


I found isocarboxazid to be a safe and effective 
treatment for nonmelancholic, nonpsychotic patients 
suffering from depression and anxiety. During weeks 
3—6, our results on all efficacy measures increasingly 
favored isocarboxazid over placebo. It was striking 
that several patients reported a sudden improvement 
of mood somewhere between weeks 3 and $ and 
claimed to have felt better than they had in years. This 
improvement, once present, tended to remain. 

This study does not identify any specific subgroup of 
depressive patients who might be particularly respon- 
sive to monoamine oxidase inhibitors in general or to 
isocarboxazid in particular. Larsen and Rafaelsen (6) 
suggested that isocarboxazid is valuable for depres- 
sions that have not responded to tricyclic antidepres- 
sants. Giller and associates (3) found improvement 
with isocarboxazid in patients who initially had fewer 
neurovegetative symptoms and more feelings of help- 
lessness and worthlessness, and Davidson and asso- 
ciates (4) found increased sleep, eating, or libido 
predictive of a positive response to isocarboxazid. We 
were unable to confirm any of these findings. Further 
studies to determine what advantages, if any, isocar- 
boxazid has over other available antidepressants are 
clearly in order. 

A word must be said about patient selection. The 
study was originally designed to test the efficacy of 
isocarboxazid in patients with atypical depressions. 
Although our patients do reflect at least two of the 
prevalent conceptualizations of atypical depression (7) 
in that they 1) had suffered from a sustained dysphoric 
mood with significant levels of anxious, somatic, and/ 
or phobic symptoms, 2) did not fit any of the DSM-III 
criteria for melancholia, and 3) were similar to other 
patient populations considered to have ‘‘atypical de- 
pression" (7—9), it is unclear in what way these 
patients are, in fact, atypical. Indeed, it is my impres- 
sion that our sample mirrors a typical cohort of 
depressed patients increasingly seen and treated in 
outpatient settings. All patients had moderate to severe 
levels of depression as measured by our entrance 
criteria, more than half met the RDC for major 
depressive disorder, and over one-third met the RDC 
for endogenous depression. For this rather heteroge- 
neous group of depressed outpatients, isocarboxazid 
appears to be an effective and safe treatment. 
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Platelet MAO Activity and Long-Ierm Outcome in 


Schizophrenia and Schizoaffective Disorder 


Kenneth L. Malas, M.D., and Daniel P. van Kammen, M.D. 


Several years after MAO activity determination, 36 
patients with schizophrenia or schizoaffective 
disorder were contacted for assessment of their 
outcome. Patients who had had low platelet MAO 
activity had significantly better social adjustment and 
fewer schizopbrenic symptoms at follow-up. 

(Am J Psychiatry 140:794—796, 1983) 


S ince schizophrenic patients have widely divergent 
clinical courses, it is plausible that schizophrenia 
may be a heterogeneous disorder. Segregating patients 
on the basis of biological variables, the “biochemical 
high-risk method” (1), has been suggested as a strategy 
to circumvent the subjectivity introduced by clinical or 
phenomenologic discriminators. Monoamine oxidase 
(MAO), an enzyme involved in the metabolism of 
biogenic amines, is of interest in this regard. 
Investigators (2) have found that low platelet MAO 
activity is present in some, but not all, schizophrenic 
patients. Recent work (3) has suggested that genetic 
loading for schizophrenia may be associated with low 
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platelet MAO. Reports (4) of correlations between 
drug-free patients’ platelet MAO activity and their 
subsequent response to psychotropic medications also 
suggest that this enzyme may have clinical relevance. 
In this report we present data from a pilot study of the 
relationship between platelet MAO activity and long- 
term outcome in a group of patients with psychotic 
disorders that used a biochemical high-risk paradigm. 


METHOD 


The subjects in this study were 36 patients with 
schizophrenia or schizoaffective disorder with predom- 
inately schizophrenic symptoms, defined according to 
Research Diagnostic Criteria (RDC) (5). Both the 
group of patients with RDC schizophrenia (N=23) 
and the group with schizoaffective disorder (N=13) 
had a mean of 7 of the 12 differential criteria used in 
the International Pilot Study of Schizophrenia (6) and 
would thus be considered schizophrenic with equal 
probability by that diagnostic system. 

We contacted the patients by telephone 3—7 years 
after they had been studied on our clinical research 
unit. An assessment of their recent functioning was 
made with the Strauss-Carpenter Outcome Scale (6), . 
an instrument that rates four different dimensions of 
outcome—time hospitalized, social adjustment, work 
adjustment, and symptomatic adjustment—on a 5- 
point scale (0—4, higher scores representing better 
functioning). We also obtained information about the 
patients’ current medication status. The interviews 
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were conducted by a trained rater who had not had 
previous contact with the patients; the rater was also 
blind to the patients’ platelet MAO values. Whenever 
possible, and if the patient gave consent, verification of 
the information was obtained from a relative or mental 
health professional. 

The platelet MAO activity levels were determined by 
an assay described previously (7), which uses 14C- 
benzylamine as the substrate. Samples of blood had 
been collected and analyzed at the time of the patients’ 
index hospitalizations. All patients had been drug free 
for a minimum of 2 weeks before sampling. 

We compared the outcome scores of the 12 patients 
(one-third of the original group) who had the lowest 
platelet MAO values with the scores of the 12 patients 
who had the highest values (mean MAO level 
+SE=5.19+.38 and 14.33+.98 nmol deaminated 
I^C-benzylamine/105 platelets per hour, respectively). 
There were no significant differences between these 
two groups in terms of age, sex, diagnosis, or time 
between MAO determination and follow-up. The 
mean (+SE) ages at follow-up of the low-MAO and 
high-MAO groups were 31.041.3 and 34.0+3.0 
years; the intervals between MAO determination and 
follow-up for the respective groups were 4.7+.4 and 
4.8+.5 years. The low-MAO group contained 7 men 
and 5 women; 5 patients had diagnoses of schizoaffec- 
tive disorder and 7 had schizophrenia (3 paranoid, 4 
undifferentiated). The high-MAO group contained 5 
men and 7 women; 2 had schizoaffective disorder and 
10 had schizophrenia (4 paranoid, 5 undifferentiated, 
1 disorganized). We evaluated the statistical signifi- 
cance of differences between outcome scores for the 
two groups with a two-tailed t test. 


RESULTS 


The mean (+SE) score on the social adjustment 
dimension of the Strauss-Carpenter Outcome Scale of 
the low-MAO group (3.75.2) was significantly better 
than that of the high-MAO group (2.4.3) (p<.005). 
The low-MAO group (3.0.3) also had significantly 
better symptomatic adjustment at follow-up than the 
high-MAO group (1.85.2) (p«.005). The groups did 
not differ in time hospitalized (3.25.4 versus 3.4+.2) 
or in work adjustment (2.2.4 versus 2.2.5). 

When outcome scores for all 36 patients were 
compared by diagnostic subtypes, no significant differ- 
ences emerged. The possibility that diagnostic distinc- 
tions accounted for the differences observed between 
the biologically defined subgroups was also examined, 
again with negative*results. For example, in the low- 
MAO group the mean outcome score for social adjust- 
ment was 3.8 for the 5 patients with schizoaffective 
disorder, compared with a mean score of 3.7 for the 7 
patients with schizophrenia. In the high-MAO group 
the 2 patients with schizoaffective disorder both had a 
score of 2.0 on social adjustment versus a mean score 
of 2.5 for the 10 patients with schizophrenia. 
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Four patients (2 with schizoaffective disorder and 2 
with schizophrenia) in the low-MAO group were being 
satisfactorily maintained in the community without 
any psychotropic medications. In contrast, all 12 of the 
patients in the high-MAO group were receiving anti- 
psychotic agents (p<.05 by the Fisher exact probabili- 
ty test). 


DISCUSSION 


Many investigators now view low platelet MAO asa 
factor in vulnerability to psychopathology. However, 
in this group of patients with a psychotic disorder, it 
was also associated at 3—7-year follow-up with better 
outcome in some facets of their illness. 

The better social adjustment at follow-up of the 
patients with low baseline platelet MAO is consistent 
with a growing consensus in the literature on MAO 
and personality that low MAO is associated with 
social extroversion and stimulus-seeking behavior. 
This pattern of low platelet MAO and increased 
sociability has been found in normal subjects, in 
several groups of psychiatric patients, and even in 
animals (1, 8, 9). 

The significantly better symptomatic adjustment in 
the low-MAO group is more difficult to explain. 
Perhaps these patients’ greater affiliative behavior led 
them to avail themselves more fully of the health care 
system and the support of others. Another possibility is 
that this group is more responsive to treatment. Some 
evidence (10) suggests that peripheral platelet MAO 
may correlate with increased dopaminergic activity in 
the CNS. On that basis, patients with low MAO 
activity levels would be expected to respond better to 
the dopamine-blocking neuroleptics commonly used in 
treating schizophrenia. 

To date the most productive work in predicting 
outcome in schizophrenic illnesses has involved study 
of premorbid variables. Our findings suggest that 
using platelet MAO activity as a biologic marker may 
be another dimension to be considered. Whether the 
preliminary observations reported here can be extend- 
ed to aid in the clinical prediction of outcome or help 
guide treatment awaits further investigation. 
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Ventricular Arrhythmias Possibly Aggravated by Trazodone 


David Janowsky, M.D., Guy Curtis, M.D., Sidney Zisook, M.D., Karen Kuhn, 
Kathy Resovsky, R.N., and Martin Le Winter, M.D. 


Trazodone, a newly released drug, appeared to 
cause increased ventricular ectopic activity in two 
depressed outpatients with preexisting cardiac 
disease. Both patients had preexisting ventricular 
arrbytbmias and mitral valve prolapse. 

(Am J Psychiatry 140:796—797, 1983) 


T razodone is a newly released antidepressant drug 
that may be indicated for elderly depressed pa- 
tients because it has almost no anticholinergic effects 
(1, 2). Trazodone has also been reported to have 
relatively low cardiotoxicity in studies of animals and 
physically healthy humans (3—5). To our knowledge, 
however, all studies of this drug have excluded patients 
with heart disease. We evaluated the cardiovascular 
effects of trazodone in two depressed patients who had 
preexisting cardiac disease and found that they devel- 
oped increased ventricular arrhythmias while receiving 
the drug. 


CASE REPORTS 


Case 1. Mr. A, a 26-year-old depressed man, was receiving 
50 mg b.i.d. of desipramine at the time he was screened for 
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this study. An echocardiogram showed that he had mitral 
valve prolapse. During the initial screening he was given an 
ECG while he was at rest; it revealed that the QRS duration 
was slightly prolonged (.10 seconds), with frequent unifocal 
premature ventricular contractións (PVCs). A 24-hour 
Holter monitor showed that Mr. A had a sinus rhythm, with 
a mean heart rate of 69 beats/minute (range, 52—132 beats/ 
minute). A total of 4,311 unifocal PVCs occurred during the 
24-hour period of monitoring, with a peak PVC frequency of 
481/hour. Two consecutive PVCs were noted on one occa- 
sion. PVCs were late in every case and often appeared as 
fusion beats with the next normal QRS cycle. * 

Mr. A's desipramine regimen was discontinued, and a 
placebo regimen was begun. Nine days later an ECG record- 
ing was normal. A 24-hour Holter examination showed that 
he had a mean heart rate of 66 beats/minute (range, 46—128 
beats/minute), with a sinus rhythm. Unifocal PVCs were 
present while he was awake but absent while he was asleep. 
A decrease in PVCs to 2,045, with a peak hourly frequency 
of 437, was noted. Two consecutive ventricular beats were 
seen on two occasions, and the interval between consecutive 
responses was .6 second. PVCs appeared again well after the 
T waves of the preceding normal beats. 

We began administering 50 mg/day of trazodone, and the 
dose was later increased to 200 mg/day. After Mr. A had had 
1 week of trazodone therapy, his ECG recordings were 
entirely within normal limits and remained so for the dura- 
tion of the study. The Holter monitor study revealed an 
increase to 4,999 unifocal PVCs, with long coupling intervals 
as previously noted. PVCs occurred during Mr. A’s sleep and 
waking hours. After he had had 2 weeks of trazodone 
therapy, we noted that the unifocal PVCs increased to 9,398; 
two PVC pairs (ventricular couplets) and one episode of 
three consecutive PVCs (rate, 120) occurred. The peak 
hourly PVC frequency was 703. Mr. A’s heart rate had not 
changed from the previous Holter monitorings, and unifocal 
PVCs occurred again well after the T wave of the preceding 
beat. 
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The trazodone was discontinued, and 7 days later another 
Holter monitor showed that Mr. A had unifocal late PVCs; 
the 24-hour total PVCs decreased to 1,144, with a peak 
hourly frequency of 228. Two consecutive PVCs were again 
noted at a rate of 120 beats/minute. 


Case 2. Mr. B, age 61 years, had a 25-year history of 
depression, as well as a history of episodic hypertension, 
angina pectoris that was now stable but had recurred after a 
coronary artery bypass graft 5 years earlier, and mitral valve 
prolapse. 

At the time we first saw him he was taking 27 U/day of 
NPH insulin, 20 mg b.i.d. of furosemide, 10 mg b.i.d. of 
isosorbide dinitrate, .25 mg/day of digoxin, 100 mg t.i.d. of 
metoprolol, 10 g b.i.d. of aspirin, 200 mg t.i.d. of carbama- 
zepine, vitamins, and a potassium supplement. 

À physical examination revealed that Mr. B had an apical 
midsystolic click, a Grade II/VI late systolic murmur, and a 
soft S, and S; heart sound. 

During the baseline phase of the study, Mr. B's ECG 
recordings taken at rest showed a prolonged P-R interval of 
.22 seconds and an increased QRS duration of .11 seconds. 
There were anterolateral ST-T wave changes compatible with 
anterolateral ischemia or digitalis effect. Two 24-hour Holter 
monitor studies showed that he had a sinus rhythm, with a 
mean heart rate of 64 and 70 beats/minute, respectively 
(ranges, 48—98 and 56—98 beats/minute, respectively). There 
were 30 unifocal PVCs over the entire 24 hours of the first 
Holter monitor study, with a peak hourly frequency of 8. 
One episode of ventricular coupling was present, with a 
coupling interval of .440 seconds. The second Holter study 
revealed 76 unifocal PVCs, with a peak hourly frequency of 
18. No ventricular couplets occurred. 

Initially we gave Mr. B 50 mg b.i.d. of oral trazodone; the 
dose was later increased to 100 mg t.i.d. The drug had no 
effect on an ECG recording taken while he was at rest or on 
his mean 24-hour heart rate, as shown on subsequent Holter 
monitor studies (heart rate during the baseline screening 
phase was 64 beats/minute; during the placebo phase, 70 
beats/minute; and during trazodone administration, 67, 64, 
63, and 62 beats/minute), The 24-hour PVC frequency 
remained stable after 1 and 2 weeks of trazodone therapy 
(number of PVCs every 24 hours, 64 and 68, respectively; 
peak number of PVCs every hour, 7 and 10, respectively). 
After 4 weeks of trazodone treatment (Mr. B was receiving 
100 mg t.i.d.), the Holter monitor study showed an increase 
to 168 PVCs every 24 hours, with a peak of 32/hour; after 6 
weeks there was an increase to 245 PVCs every 24 hours, 
with a peak of 23/hour. During the 6th week the trazodone 
therapy was stopped because it failed to lessen Mr. B’s 


Am J Psychiatry 140:6, June 1983 


CLINICAL AND RESEARCH REPORTS 


depression. Seven days later the total number of PVCs had 
decreased to 99, and there was a peak hourly frequency 
of 15. 


DISCUSSION 


Trazodone was associated with an increase in ven- 
tricular arrhythmias in two patients; however, the 
arrhythmias reverted to baseline when the drug was 
stopped. These changes were well outside the range of 
daily variability in ventricular ectopy reported by 
Morganroth and associates (6) and Engler and asso- 
ciates (7). 

The etiology of the increased ventricular ectopy is 
unclear; however, a common denominator in both our 
patients was the presence of mitral valve prolapse, a 
condition associated with arrhythmias in general and 
with arrhythmias induced by tricyclic antidepressants 
specifically (8, 9). On the basis of our observations of 
these two patients, we feel that trazodone should not 
yet be considered devoid of cardiac arrhythmogenic 
effects. This warning has already been circulated by the 
manufacturer of this drug. 
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Meige Syndrome and Tardive Dyskinesia 


William M. Glazer, M.D., Daniel C. Moore, M.D., Thomas C. Hansen, M.D., 
and Louise M. Brenner, R.N. 


The authors report two cases of Meige syndrome. 
They discuss the possible role of neuroleptics in the 
etiology of the disorder and stress the importance of 
including this syndrome in the differential diagnosis 
of tardive dyskinesia. 

(Am J Psychiatry 140:798—799, 1983) 


eige syndrome, an idiopathic movement disor- 

der that consists of blepharospasm and oroman- 
dibular dystonia, may be confused with tardive dyski- 
nesia. It was first described by Henri Meige in 1910 (1) 
and was given the eponym Brueghel's syndrome by 
Marsden in 1976 (2). Meige syndrome is probably a 
variant of idiopathic, adult onset torsion dystonia (3). 
Although it affects women more often than men, 
particularly those more than 40 years old, we are 
unaware of any prevalence estimates of the disorder. 
Jankovic (4) reported that 5 of 16 patients with the 
disorder had an associated autoimmune disease. Wei- 
ner and associates (5) reported on 2 patients who 
developed Meige syndrome following neuroleptic ther- 
apy. Several authors (6—7) have related the disorder to 
basal ganglia pathology. Many therapeutic approaches 
to Meige syndrome have been used without much 
success, including agents related to dopamine and 
acetylcholine function (2). The purpose of this paper is 
to alert psychiatrists to this disorder and to report on 
our attempt to treat 2 women who had Meige syn- 
drome with baclofen, an antispasticity agent (8) that 
may exert an influence on striatal dopamine function 
in rats (9). 


CASE REPORTS 


Case 1. Ms. A, a 56-year-old married woman, had a 
history of depression for 4 years; it met DSM-III criteria for 
major depressive disorder. During this time she was treated 
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intermittently with antipsychotic and antidepressant medica- 
tions, and she had been hospitalized for a total of less than 3 
months. She was referred to our tardive dyskinesia clinic for 
an assessment of her involuntary eye squinting and jaw and 
neck spasms, which had been troublesome for 6 months. A 
neurologist had placed her on phenytoin therapy for “tics,”, 
but this did not relieve her symptoms. She had no history of 
denture use, electroconvulsive therapy (ECT), lobotomy, or 
neurological illness. There was no history of Huntington’s 
chorea in her family. She reported a brief history of 
“spasms” in her right hand and wrist when she was 46 years 
old—6 years before she received neuroleptic medications. 
When we saw Ms. A, she was taking 15 mg/day of diazepam 
and 2 mg b.i.d. of benztropine mesylate. Results from a 
physical examination revealed that she had an irregularly 
repetitive blepharospasm together with spasms in which the 
jaw opened up and of the neck. Results from routine blood 
tests and a urinalysis were normal. Other test results—serum 
ceruloplasmin, antinuclear antigeħ antibody titre, 24-hour 
urine copper, and a computerized tomographic (CT) scan— 
were also normal. 

Ms. A was treated with baclofen (10 mg t.i.d.) for 2 weeks 
without success. She was finally hospitalized when a con- 
sulting neurologist confirmed the diagnosis of Meige syn- 
drome. 


* 

Case 2. Ms. B, a 37-year-old married woman, had a 10- 
yeat history of schizophrenia. During this time she had taken 
antipsychotics for a total of 4 years, and she had been 
hospitalized for a total of less than 3 months. She was 
referred to the clinic by her psychiatrist for an assessment of 
her blinking, eye squinting, and spasms of the mouth and 
neck, all of which had occurred for 15 months. She had been 
taking 50 mg/day of hydrochlorothiazide for 9 years for 
renal stones and 3 mg/day of haloperidol. She had no history 
of denture use, ECT, lobotomy, or neurological illness. Her 
family history was negative for Huntington's chorea. Results 
from a physical examination revealed that she had blepharo- 
spasm, sustained intermittent dystonic movements in her 
neck, and spasms in which her jaw opened up. Results from 
routine blood tests, including thyroid function tests, a urinal- 
ysis, and chest X-rays, were normal. 

We made a diagnosis of tardive dyskinesia, and Ms. B gave 
informed consent to participate in ae6-week double-blind 
placebo-controlled trial of baclofen. Initially she took 30 
mg/day of baclofen in equally divided doses; this was 
increased to 90 mg/day in equally divided doses. Raters then 
observed her abnormal movements “live” and on videotape, 
but they found no improvement in her condition. Retrospec- 
tive review of the videotapes demonstrated that her move- 
ments were typical of Meige syndrome rather than of tardive 
dyskinesia. 
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DISCUSSION 


It is important that psychiatrists treating patients 
with neuroleptic medication be aware of Meige syn- 
drome because it is a part of the differential diagnosis 
of tardive dyskinesia. Although at first we mistakenly 
diagnosed Ms. B as having tardive dyskinesia, in 
retrospect we concluded that Meige syndrome was a 
more appropriate diagnosis because her abnormal 
movements were sustained for 5 seconds or longer, as 
compared with the choreic movements of tardive 
dyskinesia that last much less than 5 seconds. Ms. B’s 
history supports the notion of Weiner and associates 
that some cases of Meige syndrome may be related to 
prolonged exposure to neuroleptics. Whether or not 
neuroleptics can cause Meige syndrome remains un- 
clear. Although Ms. A was exposed to neuroleptics 
before developing the full constellation of Meige syn- 
drome, she had what appears to have been prodromal 
axial dystonia before she took neuroleptics. Such a 
prodromal picture is often associated with Meige 
syndrome (2). 

Meige syndrome occurs relatively infrequently; it 
has no effective treatment and appears to have a 
poorer morbidity than tardive dyskinesia. Both of our 
patients complained of severe pain, and the disruption 
in their daily lives as a result of the abnormal move- 
ments has caused them concern. Because of the severity 
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of Meige syndrome and the need to consider it when 
one makes a differential diagnosis, and for medical 
and legal reasons, psychiatrists should be aware of 
Meige syndrome (and idiopathic torsion dystonias in 
general) when they evaluate patients for neuroleptic- 
induced movement disorders. 
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Complex Partial Status Epilepticus Simulating 
Psychogenic Unresponsiveness 


Miles E. Drake, Jr., M.D., and C. Edward Coffey, M.D. 


The authors studied two patients who had 
complex partial status epilepticus. Clinical 
recognition of the syndrome was hindered because 
the patients had features generally associated with 
psychogenic or feigned unconsciousness. 

— (Am J Psychiatry 140:800—801, 1983) 


p rolonged ictal disturbance of consciousness in gen- 
eralized, seizure disorders has been well described 
as absence status or spike wave stupor (1). A becloud- 
ed state from continuous or recurrent complex partial 
seizures is less frequently encountered. Complex par- 
tial status epilepticus may be difficult to recognize 
clinically, and the ictal character of the EEG may not 
be evident. The possibility of persistent postictal cogni- 
tive disturbance (2) underscores the importance of 
prompt diagnosis and therapy. 

We studied two patients with complex partial status 
epilepticus both clinically and electroencephalographi- 
cally. Recognition of the ictal character of their behav- 
ior was impeded.by the presence of clinical features 
associated with feigned or psychogenic unresponsive- 
ness. In addition; in one patient complex partial status 
epilepticus was the initial manifestation of a seizure 
disorder and appeared at an age beyond the range 
previously associated with complex partial seizures. 


CASE REPORTS 


Case 1. Ms. A was a 77-year-old woman who was 
hospitalized for nephrolithotomy and resection of parathy- 
roid adenoma. She intermittently became confused and 
unresponsive after surgery. A neurologic examination 
showed no abnormality, but she alternated between unre- 
sponsiveness and incomplete or inappropriate responsive- 
ness. The latter state was associated with grimacing, head 
posturing, eyelid fluttering, and picking at the bedclothes. 
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When Ms. A was unresponsive, she resisted eye opening or 
passive limb movement, and when her arm was placed over 
her face, it hovered briefly and slowly descended to her side. 

An initial scalp EEG showed mild and diffuse slowing. 
When Ms. A was unresponsive but resistant to eye opening 
or passive limb movement, rhythmic theta and delta activity 
of moderate amplitude was seen over the temporal regions, 
predominantly the right, and no nasopharyngeal discharges 
were present. During her periods of inappropriate responses 
and automatic gestures, continuous epileptiform activity was 
recorded from the left nasopharyngeal electrode. A comput- 
erized tomographic (CT) scan of the brain showed a mild 
increase in prominence of the left sylvian fissure. The CSF 
results were normal. After Ms. A received intravenous 
phenytoin at therapeutic levels, her mentation improved, and 
she eventually was discharged. 

No history of seizures could be elicited. She has remained 
without seizures on subsequent visits, and EEGs have shown 
mild diffuse slowing. 


Case 2. Ms. B, a 30-year-old right-handed woman, had 
had complex partial and generalized seizures since she was 8 
years old. She also had a history of peptic ulcer disease and 
had undergone a total gastrectomy at her local hospital. 
Postoperatively she became confused and agitated, alternat- 
ing between periods of screaming and thrashing about and 
catatonic unresponsiveness with occasional grimacing arfd 
arm movement. Her past medical history was otherwise 
unremarkable, and she had no family history of seizures. 

A general examination revealed only cachexia. Results 
from a neurologic examination revealed that she was unre- 
sponsive with eyes open and that she was unable to follow 
commands. No speech or vocalization could be elicited. 
When her eyes closed spontaneously, she resisted subsequent 
opening of them. Ms. B showed waxy flexibility, her limbs 
remaining in the position in which they were suspended. At 
other times she resisted passive movement of her limbs, and 
when her arm was suspended over her face, it drifted slowly 
to her side. 

During Ms. B’s periods of confusion and agitation, an 
EEG demonstrated diffuse slowing. There was additional 
intermittent theta and delta activity in the right posterior 
temporal region. When Ms. B became unresponsive and 
executed stereotyped movements, high amplitude spike and 
wave discharges at 3.5: Hz developed'in the right posterior 
temporal regions and became generalized over both cerebral 
hemispheres. A CT brain scan was normal. 

Ms. B was given intravenous phenytoin; the next morning 
she was alert and oriented, and an EEG demonstrated mild 
diffuse background slowing. She has subsequently had sever- 
al episodes of altered consciousness and behavior. No EEG 
correlates were recorded during these episodes; a saline 
activation test was positive. 
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DISCUSSION 


These two patients had prolonged impairment of 
consciousness due to complex partial status epilepti- 
cus. The episodes of status epilepticus were the first 
manifestation of a seizure disorder in one of the 
patients, and clinical recognition of the syndrome in 
both patients was hindered by features generally asso- 
ciated with psychogenic or feigned unconsciousness 
(3). 

A number of cases of prolonged or fluctuating 
behavioral alteration in patients with complex partial 
seizures, often with depressive or psychotic features, 
have been described (4). The impairment of conscious- 
ness in these two patients resembles that observed in 
hysterical or feigned unconsciousness, but these two 
patients’ impairment can be differentiated by the fluc- 
tuating character of the impaired consciousness and by 
the characteristic EEG findings. 

Several patients with complex partial status epilepti- 
cus have previously been studied clinically and elec- 
troencephalographically. Heintel (5) described a pa- 
tient with recurrent confusion and temporal parox- 
ysms who also had both diffuse and focal left temporal 
EEG abnormalities between attacks. Markand and 
associates (6) described a patient with intractable 
seizures who had prolonged episodes of altered con- 
sciousness and automatic behavior, with associated 
rhythmic right froritotemporal spikes. Mayeux and 
Lueders (7) reported status epilepticus in a young girl 
who had prolonged cbnfusion after craniopharyn- 
gioma resection, during which time right midtemporal 
epileptiform activity was present. They proposed two 
diagnostic criteria for complex partial status epilepti- 
cus: 1) continuous behavioral symptoms with focal 
temporal or secondarily generalized epileptiform activ- 
ity as shown by an EEG or 2) repetitive complex 
partial seizures with clinical and EEG manifestations 
separated by interictal periods of confusion with gen- 
eralized EEG abnormality. 

Engel and associates (8) studied a patient with long- 
standing seizures who had four episodes of prolonged 
alteration of behavior. During “ictal” periods, the 
patient showed clouded consciousness, and the EEG 
showed low amplitude fast activity alternating with 
temporal sharp waves. “Interictal” periods of intact 
consciousness, but with periods of amnesia, were 
associated with diffuse slowing and bitemporal epilep- 
tiform transients. Engel and associates proposed that 
the fluctuating character of the altered mentation was 
a useful clue to its ictal origin. Belafsky and associates 
(9) also observed two electroclinical phases: three 
patients with long histories of seizures were studied for 
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prolonged periods, and an alternation between a twi- 
light state with automatisms and periods of complete 
unresponsiveness was seen. The EEG was diffusely 
slow during the period of reactive automatism; when 
the patient was unresponsive with occasional stereo- 
typed movements, high-amplitude rhythmic slow 
waves were recorded in both of the frontotemporal 
regions. 

Our two patients demonstrated a similar fluctuation 
between unresponsiveriess with stereotyped automa- 
tisms and a twilight state with partial responses. This 
pattern suggests that patients who have had seizures 
may have prolonged and fluctuating impairment of 
consciousness with features of feigned or psychogenic 
unresponsiveness due to continuous or recurrent com- 
plex partial seizures and postictal confusion. Complex 
partial status epilepticus represents an organic cause of 
prolonged behavioral alteration that is detectable with 
EEG and reversible with therapy. 

Generalized status epilepticus may result in perma- 
nent brain damage, but this risk is not apparent for 
partial or absence status (10). On the other hand, a 
permanent decrement in intellectual performance has 
been demonstrated in patients recovered from partial 
status epilepticus (2). The possibility of such persistent 
effects mandates the early detection and termination of 
complex partial status epilepticus. 
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Nancy C. Andreasen, M.D., Ph.D., Editor 


TRANSPERSONAL AND EXTRASENSORY 
DIMENSIONS 


Beyond Ego: Transpersonal Dimensions in Psychology, edit- 
ed by Roger N. Walsh, M.D., Ph.D., and Frances Vaughan, 
Ph.D. Los Angeles, J.P. Tarcher, 1980, 269 pp., $12.50; 
$6.95 (paper). 


Several years ago, Árnold Toynbee was asked to predict 
what might be regarded by future historians as the single 
most important development of the twentieth century. Pass- 
ing over the profound technological and social changes 
(including two world wars), Toynbee proposed that the 
century would be best remembered for the introduction of 
Eastern religions into the West. He did not describe how he 
thought this, change would occur, but at the time it seemed 
likely that, should it occur, it would be in the context of 
religion, perhaps by the migration of Eastern religious forms 
to the West, or by their introduction into established Western 
religions. Toynbee could hardly have predicted what may 
well become the major vehicle of this movement—Western 
psychotherapy and psychology. 

The present volume describes a major focus of this activi- 
- ty, a relatively new field that has become known as “‘trans- 
personal psychology." According to the editors, transperson- 
al psychology is “concerned with expanding the field of 
psychological inquiry to include the study of optimal psycho- 
logical health and well being. It recognizes the potential for 
experiencing a broad range of states of consciousness, in 
some of which identity may extend beyond the usual limits of 
the ego and personality." Further, it deals extensively with 
meditation and the associated psychological and behavioral 
changes, a largely neglected area in psychology and psycho- 
therapy. 

Readers of the Journal may already have some acquaint- 
ance with transpersonal psychology through the lead article 
by Roger Walsh (1), one of the editors of this volume. 
Beyond Ego is an attempt to go beyond this paper to provide 
an introductory text bringing together outstanding papers in 
the field. It consists of a collection of 26 such papers, each 
edited to eliminate redundancies and to focus on a particular 
aspect of the field. The papers are grouped into six sections, 
each introduced by a short comment. These six sections deal 
with 1) Wider Vision: New Paradigms for Old, 2) The 
Nature of Consciousness, 3) Psychological Well-Being: East 
and West, 4) Meditation: Doorway to the Transpersonal, 5) 
Transpersonal Psychotherapy, and 6) Ripples of Change: 
Implications for Other Disciplines. 

The editors have achieved their goal of a readable intro- 
ductory text. The contributions are short, well written, and 
sharply focused and succeed in acquainting the reader with 
many of the major authors and ideas. Furthermore, an edited 
volume gives the reader a sense of the range and diversity of 
the field. Single-authored texts may present more coherent 
and perhaps more persuasive arguments for one or another 
of the topics treated in this volume, and readers may wish to 
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consult some of the references. However, the variety of 
efforts presents a kind of collage that better represents the 
current status of this newly emerging field. 

Beyond Ego fills a clear need. Despite the many writings 
about Eastern religions, most psychiatrists know little about 
them or about the psychological issues with which they are 
intimately involved. One example is the 1976 report by the 
prestigious Group for the Advancement of Psychiatry that 
weighed the question of Mysticism: Spiritual Quest or 
Psychic Disorder? (2) and decided in favor of the latter 


alternative. Although “mysticism” rather than transpersonal, 


psychology was the topic of this inquiry, much of the subject 
matter consisted of transpersonal issues about which the 
authors were uninformed. 

A large part of Beyond Ego attempts to persuade the 
reader to take seriously the kind of phenomena with which 
transpersonal psychology is concerned, phenomena which 
psychiatrists may view as not only alien but even, as the GAP 
report indicated, forbidding. To this end, the editors present 
a wide variety of approaches, most of them scientific and 
epistemologic rather than the more traditional religious 
apologetics. Two such chapters by Daniel Goleman consider 
the way in which our models influence what we are able to 
consider. He notes particularly the extent to which our 
Western psychologies exclude the study of many of the 
phenomena that are readily accommodated by an Eastern 
psychology, such as the Abhidhamma. He points out how 
models of contemporary psychology “foreclose the acknowl- 
edgement of investigation of a mode of being which is the 
central premise and summum bonum of virtually every 
Eastern psycho-spiritual system. Called variously 'enlightert- 
ment,’ ‘Buddhahood,’ ‘liberation,’ the ‘awakened state,’ and 
so on, there is simply no fully equivalent category in contem- 
porary psychology.” 

This idea is pursued further in the chapter on “Paradigms 
in Collision,” in which the editors propose that the tenets of 
the "consciousness disciplines" and those of the behavioral 
sciences are so different as to constitute what Kuhn calls a 
"paradigm clash." Such a situation makes it difficult for 
someone who is bound by the assumptions of modern 
science to appreciate the nature of mystical experiences and 
altered states of consciousness, and impossible to value them 
as do their practitioners. This argument is a strong one and 
helps to explain the tendency of Western psychologists to 
reduce these phenomena to fit our pathology-based psychol- 
ogies. It also proposes a way out of the dilemma: provision- 
ally accept the alternative paradigm for the purpose of 
testing its claims in practice, a course of action commended 
to skeptics since at least the time of the Buddha. 

Another approach is proposed in the chapter by Fritjof 
Capra, the author of The Tao of Physics (3), who describes 
uncanny similarities in views of the nature of reality held by 
modern physicists and by Eastern mystics. Similarly, uncan- 
ny similarities—between changes in consciousness induced 
by drugs and those reported in Eastern psychologies—are 
described by Stanislav Grof on the basis of his extensive 
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study of psychedelic agents. One of the few Western psychol- 
ogists to have written about transpersonal concerns was 
Abraham Maslow. In his chapter he proposes 13 testable 
hypotheses regarding the ideas of "self actualization" and 
“peak experiences,” which he introduced to contemporary 
psychology. 

All of these approaches, and those in other chapters, 
provide the reader with good reasons to take seriously the 
phenomena of transpersonal psychology. If one approach 
doesn’t work, another may. But one approach is left out and 
it is one that I have personally found the most persuasive. It 
is the experience of knowing an exemplar of these disci- 
plines, who manifests the “optimal psychological health” 
that is a major concern of transpersonal psychology. It was 
my good fortune to have known for a period of 18 years the 
Zen Buddhist philosopher Daisetz Suzuki and to have been 
with him in a wide variety of circumstances. This experience 
convinced me that there is a state of psychological function- 
ing beyond that sought, or even conceived, by our psycholo- 
gies and that this state is.highly desirable. Furthermore, 
contact with other advanced practitioners has made it seem 
likely, as they themselves maintain, that there are systematic 
ways of facilitating these exceptional states of psychological 
health. 

It is a measure of the limitations of our theories that we 
have no technical language to describe these states, which are 
far more than the absence of pathology. Some of the 
attributes proposed (for example, in Frances Vaughan’s 
chapter on “Transpersonal Psychotherapy: Context, Con- 
tent, and Process”) sound more like testimonials than scien- 
tific criteria—“increased tolerance for paradox and ambigu- 
ity ... Increased compassion, generosity, inner peace, and 
the capacity for love and relatedness.” Yet those who have 
known such persons can attest to the presence of these 
characteristics, and to even more. For me they include an 
absence of the fear of death—both in the abstract and during 
a painful, lingering death from cancer. Even skeptical col- 
leagues have been impressed by an enormous energy mani- 
fested by these people and, in some, by a sly, twinkling sense 
of humor that is far from the piety so often associated with 
saints, the so-called “stink of Zen." Just listing this hodge- 
podge of virtues makes it clear how ill-prepared we are to 
understand this kind of psychological functioning, let alone 
how people get that way. Yet it all makes good sense in the 
Abhidhamma system, which was devised over many years to 
account for events, such as meditation and enlightenment, 
with which we are just beginning to become familiar. One 
way of increasing this familiarity might be through careful 
behavioral descriptions of enlightened persons. What about 
research in transpersonal psychology on meditation and its 
consequences? 

Roger Walsh’s chapter on “Meditation Research: The 
Evolution and State of the Art" makes it clear that even 
persons committed to research on meditation have a hard 
time of it. There has been some progress in studying physio- 
logical variables, particularly EEG measures, during the 
course of meditation. And a few investigators have reported 
psychological and thegapeutic changes with meditation. But 
almost all of this research has been carried out with begin- 
ning meditators. Some interesting, and surprising, things can 
happen even with beginning meditators. For example, I have 
seen apparently permanent relief of a longstanding phobia in 
a person after her first (30-minute) experience of meditation. 
But one of the things on which meditation teachers agree is 
that it takes long, hard practice to achieve real competence in 
this discipline, and very few Westerners have ever achieved 
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this level of competence. Until research is carried out on such 
subjects, it is unlikely that we can penetrate very deeply into 
this topic, and even then limitations in our ability to concep- 
tualize and to measure will seriously limit what we can learn. 

The section on Transpersonal Psychotherapy is probably 
of greater value for persons already persuaded of the subject 
matter of this volume that it will be for newcomers. It makes 
clear the limitations imposed by the "inadequate empirical 
foundations" for conversion of transpersonal ideas into 
therapeutic procedures and wisely views transpersonal psy- 
chotherapy, in the words of James Fadiman, as “a stance, a 
place from which to work, rather than a tightly defined and 
explicit system." But the notion of transpersonal psychother- 
apy does serve the purpose of providing a rationale, and 
encouragement, for those with experience in Eastern reli- 
gious systems to apply their experience, with caution, to the 
care of patients, and this is a good thing. 

Does Beyond Ego have weaknesses? I think so and would 
note one small particular one and one larger generic one. The 
small one is that it includes a chapter on parapsychology, 
including telepathy, clairvoyance, and psychokinesis. Para- 
psychology is commonly associated with Eastern religions on 
the shelves of bookstores that specialize in the occult, but it is 
of questionable value in a book such as this. 

The other weakness or (at least) problem in Beyond Ego 
derives from the nature of the subject matter. If contempo- 
rary psychology does not have the theories to encompass this 
subject matter, clearly someone is going to jump in with 
alternatives. Some of the chapters do precisely that, attempt- 
ing to spell out theories that might better accommodate the 
phenomena. It is not surprising that they may miss the mark. 
The mystics have never had much luck in trying to explain 
their ineffable experiences in words, and the explanatory 
systems of the philosophers may only compound the prob- 
lem. 

Beyond Ego may be subject to some of the same problems. 
Take, for example, the title. “Ego” has pejorative implica- 
tions in Buddhist philosophy, and it seems to be used in this 
sense here. But “ego” has favorable implications in psycho- 
analytic ego psychology, and there is more than a hint that 
the editors had this tension in mind in selecting their title. It 
is not at all clear, however, that Buddhists and psychoana- 
lysts are talking about the same thing, and it may be that the 
use of the term “ego” just confuses matters. 

Similar problems faced the pragmatic Chinese in the early 
days of the Christian era, when a highly theoretical Indian 
Buddhism flooded into China and threatened to sweep away 
all the familiar particularities. One of the Chinese responses 
was Zen. Thinking of the problems inherent in the possibly 
different meanings of the term “‘ego,” I was reminded of an 
event some years ago when Daisetz Suzuki was invited to 
address a combined meeting of the American and Japanese 
Psychiatric Associations. When the time came for his ad- 
dress, the 92-year-old Dr. Suzuki ascended the podium, took 
out his manuscript, and announced that he had come 
prepared to talk on the announced title—“The Meaning of 
the Unconscious in Psychoanalysis and in Zen Buddhism." 
“However,” he went on, “as I have been sitting here waiting 
to speak to you, it occurred to me that it might be more 
interesting for you to hear how 1 spend my day." Setting 
down the manuscript, he proceeded to describe what he did 
from the time he got up in the morning until he went to bed 
at night. Hearing what each moment can mean to someone 
who lives in the moment, many in the audience learned at 
least a little of the meaning of the unconscious in Zen 


Buddhism. 
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Paranormal Foreknowledge: Problems and Perplexities, by 
Jule Eisenbud, M.D. New York, Human Sciences Press, 
1982, 302 pp., $24.95. 


Paranormal foreknowledge, often called precognition, 
means knowledge about the future that could not have been 
inferred from information normally available to the percipi- 
ent. Before one says that a precognition occurred, one must 
first exclude a variety of other explanations, including faulty 
remembering of the percipient’s experience, so that it later 
seemed to correspond more closely with the related events 
apparently foreseen than it actually did. Nevertheless, the 
scientific literature of parapsychology contains many well- 
documented instances of precognition, and this book adds to 
their number. 

Eisenbud devotes the first part of the book to recording 
some additional cases from his own clinical experience. 
Psychotherapeutic sessions seem to facilitate the occurrence 
of paranormal experiences, and they certainly offer an 
excellent opportunity for observing them—given, that is, an 
observer of Eisenbud's sensitivity. 

Precognitive experiences require examination on two lev- 
els, and perhaps more. There is first the question of the 
correspondence between the perception and the later event. 
One needs to know that the details were sufficiently unusual, 
and sufficiently matched in perception and event, so that 
coincidence and rational inference can be excluded. On this 
level, I think most reasonable readers would concede that the 
examples Eisenbud derives from his clinical observations are 
instances of precognition. 

Next comes the question of why a particular person 
precognized a particular event. Eisenbud’s interpretations 
derive from his insights into the situations of his patients— 
and often his own situation also, as he skillfully shows—at 
the time of their precognition. Someone as skeptical as I am 
of the claims of psychoanalysis may boggle at some of 
Eisenbud’s interpretations. The ground here is not firm, 
because it is easier to show that a person has had a 
precognition than to show why he or she experienced one 
when he or she did. However, establishing that a precogni- 
tion occurred is—for the present—more important than 
identifying the reasons for its occurrence. 

In the second part of his book Eisenbud discusses the 
epistemological difficulties that precognition presents. How 
can an event cause a perception before the event has taken 
place? Philosophers and parapsychologists have tried to 
answer this question by proposing new theories of time, but 
their results have never been entirely satisfactory, even to 
themselves. Precognition remains one of the important topics 
about which parapsychologists disagree. 

Eisenbud prepares readers for the theory that he favors by 
reviewing some well-conducted experiments on the induc- 
tion of hypnosis when hypnotists and subjects were located 
many miles away from each other and out of all sensory 
contact. He then endorses—or at least strongly recommends 
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for our consideration—the idea that persons who have 
precognitions themselves cause the events they have foreseen. 
When they cannot do this normally, they do it paranormally. 
The seeming precognition may then express the wish that 
also produces the related event. This idea is not new, and 
Eisenbud properly credits its first statement to a Greek 
parapsychologist, Tanagras, who expounded it almost 50 
years ago. Parapsychologists have generally kept this idea in 
a cupboard, one of them occasionally taking it out for a look 
and hastily putting it back again. None has presented it as 
plausibly and as lucidly as Eisenbud has now done. 

There are difficulties with this theory, too, and .Eisenbud 
forestalls critics by pointing them out. There is first the 
matter of the magnitude of the physical effects to be pro- 
duced. One can accept that a person who seems to foresee an 
unexpected visit by a much-loved relative might paranormal- 
ly influence this person to make a visit. But such events as the 
eruption of Mt. Pelée in Martinique (1902), the sinking of 
the Titanic (1912), and the coal slag disaster at Aberfan, 
Wales (1966) were all credibly recognized. (Eisenbud dis- 
cusses the last two of these catastrophes in his book.) Were 
they brought about by a human agency acting paranormally? 
If we grant that this may be possible procedurally, could 
anyone wish—even unconsciously—to bring about so much 
destruction? Eisenbud does not shrink from believing that 
many of us could. 

One of the lessons of parapsychological data, including 
precognition, is that man may bring about more of his 
misfortunes than he has yet acknowledged, or, more accu- 
rately, than modern Western man acknowledges. Such con- 
cepts as those of "chance," “accident,” and “coincidence” 
are parochial. The majority of mankind has always believed 
and still believes that the universe is governed by psychical 
forces—of men, of discarnate spirits, of gods, or of God. In 
Nigeria even the death of an aged, chronically infirm person 
is subject to inquiry. Why did that person die just then? Did 
anyone wish him to die? Such thoughts are subversive to 
conventional Western doctrines of causality, but they may 
have another inning. 

This is the first book-length treatment of its subject to 
appear in many years, and it is likely to remain a standafd 
work for as many more. Eisenbud writes well; and he has 
made Paranormal Foreknowledge both clear enough for a 
beginner in parapsychology and technical enough—with 
adequate references and a good index-—to satisfy profession- 
als in the field. 


IAN STEVENSON, M.D. 
Charlottesville, Va. 


FORENSIC PSYCHIATRY 


Coping with Psychiatric and Psychological Testimony, 3rd 
ed., Vol. I, by Jay Ziskin. Venice, Calif., Law and Psychiatry 
Press, 1981, 466 pp., $50.00. 

Coping with Psychiatric and Psychological Testimony, 3rd 
ed., Vol. IL, by Jay Ziskin. Venice, Calif., Law and Psychiatry 
Press, 1981, 586 pp., $50.00. : 

Forensic Psychology and Psychiatry: Annals of the New York 
Academy of Sciences, Vol. 347, June 20, 1980, edited by Fred . 
Wright, Charles Babn, and Robert W. Rieber. New York, 
New York Academy of Sciences, 1980, 364 pp., $58.00. 


These interesting books can be viewed as representing two 


different points in the evolutionary process that has taken 
forensic psychiatry from its early alienist roots, which em- 
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phasized the role of the forensic psychiatrist as an expert 
witness in criminal and civil proceedings, to its modern 
sociolegal orientation. This broader perspective encompasses 
not only psychiatric questions as they relate to criminal and 
civil matters but also our concern with the laws and regula- 
tions affecting the practice of psychiatry: malpractice, privi- 
lege and confidentiality, civil commitment, right to treat- 
ment, and right to refuse treatment. Other areas of concern 
include the study of antisocial behavior, research in the 
treatment of certain violent and sexual disorders, and treat- 
ment of the mentally ill in jail and prison settings. 

Although only a small portion of the professional effort of 
the modern forensic psychiatrist is devoted to testifying, this 
activity gets a great deal of public attention. Testifying is the 
most visible part of the forensic psychiatrist’s work—certain- 
ly the print and electronic media find it provocative and 
“newsworthy.” For many psychiatrists, the thought of testi- 
fying may be quite discomforting either because of the 
psychiatrist’s unfamiliarity with courtroom procedures or 
the tactics used in that setting. Jay Ziskin’s two-volume 
Goping with Psychiatric and Psychological Testimony con- 
tains an exhaustive description of ways in which expert 
psychiatric testimony can be attacked. Ziskin was a practic- 
ing attorney before obtaining his Ph.D. in clinical psycholo- 
gy. He describes himself as a consultant-expert who testifies 
as to the deficiencies of psychiatry in order to create disbelief 
and rejection of the testimony of psychiatrists. He writes, 
“Psychiatric and psychological evidence in the legal process 
... frequently does not meet reasonable criteria of admissi- 
bility and should not be admitted into a court of law, and if 
admitted should be given little or no weight.” His overly 
broad and damning statements are those of an attorney 
presenting his case in the adversarial setting. It has been said 
that when a lawyer has the law on his side, he pounds the 
law, when he has the facts on his side, he pounds the facts, 
and when he has neither on his side, he pounds the table. 
Some of Ziskin’s statements are vitriolic and evangelistic; 
they sound like table pounding. Throughout the book he 
justifies his one-sided approach by indicating that as long as 
he can quote some papers that raise some doubts about 
different parts of the work of the psychiatrist, that's enough 
to cause the courts to ignore the whole of psychiatry. 

It behooves the psychiatrist who will be testifying to 
understand the courtroom setting, the roles of the partici- 
pants, and the varieties of strife that may be encountered on 
the witness stand. This knowledge will help the psychiatrist 
prepare thoughtfully for testifying while diminishing the 
anxiety which is always associated with a public event. The 
role of the expert witness is not only to provide expert 
opinion but, more importantly, to be a vehicle for making 
psychiatric information accessible as well as intelligible to 
the court. By understanding the setting and the “rules of the 
game," the psychiatrist will be in a better position to fulfill 
the educational function of the expert witness. 

The noted historian Herbert Butterfield suggested that 
Machiavelli’s The Prince may have been written not to assist 
a ruler to consolidate and maintain power but, rather, to 
assist the citizenry to ugderstand the workings of tyranny so 
that tyranny might be opposed more effectively. Although 
Ziskin’s mission is to discredit psychiatry in legal settings, 
familiarity with his book may result in the opposite— 
increased regard for psychiatric testimony as a result of more 
thoughtful, clear testimony. 

This is the third edition of Ziskin's book and is divided 
into two volumes. The first volume contains a presentation 
and discussion of the literature supporting Ziskin's assertion 
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that psychiatric knowledge is only speculative and conjectur- 
al. Included are chapters devoted to challenging the art and 
science of psychiatry, psychiatric diagnosis, psychiatric edu- 
cation, and Board certification. He also devotes a chapter to 
the Rosenhan study. The second volume presents legal 
strategies for attacking psychiatric testimony. It also has an 
appendix in which three cases are presented. Most of the 
material in the third edition was contained in previous 
editions. Of special interest in this edition is the discussion of 
DSM-III and Board certification in forensic psychology— 
both of which he attacks, of course. As an aid in reading the 
text, an arrow is placed in the left-hand margin indicating 
where the material new to the third edition begins and ends. 
A further convenience is the two-volume format, which 
makes each volume more manageable. Volume 1 has a useful 
list of references and a rudimentary index; volume II has 
neither. 

Forensic Psychology and Psychiatry is a valuable resource 
that collects the papers presented at a symposium entitled 
Forensic Psychology and Psychiatry held in 1979. The pa- 
pers, a number of which are excellent, cover a variety of 
topics in forensic psychiatry. In addition to the papers, there 
are remarks by discussants and general discussions that are 
thought provoking. The first section of the book covers 
competency to stand trial. Of note is the paper "Psychiatry 
on Trial: Clinical and Ethical Problems in the Psychiatric 
Assessment of Competency to Stand Trial” by Henry Wein- 
stein, M.D. It is a well-written, clinically oriented paper that 
raises a number of questions and problems a psychiatrist 
may encounter in evaluating someone for competency to 
stand trial. Weinstein reminds the reader that the clinician 
must carefully apply the clinical data to the legal criteria. His 
other recommendations in this area are equally timely and 
worthy of careful consideration. 

The second section covers issues of psychological evidence. 
Dr. Herbert Spiegel’s paper, "Hypnosis and Evidence: Help 
or Hindrance,” highlights the issue of “recreated?” memory 
and the limitations of hypnosis. He also describes ways in 
which hypnosis can assist law enforcement officials conduct- 
ing criminal investigations. The next section is entitled Crisis 
Intervention and Hostage Negotiation. It includes an inter- 
esting paper, “Victim Responses to Terror,” by Martin 
Symonds, M.D. 

Dr. Maurice Green’s chapter on the “Violent Patient in the 
Community” is included in the fourth section—The Patient 
as Offender: Special Problems. This paper describes the 
social context of violence and reviews the literature on the 
violent youngster and the violent adolescent. Dr. Green 
reminds the reader that the majority of violent offenders, like 
the majority of nonviolent offenders, suffer no diagnosable 
mental disorder and never become patients. The fifth section, 
Scared Straight, presents an example of how public policy 
may be at variance with the concerns of the clinician and 
researcher. Alfred Cohn raises serious questions about the 
implementation of the Scared Straight program. He states 
that this program, which brought youths into a New Jersey 
penitentiary to be “mistreated” by inmates, might actually 
encourage delinquent behavior. Cohn further points out that 
exposing young people to this experience contradicts certain 
ethical precepts in the conduct of research with human 
subjects. James McGuire, who at the time of the presentation 
was a member of the New Jersey Assembly Committee on 
Appropriations, counters Cohn by writing, Here we have a 
program that doesn't cost the taxpayers of the state of New 
Jersey one lousy copper, and the alleged experts are shooting 
it down. They'll do it over my dead body." 
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The eighth section, Human Nature, Crime and Society, is 
also the title of the keynote address by Dr. Sarnoff Mednick. 
Mednick’s concise and fascinating overview of studies on the 
genetics of antisocial behavior is followed by remarks by 
Loren T. Yeudall. Yeudall reviews the association between 
disturbed brain function and persistent criminal behavior. 
He also discusses environmental influences on the behavior 
of those who are at high risk for persistent criminal acts. In 
the panel discussion that follows, Ashley Montagu makes an 
impassioned attack on Sarnoff Mednick’s presentation. 
Montagu hews to the Jeffersonian notion that no human 
problems are beyond repair. Montagu asserts that the evi- 
dence for genetic influence on behavior is wanting and that 
people know and do what they have learned from others. 
The nature-nurture argument once again rears its head. 
George Engel has urged medicine to adopt a biopsychosocial 
medical model that integrates the many determinants of 
health and disease. The use of this model in the study of 
human behavior would provide the framework necessary for 
better understanding individuals who come to the attention 
of the criminal justice system. 


J. RICHARD CICCONE, M.D. 
Rochester, N.Y. 


Legal Issues in the Care of Psychiatric Patients: A Guide for 
the Mental Health Professional, by Robert L. Sadoff, M.D. 
New York, Springer, 1982, 123 pp., $15.95. 


In his latest book, Dr. Sadoff, one of our leading teachers 
of forensic psychiatry, accepts a difficult challenge: to com- 
press into just over 100 pages of text enough information “to 
help the clinician deal more effectively with the relevant 
concerns that have been raised by the changes in mental 
health law." The effort was certainly worth making, but I 
suspect most practitioners, particularly those who are neither 
psychiatrists nor psychologists and thus form the avowed 
target audience for this book, will be disappointed by the 
result. 

The book's 12 chapters deal with the broad spectrum of 
legal issues raised in contemporary clinical practice. Eight 
chapters are devoted to the legal regulation of mental health 
care, including discussion of confidentiality, involuntary 
treatment, and malpractice. Four chapters cover the more 
traditional aspects of legal-psychiatric interactions: the fo- 
rensic examinations that are performed for use in court. A 
final chapter briefly considers opportunities for further train- 
ing in forensic sciences. 

Although the scope of coverage is admirable, the complex- 
ities of the issues discussed defy compression into the space 
available. Thus the author is forced into oversimplifications 
that inevitably distort the issues being addressed. Broad 
generalizations are made, for example, that testimonial 
privilege is inapplicable in criminal proceedings or that many 
involuntary patients have a legal right to refuse medication, 
only to be contradicted or greatly limited a few sentences 
later. Rulings in landmark cases, such as Lessard v. Schmidt, 
are cited incompletely or, as with Rouse v. Cameron, stated 
incorrectly. Discussions of the rights of the mentally ill 
conflate legally mandated rights with those which may be 
desirable but are not generally accepted. 

In addition to these space-related problems, there are 
several factual errors. The Freedom of Information and 
Privacy Acts do not guarantee all patients access to their 
records; they apply only to federal facilities and agencies. 
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Access is generally a matter of state law. Similarly, the statute 
of limitations for malpractice cases varies from state to state 
and is not a uniform 2 years, as indicated in the text. 

Ironically, most of the difficulties with the book arise in 
the section on clinical practice, the area of greatest interest to 
the intended audience. When Dr. Sadoff addresses the issues 
of forensic evaluations, however, a marked change is evident. 
The chapters become larger, the writing style more fluid, and 
his vast practical experience shines through. In particular, 
the chapter on evaluations in personal injury disputes is 
excellent. 

Unfortunately, the book as a whole does not meet that 
standard. Novices in this area may benefit from some of the 
discussions and the references (which beg for a uniformity of 
style) but run the risk of inheriting some problematic distor- 
tions. Simply too much is sacrificed for the sake of brevity. 


PAUL S. APPELBAUM, M.D. 
Pittsburgh, Pa. 


MEDICAL ETHICS l , 


Philosophy in Medicine: Conceptual and Ethical Issues in 
Medicine and Psychiatry, by Charles M. Culver and Bernard 
Gert. New York, Oxford University Press, 1982, 196 pp., 
$18.95; $9.95 (paper). 


This is a complex volume that needs to be read at least 
twice for one to begin to understand it and probably four to 
five times to really absorb and integrate it. In the preface the 
authors state, 


This book is intended to demonstrate the value of 
philosophy in medicine. We hope it also demonstrates 
the value of close and continuing collaboration between 
philosophers and physicians. The two of us have been 
collaborating on research and teaching for many years 
and this book is one result of that collaboration. This 
book could not have been written by either of us 
working separately; it required the two of us working 
together, each teaching the other as we went along. ° 


This volume stems from multiple sources. Two of the 
chapters were developed for a Dartmouth seminar on philos- 
ophy and psychiatry. Other chapters were originally pub- 
lished in such noteworthy journals as the Hastings Center 
Report, Philosophy and Public Affairs, Ethics, and the 
Annals of Internal Medicine. Five chapters were written 
specifically for the book. 

Among the chapters of most interest to a psychiatric- 
mental health audience is Chapter 1, “The Uses of Philoso- 
phy in Medicine and Psychiatry." The authors of this chapter 
suggest that “though medicine and psychiatry are permeated 
with philosophical problems, it is not always obvious that 
this is so. Philosophical problems can masquerade as empiri- 
cal ones." As a concrete example, the authors examine 
Thomas Szasz's assertion that mental illness is a myth. They 
explain that this assertion is not an empirical claim that can 
be conclusively verified or disproven by simply collecting 
new information. Illness is “a concept” and “what is needed ,, 
is an analysis of the concept of illness.” It may seem odd, but 
there have been few serious attempts to analyze concepts in 
the history of medicine until quite recently. The authors then 
explain that philosophers have had as one of their primary 
tasks over the years an analysis of concepts. They then 
assume that the readers know that there are philosophical 
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techniques for the analysis of concepts just as there are 
surgical techniques for the removal of tumors. Unlike the 
surgeon, who must operate to demonstrate his or her tech- 
nical skills, they are able to demonstrate these philosophi- 
cal techniques throughout the body of the book as they 
write. 

Two chapters deserve special mention. The chapter on the 
morality of involuntary hospitalization is interesting in that 
the authors set very narrow criteria for balancing the “evil” 
of involuntary hospitalization against the "good" of liber- 


ty: 


We believe that one necessary condition for the justifi- 
cation of paternalistic detention is that the evils likely to 
be prevented for the patient by detaining him are of such 
great life impact and permanence that it would be 
irrational for the patient to prefer them to the evils 
associated with being temporarily detained. A second 
necessary condition is that the person have no adequate 
reason for suffering the evils that detention is intended 

«to prevent. A third necessary feature is that there be 
both a significant probability the evils will occur with- 
out detention and that this probability be significantly 
diminished by detention. 


The authors believe that an imminently suicidal patient who 
will respond to treatment and the patient dangerous by 
virtue of mental illness are the two clearest-cut cases for 
“paternalistic detention” or involuntary hospitalization. 
They also discuss a concept that is becoming more and more 
fashionable in liberal psychiatric circles—“‘iving will," or 
what these authors call an “‘odysseus pact" or ‘‘odysseus 
transfer,” that is, a guardianship committee composed of 
spouse, parent, patient-designated attorney, and psychiatrist 
is appointed to make decisions in regard to future detention 
and treatment of a mentally ill patient. The authors are 
unclear as to whether the patient appoints his or her living 
will committee when not mentally ill, when in remission, or 
when mentally ill, and at what point in an illness the 
committee is allowed to make treatment decisions. 

The next most interesting chapter to me was chapter 10, 
“The Definition and Criterion of Death." The points made 
throughout the book about the need for clear-cut definitions 
are most clearly explicated in this chapter, as are the legal 
and social policy consequences that follow from clear or 
unclear definitions. Here, too, the role of philosophy in 
helping to articulate and develop clear definitions is most 
readily apparent, as are the problems in social and medical 
policy that stem from unclear definitions. 

Other chapters in the book deal with valid consent, 
competence, maladies, and, more particularly, mental mala- 
dies, volitional disability, and the justification for involun- 
tary hospitalization. Chapters 5 and 6, "Mental Maladies" 
and “Volitional Disabilities," are also of special interest to 
those concerned with psychiatry. In both of these chapters 
the authors discuss aspects of DSM-III. They suggest that 
close collaboration between philosophers and psychiatrists 
could make DSM-III ag even more valuable contribution to 
the development of scientific medication. I agree with them. 
„Their arguments and the precision of the language they use 
suggest that consultation and collaboration with philoso- 
phers might help to sharpen psychiatric concepts and psychi- 
atric terminology appropriately. 


ELISSA P. BENEDEK, M.D. 
Ann Arbor, Micb. 
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Law and Bioethics: Texts With Commentary on Major U.S. 
Court Decisions, edited by Thomas A. Shannon and Jo Ann 
Manfra. New York, Paulist Press, 1982, 362 pp., $14.95 


(paper). 


This is a casebook designed as a resource for those 
concerned with this increasingly perplexing dimension of 
"modern American life." The authors have selected cases 
that, in their opinion, represent significant medical and legal 
decisions. These cases range from recent decisions, such as 
Planned Parenthood of Central Missouri v. Danforth (1976), 
to older decisions such as Buck v. Bell (1927). The topics 
covered are abortion, death and dying, medical treatment of 
the involuntarily institutionalized, disclosure and informed 
consent, nondisclosure and confidentiality, organ transplan- 
tation, and genetics. Each of the chapters has an introduction 
setting out the major ethical and legal issues as perceived by 
the authors. The introductions are indeed brief, generally 2— 
3 pages, compared with the cases, which are as long as 28 
pages. 

The cases are not those which are covered in the syllabus 
of the American Board of Forensic Psychology. They are, 
however, landmark cases and deal with different but equally 
challenging issues. It is difficult to understand the relevance 
that these cases would have in their entirety to the general 
psychiatrist. They could not be considered recreational read- 
ing, and it would be hard to justify reading them for 
continuing medical education. 


ELISSA P. BENEDEK, M.D. 
Ann Arbor, Mich. 


Who Speaks for the Child? The Problems of Proxy Consent, 
edited by Willard Gaylin and Ruth Macklin. New York, 
Plenum Press, 315 pp., $25.00. 


That this book is the product of a two-year project 
conducted by the Hastings Center leads the reader to expect 
wonderful things, and, in fact, 1 was not disappointed. The 
Behavioral Studies Research Group is an interdisciplinary 
working group composed of philosophers, psychologists, 
and social scientists who meet, much as Group for the 
Advancement of Psychiatry (GAP) meets, to discuss interdis- 
ciplinary issues. This volume is a result of their informal 
presentations of themes and discussions in regard to the 
issues surrounding proxy consent in children—more specifi- 
cally, consent in regard to biomedical procedures. 

The volume is divided into three sections. Section 1, The 
Issues, authored by Dr. Willard Gaylin, cofounder and 
President of the Hastings Center, introduces the subject, 
defines competence, and proposes the idea of variable com- 
petence in children. Section 2, Legal Considerations, coau- 
thored by Alexander Morgan Capron, Professor of Law and 
Human Genetics at the University of Pennsylvania, and 
Joseph Goldstein, Sterling Professor of Law at Yale Law 
School and Child Study Center, focuses on the legal under- 
pinnings of the issue of competency in children (or children 
as self-deciders), the authority of others (the family and state) 
to decide about biomedical interventions, and state super- 
vention of parental (family) autonomy. Section 3, The Values 
at Stake, looks at the subject from yet another angle. Dr. 
Gerald Dworkin, Professor of Philosophy at the University of 
Illinois, Dr. Peter G. Brown, founder and Director of the 
Center for Philosophy and Public Policy, and Dr. Margaret 
O’Brien Steinfels, a social historian, examine the moral and 
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ethical issues that must be addressed when there is proxy 
consent. | 

In a summary chapter, Ruth Mackliri, Ph.D.; at one time 
codirector of the Behavioral Studies Reseárch Group, con- 
cludes thé book with an essay suggesting that the best 
interests of the child prevail when one balances state super- 
verition of a family decision, children's riglits, family autono- 
my; and family privacy. 

|. I have outlined the credentials of the authors in some 
depth bécause this is a unique group of aüthors, each of 
whom has made independent contributions to the literature 
in this specialized area. ]t is remarkable to have a selection of 
essays that is so well integrated in terms of both style and 
content. One set of ideas complements the next, and there is 
a logical progression from Gaylin's aperitif to Macklin's 
dessert. 

The basic issue addressed is the question of who should 
make biomedical decisions for the child or adolescent who 
has traditionally beén labeled incompetent—the child, the 
family, or the state. On the one hand, those who are the most 
radical advocates for children, the liberationists, invest chil- 
dren with rights that go far beyond those currently granted 
by legislatures and courts. To quote R.D. Laing, “Children 
must be saved from their parents.” Liberationist rights for 
children suggested by psychologist Richard Farcen include 
the following: 

1: The right to alternative home environments. Self-deter- 
mining children should be able to choose from among a 
variety .of arrangements—residences operated by children, 
child exchange programs, 24-hour child-care centers, and 
various kinds of schools and employment opportunities. 

2. The right to sexual freedom. Children should have the 
right to conduct their sexual lives with no more restriction 
than adults. 

3. The right to political power. Children should have the 
vote and be included in the political decision-making proc- 
ess. 

Those involved with the children's rights movement, a 
more middle-ground involvement, believe that children have 
individual interests and needs that should be given indepen- 
dent consideration, that children are individuals with their 
own personalities, needs, capacities, and desires. In contrast 
to liberationists, they do not totally negate the rights of the 
family and the rights of society. 
= Polar in philosophical outlook are those individuals and 
movements ‘who advocate the principles of family privacy 
and autonomy and recommend that children have no voice 
in biomedical (or even other) decisions, that all such deci- 
sions be made in the context of the nuclear family, and that 
the state have little or no right to supervene in regard to 
parental decision making. 

The third party in this balance of power issue is the state 
and its representatives. Some advocates would give the state, 
in particular the courts and physicians, supervening powers 
to intervene in regard to parental decision making, both 
when child and parent join issue and when they agree. Thus 
the question is who has the right and responsibility for 
decision making in the maturing but not yet mature child: 
the child, the parent, or the state. If none of these parties has 
total power, how should the power be balanced? 

The contributors to this volume are clearly not unanimous 
in regard to where they draw the line. Dr. Gaylin, for 
example, postulates a variable grid for determining compe- 
tency to consent to or refuse biomedical procedures in the 
child or adolescent. The grid takes into account these 
variables: 1) the risk to the individual involved, 2) the 
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exclüsive gain to the individual involved, 3) the risk-gain 
ratio, 4) social costs or benefits, that is, "the transcendent 
rights of the society will force a limitation of individual 
riglits," and 5) the natüre of the decision, medical decisions 
contrasted with economic, sociological, or pedagogic deci- 
sions. Dr. Gaylin then suggests and looks at four categories 
of decisions and discusses giving a generous amount of 
competence/autonomy or a lirnited amount of competence to 
the child in regard to certain decisions. His grid takes into 
account the risk-gain ratio and spells out the rights of the 
child, the rights of the family, and the rights of the state iri a 
variety of decision-making scenarios. As a concrete example, 
let me quote a low-risk, high-gain situation—a Jehovah’s 
Witness family who refuse a child a life-saving blood transfu- 
sion. Here.the child should have generous competency to 
decide to save his or her life by accepting a blood transfusion 
and a limited competency in refusing to save his or her life by 
agreeing with the family's decision. The state should be 
allowed to overcome the presumption of family autonomy in 
a family that refuses blood transfusion for religious reasons. 
The arguments for the balancing of power in this way are 
articulated clearly and forcibly by Dr. Gaylin. He advances 
examples in other areas of decision making in a convincing 
fashion. 

If I understand Dr. Goldstein correctly, his position is one 
that is the most difficult for me to accept. He would grant 
families almost complete autonomy in biomedical decision 
making for children. He admits that at times parents may not 
serve their children's interests but argues, 


As parens patriae the state is too crude an instrument 
to become an adequate substitute for parents. The legal 
system has neither the resources nor the sensitivity to 
respond to a growing child's tverchanging needs and 
demands. It does:not have the capacity to deal on an 
individual basis with the consequences of its decisions or 
to act with deliberate speed required by a child's sense of 
time and essentia] to his well-being. 


This is an argument previously articulated by Goldstein, 
Freud, and Solnit in 1973 (1). Professor Goldstein suggests 
that the if the state, in the form of courts, is to take over 
decision making for parents in regard to their children, the 
state should be prepared to be totally responsible for those 
children. 


If parental autonomy is not accorded the recognition 
argued for in this essay and if society insists through law 
that such children, indeed any children, receive medical 
treatment rejected by their parents the state should 
provide the special financial, physical, and psychologi- 
cal resources essential to making real for the child and 
“save” the value it prefers. The state should become 
fully responsible for making unwanted children wanted 
ones. 


In the last chapter of the book, Ruth Macklin argues, I 
believe convincingly, against Dr. Goldstein's position. She 
suggests that one invasion of privacy must be weighed 
against perhaps a lifetime of health, well-being, or bodily 
integrity for the child on whose behalf the state seeks to 
intervene; and she supports her position in writing that 

“close and loving family units are in no danger of being 
destroyed by an occasional outside intervention aimed at 
serving the best interests of the child." I agree with Macklin. 
The strong family unit will not be severed by a court's one- 
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time supervening of family privacy and family decision 
making. One would have to suspect that if court intervention 
did fracture the family, the family was at risk before the 
court intervention. In fact, extending Dr. Goldstein’s analo- 
gy, any outside scrutiny of the family or intervention in 
family life and decision making might lead to fracturing what 
Professor Goldstein seems to suggest are very tenuous family 
bonds. 

Dr. Macklin’s chapter is a fitting ending for a well- 
conceived and well-executed book. She summarizes those 
chapters which look at the moral and ethical values and the 
legal histery of children’s and families’ rights. Finally, she 
looks at the three most prevalent legal explanations for the 
practice of third-party permission described by Professor 
Capron in Chapter 4: 1) substitute judgment (“the person 
giving permission is able to express the choices which the 
incompetent would have in fact made because of individual- 
ized, subjective knowledge of the incompetent”), 2) best 
interests (“the person giving permission will make an objec- 
tively reasonable choice which comes close to being what the 
incompetent, as a reasonable person, would have wanted or 
which will at least serve the incompetent’s interests"), and 3) 
identity of interests (“the interest of the third party and those 
of the incompetent are so close that in choosing his/her own 
interests the third party will protect the interests of the 
incompetent”). Professor Macklin opts for a return to the 
“best interests” of the child. This view is consonant with Dr. 
Gaylin's. She says it “occupies a rational objective middle 
ground between the unacceptable extremes of nearly total 
parental domination over their minor children until they 
reach a uniform age of majority fixed by law and the radical 
perspective of children's liberation described but not en- 
dorsed by Steinfels." This,doctrine allows input from chil- 
dren, parents, the state (in the form of courts and legislators), 
and physicians. It allows for free and open discussion of 
issues, and it recognizes that “even when honest conscien- 
tious people make every effort to take these factors into 
account mistakes will occur and children will end up suffer- 
ing" (p. 301). 

My only criticism of this book is minor, and perhaps a 
chapter such as J suggest would not fit in the spirit or tone of 
these objective essays. However, a brief review of two bodies 
of literature might have added to the completeness of this 
volume. One body of literature not addressed is that of 
determination of competency and informed consent in adults 
in regard to decision making. Roth and his colleagues have 
struggled on this slippery slope. The other area that is not 
addressed is the beginning body of psychological therapy, in 
particular that of Piaget, which deals with the ability of 
children to reason rationally and to have the psychological 
maturity (not chronological age) to make rational decisions. 

However, these are certainly not flaws in a well-conceived 
and theoretically sound volume. As Dr. Gaylin says, “Any 
position in a complex area such as this one that does not 
produce anxiety is probably too simple to be argued, too 
unworthy to be held. Similarly, conclusions must always be 
tentative, of a time, and receptive to immediate modification 
and constant reexamination.” 

“We offer here therefore only unhappy compromises and 
transient solutions.” If one equates unhappy with “not 
getting one’s way absolutely,” as many children do, and if by 
its nature any compromise is unhappy, because each party in 
a compromise must give a bit, then this book is an unhappy 
compromise. On the other hand, if compromise leads to 
growth and new thinking, I suggest that the editors ought to 
be very pleased. 
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PSYCHOLOGICAL APPROACHES 


Stressful Life Events and Their Contexts, edited by Barbara 
Snell Dobrenwend and Bruce P. Dobrenwend. New York, 
Prodist (Neale Watson Academic Publications), 1981, 287 
pp., $12.95 (paper). 


Even a casual glance at the research literature demon- 
strates that the relationship between the occurrence of 
stressful life events and the development of many physical 
and psychological disorders is one of the preeminent contem- 
porary issues. The number of publications has grown expo- 
nentially in the last 15 years. Despite a massive accumulation 
of data and theories, however, the study of stress remains an 
area marked by a lack of conceptual clarity and, consequent- 
ly, a lack of empirical precision. 

While many contributors continue to plunge ahead, it is 
fortunate that others (like the Dohrenwends) are endeavor- 
ing to size up just what knowledge is scientifically meaning- 
ful in the field to date. Such scientists emphasize the need for 
refining the variety of theories and methodologies being 
applied to the field of stress so that the results obtained are 
not only valid but also illuminating of the processes which 
may lead to disease. Stressful Life Events and Their Contexts 
represents such an effort. It is an effort to be read carefully 
and appreciated for its critical consideration of the signifi- 
cant issues concerning the effects of life events. 

As with their earlier edited volume (1), the Dohrenwends 
have provided their contributors (all of whom are recognized 
experts in the field) an opportunity to take stock of current 
issues in stress research. 

An important difference between the two volumes relates 
to the existence of a link between life events and illness. 
Whereas in the earlier work a major portion of the volume 
was devoted to the demonstration of such an association, the 
current book assumes that such a relationship does in fact 
exist. The focus of the current volume is on the question, 
How does stress relate to changes in health? The Dohren- 
wends’ question is indeed most appropriate at this time, 

The chapters have been chosen to address three areas: the 
conceptualization and measurement of life events, person- 
factors related to the life-stress process, and social conditions 
related to the life-stress process. Each chapter presents a 
succinct and sophisticated perspective for its particular topic. 

In their introductory chapter the Dohrenwends present a 
brief but well-considered overview of the issues. In addition, 
they interweave the results of their own research projects as 
well as their judgments about the current status and future 
directions of stress research. 

The first section of the book begins with an excellent 
chapter by Patrick Shrout on the scaling of life events. Shrout 
discusses both the theory and the method underlying alterna- 
tive procedures for deriving weights for stressful events as 
well as considering conditions under which these procedures 
might be useful. Richard Rahe then presents his recent work 
on the use of the subjective life event unit scaling technique 
with Vietnamese refugees. Next, Dianne Timbers Fairbank 
and Richard Hough provide a thoughtful chapter on cross- 
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cultural differences in the perception of life events. Issues in 
measuring the reliability of reports of life events are reviewed 
by Richard Neugebauer. His discussion is to be commended 
for its lucid analysis of research design and psychometric 
issues regarding life event reliability and for its summary of 
potential sources of unreliability. In the next chapter John 
Helzer compares the relative influence of personal disposi- 
tions and extreme stress on later depression. His conclusion 
is that even with extreme stress, individuals! preexisting 
dispositions are strongly related to the outcome variable. 

Helzer's chapter thus leads nicely into the second section 
of the book, which covers the role of personal dispositions in 
the stress process. Richard Lazarus begins this section with a 
literate and thought-provoking discussion of the importance 
of denial and then moves to a careful consideration of 
empirical studies demonstrating the double-edged nature of 
denial. Herbert M. Lefcourt then presents data showing that 
an individual's locus of control interacts significantly with 
negative life events. In the last chapter in this section, Karen 
Mathews and David Glass provide a discussion of the Type A 
behavior pattern and its relationship to cardiovascular dis- 
ease. 

The last section of the book addresses the role of social 
conditions in the life-stress process. George W. Brown pre- 
sents a particularly clear description of his rationale and 
methodology in assessing the objective threat of a life event 
experienced by particular individuals. One of the best discus- 
sions to date of the conceptual and methodological problems 
in the study of the relation between social support and stress 
is provided by Susan Gore. Gore's chapter is centered on a 
model of the potential functions of social support in the stress 
process. Next, Susan Phillips and Claude Fischer provide an 
illustration of a method of measuring social support net- 
works and its implications. The importance of social class as 
an important dimension of the social context for life events is 
the focus of the chapter by Ramsay and Joan Liem; they 
suggest a number of ways in which the relation between 
social class and life stress may be mediated. 

In the book's final chapter Robert Golden and Barbara 
Snell Dohrenwend provide a somewhat technical description 
of path analysis as a means of testing causal hypotheses 
about the life-stress process. 

Overall, this is an excellent and important volume for 
anyone involved in research on the stress process. As suggest- 
ed in the preface, the reader does in fact come away from the 
volume with an understanding that the role of stressful life 
events iti the development of illness is complex. 
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Prospective Longitudinal Research: An Empirical Basis for 
the Primary Prevention of Psychosocial Disorders, edited by 

Sarnoff A. Mednick and André Baert. New York, Oxford 
' University Press, 1981, 382 pp., $99.50. 


It is rare that an edited book performs a task of primary 
research, but Mednick and Baert's astonishing encyclopedic 
compilation of European longitudinal studies is such a rarity. 
The editors have brought together in one volume 63 studies 
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from 15 countries. Although almost every chapter can be 
seriously criticized, the volume as a whole is far greater than 
its parts: it is probably the most important single work on 
longitudinal psychiatric research ever published and is per- 
haps the most important book on psychiatric epidemiology. 
Not only was I personally stunned by the magnitude of 
European longitudinal research that I did not know existed, 
but my sense of discovery has been shared by senior Europe- 
an directors of life history projects to whom I have spoken. 

To give a sense of the breadth of this volume let me offer 
just a few examples. It contains more than 1,300 references 
and indexes more than 1,200 different researchers. The book 
illustrates the many kinds of approaches to longitudinal 
studies, and Gruenberg, Mednick, and Rutter provide excel- 
lent summary chapters on methodology. The book contains 
chapters on the Danish metropolitan study of 12,270 boys 
followed for 25 years, Helgason's 60-year follow-up of over 
5,000 Icelandics, 5,000 infants in the British National Survey 
of Health and Development followed for 30 years, and the 
16,000 infants in the British National Child Development 
Study followed for 20 years. The personal follow-up study. 
by Ojesjo, Hagnell, and Essen-Moller describes the psychiat- 
ric morbidity of an entire community of 2,500 individuals 
over a 25-year period with 1% attrition (!), and American 
giants like the Leightons, Nancy Bayley, and Jean McFarland 
seem momentarily smaller in stature. 

The volume, however, defies brief summary. Of the myri- 
ad conclusions that a reader can bring away from the book, 
let me offer just two. First, harvesting longitudinal studies is 
extraordinarily difficult, and the computer is not the answer. 
Time and again, study directors burdened by mountains of 
data would assure the reader that the data were all on 
"magnetic tapes" and being studied by the most up-to-date 
multivariate techniques. Unfortunately, however, at present 
they could provide only sketchy “preliminary results"—Aafter 
a quarter of a century. The problem of harvesting longitudi- 
nal studies seems to be a general one~—a problem that in this 
country defied solutions by investigators as brilliant as John 
Benjamin. Alas, no Darwin or Newton has yet arrived to 
clarify empirical studies of personality development over the 
life span. i 

The present volume also points to some successes. Thus 
the second conclusion I would like to share is that Mednick's 
European studies, Lee Robins’ American studies, and espe- 
cially those studies of Michael Rutter in England point the 
way for other investigators. Both Rutter's summary chapter 
and the dominance of his own work throughout the entire 
volume suggest that explorers of longitudinal research have 
found a pathfinder. 

Unfortunately, Prospective Longitudinal Research is too 
costly for most personal libraries, but every institutional 
health science library should purchase it without fail. 


GEORGE E. VAILLANT, M.D. 
Cambridge, Mass. 


Neurosis and the Social Environment, by Scott Henderson, 
D.G. Byrne, and Paul Duncan-Jones. "New York, Academic 
Press, 1982, 251 pp., $32.50. 


This book presents the method and results of a study of the 
possible etiologic role of the lack of social relationships in the 
onset of neurosis. The study was conducted in two phases. 
First, a cross-sectional survey of 756 adults in Canberra, 
Australia, was undertaken to examine the relationship be- 
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tween recent life events, social supports, and neurosis. Sec- 
ond, three further interviews of a random subsample of 323 
persons were conducted at 4-month intervals to examine 
directionality of the relationship of these variables. In gener- 
al, the results of the cross-sectional phase showed that rates 
of neurosis were higher among those with poor social 
supports and recent adversity. In the prospective phase, it 
was found that perceived adequacy of social relationships 
predicted subsequent onset of neurosis. Availability of social 
relationships, on the other hand, did not have an etiologic 
role in the onset of neurosis. The authors concluded that 
dissatisfaction with the adequacy of social supports was 
more a reflection of personality traits of the individual than a 
true lack of support from his or her social network. Further- 
more, such dissatisfaction, or “wanting more," was related 
to the onset of symptoms only in the presence of high 
adversity. 

This investigation meets all of the criteria for a carefully 
conducted epidemiologic study: standardized instruments 
are used, reliability and validity of each instrument are 
examined, variables are operationally defined, the subjects 
are a representative sample of the general population, sub- 
jects are followed prospectively to study directionality of 
associations, and possible confounding and interactive ef- 
fects of independent variables are examined. Indeed, this 
provides a model of how one studies a research question 
using the epidemiologic method. Furthermore, relevant liter- 
ature on each component of the study has been thoroughly 
searched, and the results are nicely integrated with findings 
from previous studies. Alternative explanations and implica- 
tions of the findings are exhaustively explored. 

A major problem in the design of this study, however, is 
that the outcome of neurgsis is defined so broadly that the 
chance of detecting environmental causes has been mini- 
mized, That is, neurosis is defined as nonpsychotic psychiat- 
ric disorders (ICD categories 300, 306, 308, and 309). This 
category includes anxiety states, hysteria, phobic state, ob- 
sessive-compulsive disorders, neurotic depression, neurasthe- 
nia, depersonalization syndrome, hypochondriasis, Briquet’s 
disorder, psychasthenia, physiological malfunction arising 
from mental factors, acute stress reaction, and adjustment 
reactions. The multiple disorders that are subsumed under 
neurosis have been shown to be discrete entities by family 
studies, drug treatment studies, follow-up studies of course 
of illness, and other means of validating psychiatric diag- 
noses. Therefore, although no direct causal effect of the 
social environment was demonstrated in this study, such an 
effect would not be expected to apply equally to all of the 
classes of the outcome variables. Indeed, in a study of the 
relationship of life events to the onset of neurotic disorders, 
Barrett (1) found that the effect of life events was different for 
anxiety disorders, depressive disorders, and various subtypes 
of depressive disorders. He suggested that combining sepa- 
rate disorders into broad categories such as "depressive" 
could result in meaningful differences being obscured 
or lost. 

Lee Robins (2) presented five requirements for studies of 
social correlates as cayses of psychiatric disorder: 

1. A representative sample of persons with psychiatric 
disorders. 

2. Interviews distinguishing clinically significant symp- 
toms from common human worries and concerns. 

3. Investigating deviant behavior as well as subjective 
discomfort. 

4. Restricting correlates investigated to those which un- 
equivocally precede onset of the disorder. 


Am ] Psychiatry 140:6, June 1983 


BOOK FORUM 


5. Ruling out genetic factors. 

The lack of the usually observed sex differences in morbid- 
ity of neurosis suggested that the sample in the present study 
may not have been representative of persons with psychiatric 
disorders. The use of the General Health Questionnaire as 
the chief measure of morbidity did not permit differentiation 
of clinically significant symptoms and impairment. However, 
the authors did present an extrapolation of such case rates 
from a small subsample of subjects who completed both the 
Present State Examination and the General Health Question- 
naire to the majority of subjects who received only the latter. 
Furthermore, genetic factors were not examined. Thus, 
although much of this was beyond the scope of the resources 
of this study, the results are clearly inconclusive with respect 
to the etiological relationship of poor social relationships 
and neurosis. As the authors note, this study should be seen 
as a starting point rather than a conclusion. The work of 
future investigators in this area will be greatly enriched by 
the methodologic advances and stimulating ideas and discus- 
sion presented in this book. 
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Letters to the Editor 





Call to Action Against Drunk/Drugged Drivers 


SIR: Fourteen months ago my wife was killed and my 21⁄2- 
year-old son and I seriously injured when our car was struck 
by a speeding, alcohol-intoxicated driver (blood alcohol 
content was .22). My wife became a statistic in an interna- 
tional epidemic. Such deaths and injuries are potentially 
preventable. 

American psychiatrists are in a strong position to take 

leadership roles in this massive public health problem (70 
people are killed and 2,000 people are injured by alcohol- 
intoxicated drivers every day in the United States alone). 
* Those psychiatrists who work with alcoholics and other 
substance abusers can speak to their patients about the 
hazards of driving while intoxicated. Those patients who are 
known to drive while intoxicated can be reported to local 
licensing authorities as unfit to drive and have their driver's 
licenses suspended. Repeated messages to all regarding the 
benefits of seat belts and child restraints may help. Legisla- 
tion requiring the use of these devices will help more. 

We must also remember to warn against the potentially 
hazardous effects on driving of prescription psychoactive 
drugs, especially when combined with alcohol and/or mari- 
juana. 

One need not be a victim of this epidemic to join the 
rapidly growing grass-roots movements to prevent it. Further 
information can be obtained from Mothers Against Drunk 
Drivers, 5330 Primrose, Suite 146, Fair Oaks, CA 95628. 
This citizens’ movement has accomplished an enormous 
amount in the first 2 years of its existence in the areas of 
public awareness, new legislation, and victim counseling. 
Darticipating in the efforts to lower the incalculable physical 
and emotional toll of drunk/drugged driving represents a 
badly needed form of primary prevention. In addition, it has 
been quite therapeutic for myself and others in channeling 
massive anguish and anger in a constructive direction. 


F. MICHAEL IRWIN, M.D. 
Honokaa, Hawaii 


A Genetic Marker Associated With Infantile Autism 


Sir: Brown and his colleagues (1) have identified five 
males with the fragile-X syndrome who had a previously 
established clinical diagnosis of infantile autism. The fragile- 
X syndrome is a recently recognized cause of nonspecific X- 
linked mental retardation associated with a constriction or 
fragile site on a specific region near the distal end of the X 
chromosome. The association of autism with the fragile-X 
syndrome is indeed intriguing and suggests a genetic marker 
that may be etiologically linked to a specific subgroup of 
autistic individuals. 

Genetic causes for autism are suggested by the significant 
concordance for autism in identical twins and the sex-linked 
genetic inheritance reflected in the high male-to-female ratio 
of about 4 to 1 (2, 3). Both twin and family studies indicate 
that the genetic expression of autism may include a wide 
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spectrum of cognitive and linguistic impairments operative 
in, but not restricted to, autism (2, 4). Families in which there 
is a clustering of autism, mental retardation, and/or specific 
cognitive-linguistic impairments among the males will pre- 
sumably have the highest likelihood of being fragile-X 
positive. 

Recently, two brothers were referred to our child psychia- 
try clinic because of a lack of social responsiveness, deviant 
verbal communication, and ritualistic and compulsive behav- 
ior patterns. Developmental and psychological evaluations 
carried out at this time confirmed coexisting diagnoses 
(based on DSM-III criteria) of infantile autism and mental 
retardation in both siblings. The mother had also given birth 
to identical twin boys, who subsequently died in a house fire 
at the age of 4. Before their death, the twins had been 
referred for diagnostic evaluations, which indicated that 
both were noncommunicative and had pervasive delays in 
development. The diagnosis of autism, however, was not 
mentioned in the reports. There was also a family history of 
speech delay and severe learning problems in the mother's 
brother, although the mother herself was a college graduate 
and showed no evidence of a cognitive disability. 

Although a diagnosis of infantile autism in the twins could 
not be assumed, there was reason to suspect that all four 
affected brothers shared a common genetic predisposition to 
a more general cognitive abnormality, of which the autistic 
syndrome may have been part. On the basis of this positive 
family history, fragile-X chromosome analysis was carried 
out for both brothers. The technique described by Sutherland 
(5), which uses culture medium 199, was employed. The 
oldest boy, age 8 years, was found to have a karyotype with 
approximately 16% (9 of 54) of the metaphases exhibiting a 
fragile site on the X chromosome near Xq28. Chromosomal 
analysis of his younger brother, age 5 years, revealed a 
karotype with approximately 3296 (7 of 22) of the meta- 
phases fragile-X positive. 

The exact frequency of fragile-X in autistic persons is 
unknown. Chromosome study for the fragile-X syndrome 
may be indicated if there are two or more individuals with 
autism in a family. 
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LETTERS TO THE EDITOR 


Lithium Treatment of Depressed Alcoholics: A Hypothesis 


Sir: Kline and associates (1) and Merry and associates (2) 
reported that lithium treatment reduced alcohol abuse in 
depressed alcoholics (although not in nondepressed alcohol- 
ics) but that lithium did not reduce depressive symptoms any 
more than placebo. A hypothesis consistent with these data is 
that lithium benefits those depressed alcoholics with a cyclo- 
thymic disorder. Cyclothymic disorder (as defined in DSM- 
III) involves subsyndromal manic symptoms that alternate 
with euthymic and depressed mood and often coexist with 
alcohol and substance abuse (3). Alcohol abuse may be 
exacerbated by the hypomanic phase of such a cyclothymic 
illness rather than the depressed phase. Mayfield and Cole- 
man’s study of alcohol use and abuse in patients with cyclic 
affective disorders (4) supports this concept. 

Furthermore, Akiskal and associates (3) reported that 
patients with bipolar I and cyclothymic disorders had equal 
rates of affective illness in first-degree relatives. They also 
reported evidence that lithium reduces hypomanic and de- 
pressed moods in patients with cyclothymic disorder. Exist- 
ing data on lithium treatment of alcoholic patients could be 
analyzed to see if extent of cyclothymic behavioral features 
would predict reduced drinking behavior during lithium 
treatment. 

The question of whether lithium treatment reduces alcohol 
abuse is sometimes focused on too narrowly, with the result 
that possible effects of lithium on nondrinking behaviors of 
the alcohol-abusing person are given insufficient attention. A 
greater focus in future research on intermediate variables 
such as cyclothymic and sociopathic behaviors may help to 
clarify the inevitably complex relationships between lithium 
treatment and alcohol abuse. Development of self-rating 
instruments to measure cyclothymic behaviors (a project ] 
am engaged in) may assist such research. Carefully developed 
self-rating instruments to measure changes in behavioral 
state in sociopathic behaviors are available (5). 
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Two Violent Adolescents 


Sir: This report describes two boys in their early adoles- 
cence psychiatrically evaluated within the past decade who 
had committed extraordinarily violent acts: they had pushed 
people in front of oncoming subway trains. The separate 
incidents allegedly occurred in the context of robberies. 
Although crime in the subways of New York City is rampant, 
this kind of violence is rare. 
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Of 11,678 reported subway crimes in a recent year, only 
13 involved attempts to push people in front of trains (1). 
None was perpetrated by someone younger than 16 years of 
age. To our knowledge, there have been no clinical reports of 
the neuropsychiatric characteristics of youths who perform 
such grotesque acts or of the problems surrounding their 
disposition. 

The psychiatric histories of the two youngsters who had 
pushed someone in front of a subway train were remarkably 
similar. Both were age 14 when the acts occurred. Both had 
been diagnosed as psychotic in early childhood and again 
within 18 months before the incident. Both had documented 
auditory hallucinations, inappropriate laughter, loose associ- 
ations, and recurrent homicidal ideation. Both had signs of 
neurological impairment. One was disoriented, stuttered, 
and had indistinct speech and bilateral synkinesis. The other 
had been called hyperkinetic and was once diagnosed as 
having minimal brain damage. 

Both were intellectually limited. One was educably retard- 
ed; at age 14 he could not read at first-grade level. The other 
had an IQ in the borderline retarded range; at age 14 he’ 
could not read above second-grade level. 

Throughout childhood, both had been violent and had 
engaged in stealing, fighting, fire setting, and lying. Both 
were diagnosed as having "childhood schizophrenia," and 
their destructive behaviors led to psychiatric hospitaliza- 
tions. One was first hospitalized after he had killed a cat, 
attempted to poison his foster mother, and sodomized his 
foster sister with a broomstick. The other was first hospital- 
ized for violent behaviors at school and was rehospitalized 
three times after that. 

In spite of previous hospitalizations, psychotic symptoms, 
and schizophrenic diagnoses, one ef the boys, after commit- 
ting the pushing offense, was diagnosed as having underso- 
cialized conduct disorder, aggressive type, and the other was 
diagnosed as having antisocial personality with minimal 
brain damage, latent schizophrenia (no psychosis present). 
At age 15, this boy's diagnosis was changed simply to 
behavior disorder of childhood and adolescence, unsocia- 
lized aggressive reaction. ° 

How can we understand the similar evolution of diag- 
noses? From childhood through adolescence, both boys had 
been violent and psychotic. However, the same psychotic 
aggression that in early childhood was manageable was more 
menacing when these boys reached adolescence and led to 
their premature discharge. In order to get rid of the boys, 
their disturbances were redefined as more suitable for other 
institutions (i.e., the criminal justice system) (2). 

The more bizarre boy was eventually rehospitalized for 
several years. The heated, lengthy debate between the court 
and the hospital regarding the other boy was published in the 
legal literature (3); the hospital asserted that the boy was not 
psychotic but antisocial. The judge reminded the psychia- 
trists of the boy’s previous psychotic symptoms and diag- 
noses and requested hospitalization. In a matter of months, 
the youth was discharged. Whereas one boy had attempted 
to murder his foster mother, the other boy, shortly after 
discharge, succeeded in murdering his*foster mother. 

Psychiatry has trouble accepting the coexistence of psy- 
chosis and serious violence in some adolescents and modify- 
ing services accordingly. 
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Water Intoxication, Demeclocycline, and Antidiuretic 
Hormone 


Sir: Ralph A. Nixon, M.D., Ph.D., and associates’ report 
*Demeclocycline in the Prophylaxis of Self-Induced Water 
Intoxication” (June 1982 issue) showed a convincing drug 
effect on hyponatremia in one patient. This is to be wel- 
comed in a syndrome that has proven difficult to treat. 
However, although their patient had normal urinary diluting 
capacity and free water clearance between episodes of water 
intoxication, the authors did not provide data on the urine 
specific gravity, sodium, or osmolality obtained during a 
hyponatremic episode. Thus the diagnosis of the syndrome 
of inappropriate antidiuretic hormone secretion could not be 
made with certainty, and although antidiuretic hormone may 
be involved in all cases, debate on whether or not inappropri- 
ate antidiuretic hormone secretion in some form is invariably 
present continues (1), with focus on the “reset osmostat” 
mechanism (2, 3). Many compulsive water drinkers (includ- 
ing a recent patient of nfine with a serum sodium of 115 
mEg/liter, urine sodium of 8 mEq/liter, and specific gravity 
of 1.002) do not show findings of "classical" inappropriate 
antidiuretic hormone secretion. If demeclocycline can be 
shown to be effective in patients both with and without 
proven inappropriate antidiuretic hormone secretion, its 
value in the treatment of compulsive water drinking will be 
much closer to being established. 
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Drs. Nixon and Chin Reply 


Sir: We are happy to provide additional details concerning 
the hyponatremia ineour patient with self-induced water 
intoxication. This patient was first seen at Massachusetts 
General Hospital in 1976 with seizures, a serum sodium level 
of 100 mEgq/liter, and a urine osmolality of 120 mOsm/liter. 
In follow-up studies on a metabolic unit of her compulsive 
water drinking (1), she exhibited a serum sodium level of 125 
mEq/liter, a plasma osmolality of 258 mOsnVliter, and a 
urine osmolality of 145 mOsm/liter. At the same time, her 
plasma antidiuretic hormone level, determined by radio- 
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immunoassay by Dr. G.L. Robertson, was 30 pg/ml. Under 
these conditions of low serum osmolality, one would expect 
antidiuretic hormone levels to be suppressed and below the 
sensitivity of this assay (.2 pg/ml). These findings confirm the 
existence of the syndrome of inappropriate antidiuretic 
hormone secretion in our patient, who was certainly hy- 
drated and had normal hepatic, renal, and adrenal func- 
tion. 

Like Dr, Walter-Ryan’s patient, our patient also presented 
at other times with marked hyponatremia despite a maximal- 
ly dilute urine that indicated appropriate antidiuretic hor- 
mone suppression. The “reset osmostat" concept has been 
advanced to explain this phenomenon, commonly observed 
in patients with psychogenic polydipsia and water intoxica- 
tion (2). In these cases, presumably as a result of altered 
sensitivity of central osmoreceptors, the suppression of anti- 
diuretic hormone secretion occurs at a lower than usual 
serum osmolality. Although controversy exists as to the 
postulated loci of the defects, “reset osmostat” and classical 
inappropriate antidiuretic hormone secretion owe their 
pathological consequences to the presence of circulating 
antidiuretic hormone under conditions where it should be 
absent. By inhibiting antidiuretic hormone at the level of the 
renal tubule, demeclocycline would therefore be expected to 
be therapeutic in patients with hyponatremic/hypo-osmolar 
states due to either inappropriate antidiuretic hormone secre- 
tion or reset osmostat. 

The observation that the same patient, at different times, 
may exhibit hyponatremia with or without evidence of 
inappropriate antidiuretic hormone levels underscores the 
need for more extensive evaluation of such patients to 
determine the mechanism of water intoxication and its 
possible dependence on antidiuretic hormone. In addition to 
basal sodium levels and osmolality in serum and urine, 
measurements of plasma and urine osmolality in hyponatre- 
mic patients after fluid deprivation may help to establish an 
antidiuretic hormone response occurring before plasma os- 
molality reaches normal levels (i.e., reset osmostat) (2). The 
increasing availability of quantitative measurements of anti- 
diuretic hormone should also aid greatly in this diagnostic 
evaluation. Due to the episodic nature of this disorder in 
many patients, however, rigorous monitoring of multiple 
episodes may be required to demonstrate the involvement of 
an antidiuretic hormone mechanism. It is possible that, with 
massive acute fluid intake, an individual might exceed the 
maximal renal excretion rate for water (20 liters/day) (3) and 
become water intoxicated despite normal suppression of 
antidiuretic hormone. The efficacy of demeclocycline in 
preventing water intoxication mediated by such an antidi- 
uretic-hormone-independent mechanism would be question- 
able; however, to our knowledge, no cases involving such a 
mechanism have been documented. 
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Antipsychotics and Information Processing 


Sir: In regard to “Effect of Antipsychotic Medication on 
Speed of Information Processing in Schizophrenic Patients” 
by David L. Braff, M.D., and Dennis P. Saccuzzo, Ph.D. 
(September 1982 issue), what about the other differences 
between the medicated and nonmedicated schizophrenic 
patients that might have a bearing on information process- 
ing, such as age, sex, length of previous illness, and predomi- 
nantly negative or positive symptoms? More information, 
please, on the comparability of the groups before the results 
can definitely be attributed to medication alone. 


A.A. SCHIFF, M.R.C.S., L.R.C.P. 
Hounslow, England 


Dr. Braff Replies 


Sir: In reference to our article, Dr. Schiff correctly points 
out that a number of variables other than antipsychotic 
medications have a bearing on information processing in 
schizophrenia. We agree. First, age is an important variable. 
It is becoming apparent that with increased age humans have 
increased visual recognition thresholds as well as probable 
slower information processing (1). The samples of schizo- 
phrenic subjects in our study were matched for age. 

Second, we agree that length of previous illness is impor- 
tant, and we have observed that patients with chronic illness 
and poor premorbid functioning have slower information 
processing than patients with acute illness and a good 
prognosis (2). Third, the implication of Dr. Schiff’s question 
about negative and positive symptoms is insightful. We are 
currently examining whether differences in information 
processing observed in schizophrenic patients are significant- 
ly related to the negative or positive symptoms of Crow’s 
Type I and Type II schizophrenia (3). 

Finally, Dr. Schiff notes that these variables must be 
controlled “before the results can definitely be attributed to 
medication alone." Perhaps he misread our conclusions. In 
fact, on the basis of our experimental results and those of 
related investigations (4, 5), we concluded that “‘antipsychot- 
ic medication probably does not cause, and may actually 
reverse, slowness of information processing in schizophrenic 
patients.” It is still our opinion that the finding of slowness in 
schizophrenic patients is related to schizophrenia per se 
rather than to length of illness, antipsychotic medication, or 
other variables that interact with the schizophrenic disorder. 
We certainly do not feel that abnormal information process- 
ing in schizophrenic patients can be attributed solely to 
antipsychotic medications. 
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decay of visual short term memory. Psychonomic Science 
16:229—230, 1969 


DAVID L. BRAFF, M.D, 
San Diego, Calif. 


Behcet’s Syndrome as a Psychiatric Disorder 


Str: The report by Soo Borson, M.D. (“‘Behcet’s Disease as 
Psychiatric Disorder: A Case Report,” October 1982 issue) 
underlines a more general problem in psychiatry,-which is 
the possibility that psychiatric conditions may be early 
manifestations of neurological disease. It is not uncommon 
for recurring catastrophic depressive reactions to be found in 
patients who are later diagnosed as suffering from multiple 
sclerosis. In one patient whom I treated, the diagnosis was 
eventually Behget's syndrome; subsequent severe relapses 
were related to life stresses. 

Epstein and associates (1) reported on 10 patients with 
Behcet’s syndrome: in each patient, severe relapses were 
related to life situations where the demands of reality could 
not be tolerated. This feature applied to all symptoms, 
including the neurological. 

Other conditions that I have encountered in which psychi- 
atric illness is presented initially have been Schilder's disease, 
where the psychiatric illness can extend from childhood to 
early life; encephalomyelitis; dementia paralytica; parkin- 
sonism; and a variety of cerebral tumors. 
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Psychobiological Markers in Secondary Depression 


Sir: In “Application of Biological Markers in Depression 
Secondary to Thyrotoxicosis” (October 1982 issue), Ziad 
Kronfol, M.D., and associates described an interesting pa- 
tient with a secondary delusional depressive syndrome that 
resolved with definitive treatment of the underlying medical 
condition. While acutely depressed, this patient manifested 
shortened REM sleep latency, increased REM density, and 
nocturnal hypercortisolemia but had normal dexamethasone 
suppression tests (DSTs) on two occasions. The authors 
concluded that the normal DSTs were consistent with this 
test’s specificity for primary endogenous depression. 

This conclusion seems questionable on several grounds. 
First, Dr. Carroll, one of the coauthors of this report, has 
elsewhere stated that the endogenous-nonendogenous classi- 
fication takes precedence over the primary-secondary dis- 
tinction in predicting which patients will evince nonsuppres- 
sion (1). Kupfer and I recently reached the same conclusion 
with respect to EEG sleep abnormalities (2). In particular, 
earlier studies documenting EEG sleep differences between 
patients with primary and secondary depression (e.g., that of 
Kupfer and associates [3]) may have been confounded by the 
fact that the patients with primary depression were much 
more likely to be endogenously depressed than those with 
secondary depression (2). From this perspective, the endo- 
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genomorphic and delusional presentation of the patient 
described by Kronfol and associates, albeit secondary to 
thyrotoxicosis, could be viewed as more accurately reflected 
by the EEG sleep findings and baseline hypercortisolemia, 
with the normal DSTs representing false-negative test results. 
Given the relatively low sensitivity of the DST for endoge- 
nous depression (67% or less), a negative test finding has 
little value in ruling out a diagnosis of endogenous depres- 
sion (1). Second, the specificity of the DST is partly depen- 
dent on adequately screening patients to exclude those with 
complicating and potentially invalidating medical condi- 
tions. As the authors noted, the validity of the DST for 
patients with severe medical-depressive syndromes has not 
yet been proven. Because a host of illnesses and medications 
may invalidate the DST (1), many patients with medical- 
depressive syndromes would not be considered candidates 
for valid study in current practice. For example, in a recently 
completed pilot study investigating the utility of the DST in 
psychiatric consultation evaluation of medically hospitalized 
depressed patients, my associates and I could not obtain a 
‘DST in more than 50% of our sample because of one or 
more of these exclusion criteria (manuscript in prepara- 
tion). 

The authors’ recommendation for further research using 
biological markers with patients with secondary depression 
is clearly warranted. Delimiting study to patients with medi- 
cal-depressive syndromes will be important to help under- 
stand the psychobiological interaction of mood, hypotha- 
lamic-pituitary-adrenal activity, and sleep physiology with a 
variety of illnesses. 

Depressed patients with antecedent or concurrent medical 
illnesses often present the evaluating psychiatrist with the 
difficult decision of whether or not specific antidepressant 
treatment is needed or can be safely used. If validated, 
biological markers such as the DST and EEG sleep studies 
may prove useful to enhance clinical judgments regarding 
which patients will benefit from antidepressant treatment. 
However, until carefully conducted studies with large groups 
of medically ill depressed patients and carefully matched 
gondepressed control patients are completed, application of 
these tests will remain more of a promise than a clinical 
reality. 
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Dr. Kronfol and Asspciates Reply 


Sır: Dr. Thase suggests that the patient we described 
should be viewed as suffering an endogenous depression and 
that the sleep EEG and baseline cortisol values accurately 
reflected this condition, while the normal DST results were 
"false-negative." The clinical implications of such an ap- 
proach would have been treatment with antidepressant 
medications or ECT, and the hyperthyroid condition may 
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have been missed. A severe medical illness such as thyrotoxi- 
cosis obviously takes precedence over any subtype of depres- 
sion, and a psychobiological marker, to be reliable in a 
clinical setting, should ideally be able to differentiate medical 
depression from nonmedical melancholic conditions. We do 
not claim that the DST allows us to make such a distinction 
in all medical syndromes. Furthermore, it is doubtful wheth- 
er any psychobiological test for depression will differentiate 
between subtypes of depression and all possible medical- 
depressive conditions because many of these medical condi- 
tions will interfere with the validity of the test. Etiologically, 
medical-depressive syndromes constitute a very heteroge- 
neous group (1), and a biological marker for depression will 
have to be validated independently in each of the major 
diagnostic categories associated with depression. In the case 
of thyrotoxicosis, however, there is no evidence that the 
hyperthyroid condition interferes with the results of the DST 
(2.3): 
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Dexamethasone Suppression Test in Schizophrenia 


Sin: I read with special interest "Abnormal Dexametha- 
sone Suppression Test Results in Chronic Schizophreniz 
Patients" by Mantosh J. Dewan, M.D., and associates (Nc- 
vember 1982 issue). I would like to point out that non- 
suppression in schizophrenia has previously been reportec. 
Nuller and Ostroumova (1) studied the effect of dexamethe- 
sone on serum 11-hydroxycorticosteroids in nine schizo- 
phrenic patients with the “delusion syndrome and marked 
depressive mood." The patients were given .5 mg of dexa- 
methasone at 11:00 p.m., and serum 11-hydroxycorticoste: - 
oid levels were measured on the next day at 9:00 a.m. The 
percentage of suppression in schizophrenic patients wes 
significantly lower than that in healthy subjects. Nuller and 
Ostroumova did not specify their diagnostic criteria, for 
schizophrenia. Moreover, the drug status of their schizo- 
phrenic patients was not clear. It is possible that therr 
patients may have had major depression or schizoaffective 
disorder. However, these authors deserve credit for reporting 
nonsuppression in patients diagnosed as having schizophre- 
nia. 
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Dr. Dewan and Associates Reply 


Sig: We thank Dr. Malek-Ahmadi for pointing out our 
oversight and also appreciate the critique he provides of the 
diagnostic and methodological problems in the report by 
Nuller and Ostroumova. Due to the lack of diagnostic clarity 
in that study, we have no way of knowing if the reported 
postdexamethasone nonsuppression was related to schizo- 
phrenia or to the depression that all the subjects suffered 
from. 

Thus, our study, to our knowledge, remains the only one 
that used the dexamethasone suppression test (DST) as 
standardized by Carroll and associates (1) on a cohort of 
schizophrenic patients who were clearly diagnosed by DSM- 
III criteria, who were not depressed, and who were nonme- 
lancholic. 
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Support for a Modified DST 


Sir: We read with interest the letter of Jeffrey P. Bernstein, 
M.D., M.P.H., and associates on the “Cortisol Suppression 
Index” and the reply of Bernard J. Carroll, M.D., Ph.D. 
(December 1982 issue). For the reasons mentioned in both 
letters—namely, the practicality of only 4:00 p.m. samples in 
outpatient settings and the physiological importance of 
examining the rate of suppression in addition to the absolute 
postdexamethasone plasma cortisol level—we have been 
collecting two 4:00 p.m. blood samples for plasma cortisol 
assays over the past 18 months: those taken the afternoon 
before and the afternoon after the administration of 1 mg of 
dexamethasone, 

In a series of 54 outpatients (22 men, 32 women; mean 
+SD age of 38.35+12.42, range, 19-69 years) who met 
DSM-III criteria for major depression, had a Hamilton 
Rating Scale for Depression score of 10 or more (mean: SD 
of 23.133: 8.45, range, 10—39), met the exclusion criteria for 
the dexamethasone suppression test (DST), and had two 
consecutive 4:00 p.m. plasma cortisol samples, we found 
that the sensitivity of the DST was 30% (16 out of 54) using 
the absolute criterion of plasma cortisol level of 4 pg/dl. 
However, by applying the criterion of cortisol suppression 
index of less than 4 (predexamethasone plasma cortisol 
level/postdexamethasone plasma cortisol level), we identified 
12 more patients as having a hyperactive hypothalamic- 
pituitary-adrenal axis. Thus the sensitivity of the DST in- 
creased to 52% (28 of 54). Only 1 patient who did not 
suppress cortisol by the 4 g/dl criterion had an index larger 
than 4 (4.53). The mean (XSD) cortisol suppression index 
for nonsuppressors was 1.83+.92 (range, .76—4.53); for 
suppressors it was 5.77+2.53 (range, 2.10—12.70). 

Our results suggest that this modification of the DST 
procedure for depressed outpatients increases the sensitivity 
and clinical usefulness of this test. An additional advantage 
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of this procedure is that it allows for an evaluation of the 
predexamethasone plasma cortisol level. Two additional 
patients in our study who were suppressors by both the 4 
gdl criterion and the cortisol suppression index criterion of 
4 had 4:00 p.m. predexamethasone plasma cortisol levels 
higher than 15 g/dl, which is the upper limit of the normal 
4:00 p.m. range for our laboratory, thus possibly increasing 
the sensitivity of the DST to 56% (30 of 54). 

Our results support the finding of Bernstein and associates 
that this modified procedure of the DST increases the 
sensitivity of the DST and thereby increases its clinical 
usefulness. Application of this procedure to other psychiatric 
outpatients and to control subjects will help to clarify its 
specificity for depression. 


SUHAYL J. NASR, M.D. 


THOMAS H. JOBE, M.D. 
Chicago, Ill. 
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Depression, Borderline Disorder, and the DST : 


Str: Paul A. Soloff, M.D., and colleagues, in The Dexa- 
methasone Suppression Test in Patients with Borderline 
Personality Disorders" (December 1982 issue), presented 
interesting data on the prevalence of depression in patients 
with borderline disorders. Having rigorously defined depres- 
sion according to Research Diagnostic Criteria (RDC) and 
borderline states according to Gunderson’s criteria and 
DSM-III, they found that 14 of 19 borderline patients met 
RDC for definite major depression and that 7 of the 14 had 
a definite endogenous subtype. Three of the 14 depressed 
patients had an abnormal dexamethasone suppression test 
(DST). The thrust of their discussion, as well as of several of 
their references, supported the prominence of depression in 
borderline patients, and they thoughtfully discussed possible 
explanations for the variations in prevalence across different 
studies. 

Surprisingly, having demonstrated major depression in 
74% of their patients, they stated that “this finding [i.e., only 
3 patients with abnormal DSTs] fails to support a major role 
for endogenomorphic depression in borderline disorders.” I 
think they put the cart before the horse: at this stage in our 
knowledge the depressive syndrome is defined by clinical 
signs and symptoms such as those in the RDC, not by the 
DST or other laboratory tests. This is especially true in view 
of the low sensitivity of the DST, which they and others 
acknowledge. Whether the depressive symptoms in border- 
line patients are, as the authors suggested, “more a part of 
the personality disorder than a separable and superimposed 
endogenomorphic depression" cannot be answered by a 
DST. The “conflicting diagnostic perspectives” of axis I and 
axis Il of DSM-III would present less of a problem if we 
reminded ourselves that their separation is a sometimes 
convenient abstraction that recognizes chronicity and early 
age at onset as the hallmarks of character disorders rather 
than a real-world discontinuity between personality and the 
regulation of affect. Depression is signssand symptoms, not a 
positive DST. 

Dr. Soloff and colleagues’ methodologically sound study 
supports rather than diminishes the importance of depres- 
sion in borderline syndromes, but it does raise further 
questions about the utility of the DST. 


THOMAS E. STEELE, M.D. 
Charleston, S.C. 
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Sig: We read with interest the report of Soloff and 
associates that the DST was positive in 3 (15.8%) of 19 
patients with borderline personality disorder. As the authors 
mentioned, their findings are different from those reported 
by Carroll and associates (1) (62% positive DST in patients 
with borderline disorder). We have been prospectively study- 
ing a series of outpatients referred to us by their treating 
clinician because of the presence of borderline personality 
disorder, irrespective of the presence of an affective disorder. 
Each patient is interviewed by three psychiatrists, including 
one who administers the Diagnostic Interview for Borderline 
Patients, ‘and a research psychologist who administers the 
Diagnostic Interview Schedule and the Hamilton Rating 
Scale for Depression. Each patient is also given the 1-mg 
DST, with plasma cortisol measured at 4:00 p.m. on 2 
consecutive days, 1 before and 1 after dexamethasone ad- 
ministration. All patients were drug free for at least 2 weeks 
before the study and met the exclusion criteria for the DST 
(1). To date we have complete data on 10 patients. There 
were 7 women and 3 men. ‘Their mean (SD) age was 32.4 
*::9.05 years. Their mean (SD) score on the Hamilton scale 
was 26.6+11.9. All 10 patients met DSM-III criteria and 
RDC for major affective disorder: 6 had major depression; 2, 
bipolar disorder; and 2, atypical bipolar disorder. Interest- 
ingly, only 6 of 10 patients met the Gunderson criteria for 
borderline personality disorder (a score of less than 7 on the 
Diagnostic Interview for Borderline Patients): 2 patients with 
major depression, 2 with bipolar disorder, and 2 with 
atypical bipolar disorder. The rate of positive DST was 50% 
in both instances (5 of 10 and 3 of 6). There was sufficient 
clinical evidence for an affective disorder in the first-degree 
relatives of 4 of 10 patients and in 2 of the 3 patients with 
borderline disorder who had a positive DST. 

The discrepancy among these preliminary reports on the 
DST in borderline patients may be due to several method- 
ological problems in the referral source of these patients and 
the constitution of the sample studied. One possibility is that 
some patients identified by the Diagnostic Interview for 
Borderline Patients have an overlooked affective disorder 
with an underlying borderline personality (2). Another possi- 
bility is that the borderline personality disorder is a subaffec- 
tive disorder (3). Still another possibility is that some border- 
line patients have a “true” borderline personality disorder. 
Thus the absence of a diagnosable major affective disorder in 
5 of 19 patients in Soloff and associates’ sample may have 
contributed to the finding of a low rate of positive DSTs. 

The relationship between these two disorders needs to be 
evaluated more extensively; future studies should include 
concurrent use of standardized diagnostic instruments and 
biological tests such as the DST and sleep EEG. 
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Dr. Soloff and Associates Reply 


Sir: Dr. Steele reminds us that “depression is signs and 
symptoms.” Lest we fall prey to the illusion that depression 
is a homogeneous entity we must first discriminate the use of 
the term as a symptom, a syndrome (defined by signs and 
symptoms), or a biologically determined disease. At issue is 
which manifestation of mood disturbance best approximates 
the depressive presentations of borderline patients. The 
syndromal definitions of depression (“signs and symptoms") 
represent an unacceptably broad spectrum of affective disor- 
ders, extending from the chronic dysthymias to melancholia. 
When coupled with the questionable validity of depressive 
histories in patients with character disorder, these syndromal 
depressions appear ubiquitous. The recent effort to identify 
biologic markers of an endogenomorphic depressive disease 
(such as the DST and sleep studies) narrows the concept of 
depression to a biologic disorder with a hypothetical bio- 
chemical pathophysiology. Such a refinement offers hope of 
identifying truly homogeneous populations for research, an 
objective and reliable diagnostic method (independent of the 
distortions of subjective history), and a meaningful guide tc 
treatment response. Until the biochemical pathology of 
depression is defined, the syndromal definitions must suf- 
fice—but with the clear understanding of their questionable 
validity in patients with character disorders. 

Is the borderline disorder, with its depressive svmptoms, 
an atypical affective disorder, a multiaxial combination o. 
disorders, or a “pure” character type? Gunderson's Diagnos- 
tic Interview for Borderline Patients discriminates patients 
with borderline disorder from those with “pure” syndroma: 
depressions; however, patients defined as borderline accord 
ing to this interview have been reported to have an admix- 
ture of syndromal affective disorders in as many as 51.5% o`: 
cases (1). Gaviria and associates (2) recently described 
differences in presentation, treatment, and outcome betweet. 
borderline patients with bipolar disorder and patients with 
“pure” bipolar disorder seen in an affective disorders clinic. 
Similarly, comparisons have recently appeared between bor- 
derline patients with and without major affective disorder (1 
and between borderline and nonborderline alcoholics (3). 
Family studies have indicated an increased incidence ot 
affective disorders (4)—but also borderline disorder ($}—in 
the first-degree relatives of borderline probands. As Dr. Val 
and associates indicate in their letter, these differences be- 
tween studies may reflect more a methodologic artifact than 
a genuine contradiction of findings. In consecutive admis- 
sions to a psychiatric unit specializing in character disorders, 
the incidence of concomitant endogenomorphic depression 
(defined syndromally or by biologic markers) is quite low, 
while in an affective disorders clinic (such as that of Dr. Va’: 
or a clinical studies unit (such as that of Dr. Carroll), the 
reverse may be expected. To summarize current literature. 
one may conclude that the borderline personality disorder ‘s 
more likely to be found as a discrete diagnostic entity in some 
settings or in combination with a wide varietv of syndrome! 
depressions (with and without biologic markers) in other 
settings. The research question at the moment appears to be 
one of defining the degree of relationship. 
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Amoxapine-Induced Akathisia 


Sig: We would like to comment further on the potential 
antidopaminergic activity of amoxapine described in ‘‘Ad- 
verse Reactions Suggesting Amoxapine-Induced Dopamine 
Blockade” by Thomas E. Steele, M.D. (November 1982 
issue) and “‘Akathisia Induced by Amoxapine” by Donald R. 
Ross, M.D., and associates (January 1983 issue). Over the 
last year we have noted nine instances of akathisia associated 
with amoxapine use. The clinical picture in these cases is 
illustrated by the following two brief reports. 


Mr. A, a 36-year-old man, was admitted with a DSM-III 
diagnosis of recurrent nonpsychotic major depression. He 
tolerated well an initial amoxapine dose of 50 mg. The dose 
was increased nightly by 50 mg until the patient was 
receiving 200 mg of amoxapine at bedtime. On the fifth day 
of drug treatment, Mr. A was noted to be agitated, pacing 
and moving his legs in a constant restless manner. He 
complained of inability sit still and “itching, crawling feel- 
ings” in his abdomen and lower body. The patient was 
switched to imipramine at a dose of 150 mg nightly; by the 
following day all symptoms of akathisia had disappeared. 
Imipramine was slowly increased to a dose of 300 mg 
nightly. The patient’s depressive disorder subsequently im- 
proved while he was taking imipramine. 


Ms. B, a 24-year-old outpatient with a DSM-III diagnosis 
of single-episode nonpsychotic major depression, was started 
on amoxapine treatment. Her dose was increased over 1 
week from 50 mg to 150 mg nightly without adverse effects. 
After 2 weeks of drug therapy, the patient demonstrated 
increased energy, decreased sadness, normalized sleeping 
patterns, and weight gain of .9 kg. Depressive symptoms 
continued to improve steadily, but during the fourth week of 
amoxapine treatment she began to complain of a “fidgety” 
feeling that interfered with her typing. Over 2 days her 
fidgeting progressed to a clearly recognizable akathisia 
marked by restless legs, inability to sit still, and tossing and 
turning in bed. Although 2 mg of benztropine twice a day 
ameliorated her restlessness, she found additional medica- 
tion too sedating. Amoxapine and benztropine were discon- 
tinued, and 200 mg of desipramine nightly was started. 
Restlessness abated within 2 days. The patient's depression 
resolved completely while she was taking desipramine, and 
no further episodes of akathisia occurred. 


In each of the nine patients we have seen, akathisia 
symptoms have abated after addition of antiparkinsonian 
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medication or diazepam, or after substitution of a different 
antidepressant for amoxapine. In the majority of our cases, 
akathisia developed during the first week of amoxapine 
administration, i.e., during or immediately following a peri- 
od of dose increases. This was not invariably true, however; 
several instances of akathisia occurred late in treatment, 
when amoxapine blood concentrations were almost certainly 
at steady-state. 

Dr. Ross and associates pointed out that the clinical 
paucity of amoxapine-induced neuroleptic-like effects may 
be due to the fact that, in humans, less than 296 of 
amoxapine is converted to the more antidopaminergic me- 
tabolite 7-hydroxyamoxapine. Perhaps the activity of the 
enzyme responsible for this conversion varies, and individ- 
uals at risk to develop antidopaminergic effects are those 
with enhanced amoxapine-to-7-hydroxyamoxapine enzyme 
activity. 

Our experiences with amoxapine have made us particular- 
ly sensitive to the possible akathisia-inducing effects of this 
drug. Further investigation is warranted, because the litera- 


ture does not indicate as great a prevalence of amoxapine-'" 


associated akathisia as we have seen in our patients. 


F. JOSEPH HULLETT, M.D. 
ALAN B. LEVY, M.D. 
Sepulveda, Calif. 


More on the Fallibility of the Double-Blind 


Sir: In their article, “The Double-Blind in Danger: Un- 
toward Consequences of Informed Consent” (November 
1982 issue) Kelly D. Brownell, Ph.D., and Albert J. Stunkard, 
M.D., expressed concern for the scientific validity of the 
“double-blind design, > which they described as “a corner- 
stone of research in clinical pharmacology.” They contin- 
ued, 


The integrity of the double-blind study depends on 
whether patients and physicians are actually “blind” to , 
the identity of the agent being administered. Few studies " 
have assessed the "blindness" of the double-blind proce- 
dure; none has previously associated blindness with 
therapeutic effect. 


I would like to refer Drs. Brownell and Stunkard to my 
article entitled “The Fallacy of the Double Blind" (1). In this 
publication I deplored, among other things, the excessive 
emphasis on the double-blind in psychiatric research work, 
the pseudoscientific validity often attributed to double-blind 
studies, and the self-deception practiced by the psychiatric 
profession in naming these studies double-blind. I said, 


There is also a self-deception which is being practiced 
in many "double blind" studies. ... We know from 
experience that all tranquilizers with antipsychotic ac- 
tivity will produce extra-pyramidal side effects, either 
parkinsonism, dystonia or akathisia, if the dose of the 
drug is raised sufficiently. Therefore, if the investigator 
keeps raising the dose in an effort to obtain better 
therapeutic results, he will eventually produce side- 
effects which will betray the nature of the drug he is 
using. Is this not a bit of self-deception to continue 
calling such a study “double blind"? 


My article stimulated a number of responses, one of 


Am J] Psychiatry 140:6, June 1983 


+o 


which, by Dr. Myron Sandifer, Jr., I had the opportunity to 
answer (2). To clarify my position I said, 


Let it be clear that I agree with the purpose of the 
double blind, i.e., to achieve objective validity. ... 
Although I believe that most clinical investigative work 
should have controls, I do not believe that the double 
blind technique in psychiatry is the only valid method of 
control or the method of choice. It is merely one method 
of control which has limited usefulness in psychiatry. 


In 1965, I wrote another paper, in collaboration with Dr. 
John Saunders (3). We treated 37 patients with fluphenazine 
enanthate intramuscularly using a double-blind, placebo- 
controlled, crossover design. In the final phase of the study 
the treating physician grouped together those patients who, 
in his opinion, were receiving active medication. The code 
was then broken, and the physician was found to be correct 
in every instance. I quote from the article: “This is another 
demonstration that the double blind method in psychiatry 
does not remain ‘blind’ in the face of careful clinical evalua- 
tion of patients.” 

Therefore, I agree with Drs. Brownell and Stunkard that 
today’s emphasis on informed consent makes the task of 
keeping well-monitored double-blind studies truly "blind" 
almost impossible. 
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JOSEPH A. BARSA, M.D. 
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Dts. Brownell and Stunkard Reply 


Sir: A gratifying response to our paper has been word of 
additional published and unpublished reports confirming 
our finding that the double-blind can be broken. To Dr. 
Barsa's two reports must be added Hall and Dunlap's 1955 
report that patients and their physicians were able to identify 
the agent that they were receiving in an ostensibly double- 
blind study of chlorpromazine (1). Such additional support is 
important in establishing the generality of our results, which, 
as we noted, were "obtained in one study of one disorder 
with one medication administered under special circum- 
stances.” 

None of the additional reports, and none of those re- 
viewed in our study, however, dealt with our further finding 
that breaching the double-blind can have therapeutic conse- 
quences. The growing evidence that the double-blind can be 
breached adds urgency to the need for determining whether 
such breaches have therapeutic consequences. As we did in 
our paper, we urge those who are conducting double-blind 
trials to investigate the extent of this problem in their 
studies. 
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and results with chronic semi-disturbed schizophrenics. J Nerv 
Ment Dis 122:301—314, 1955 


KELLY D. BROWNELL, PH.D. 
ALBERT J. STUNKARD, M.D. 
Philadelphia, Pa. 


Psychopathology in Psychiatric Residents 


Sir: I enjoyed reading “The Prevalence and Ramifications 
of Psychopathology in Psychiatric Residents: An Overview” 
by Harvey D. Campbell, M.D. (November 1982 issue). A 
review article may have one major problem—the repetition 
of fact or opinion that may or may not be accurate. I believe 
two trends Dr. Campbell accurately reported in the literature 
should not remain unchallenged or unquestioned. 

The first is that psychiatric residency is extremely stressful 
and that somehow this stress is related to emotional illness in 
residents. The majority of residents do not suffer from 
psychiatric illness, suggesting either that residency is not 
especially stressful for many (some residents actually enjoy 
their training) or that some residents have a specific vulnera- 
bility. As a result of my interest in this area, I have been 
asked to treat a substantial number of psychiatric residents 
whose diagnoses (supporting the work of Garetz and asso- 
ciates [1]) included schizophrenia, manic-depressive psycho- 
sis, major affective disorder, drug addiction, marital malad- 
justment, and neurotic illness. I doubt that most clinical 
psychiatrists would attribute the etiology of all or even most 
of the above disorders to the stress of residency. Dr. Camp- 
bell briefly addresses this issue in the screening section of his 
overview. . 

I raise this point because in one previous study and two 
review articles (2—4), I have suggested that the major predis- 
posing cause of emotional illness in residents is the personal- 
ity and vulnerabilities they bring with them to medical 
school. If these observations are correct, and certainly the 
issue needs greater study, the trend in the literature to dissect 
or perhaps even reify the concept of residency stress may be 
analogous to the denial of emotional illness and its implica- 
tions in the medical profession and medical schools. How 
ironic if academic psychiatrists cannot accept the notion that 
the same vulnerabilities which predispose to psychiatric 
illness in the general population may also operate in their 
students! 

This raises the second point, which I believe merits closer 
scrutiny. Dr. Campbell accurately reviews the literature on 
intervention, which focuses almost exclusively on personal 
psychotherapy and/or a group therapy experience as the 
answer to emotional illness in psychiatric residents. Al- 
though I would agree that these approaches are the preferted 
choice of the majority of academic staff and residents, an 
eclectic approach is conspicuous by its absence from the 
literature. One would expect that major tranquilizers and 
antidepressants or lithium might assist in the management of 
the psychiatric resident or that marital therapy might assist 
the resident with marital maladjustment. The notion that all 
psychiatric residents are psychologically minded and suitable 
for insight-oriented psychotherapy is idealistic but sadly 
inaccurate——a few residents have been badly served by 
inappropriate individual and/or group psychotherapy, in my 
experience. 

] write not to criticize Dr. Campbell’s overview, which is 
an accurate reflection of the literature. My concern is that 
review articles may perpetuate myths or inaccuracies. The 
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evidence is strong that the major cause of academic failure in 
medicine at both the undergraduate and postgraduate level is 
psychiatric illness (2—4). A broader perspective on the preva- 
lence and ramifications of psychopathology in psychiatric 
residents may offer our colleagues in residency a more 
eclectic and humane approach if they should need treat- 
ment. 
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E.M. WARING, M.D. 
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Dr. Campbell Replies 


SIR: I would like to thank Dr. Waring for his comments on 
my article. I feel his second point concerning the need for an 
eclectic, flexible approach to the treatment of the disturbed 
resident is very well taken. I would like, however, to address 
Dr. Waring's first point that residency stress may be a reified 
concept analogous to the denial of emotional illness. 

Although the concept of stress in psychiatric residency 
training deserves greater study, I believe that there is ample 
evidence that it is a legitimate concern, one which affects— 
for better or worse—even the “best put together" resident 
(1). I agree with Dr. Waring that the personality and 
vulnerabilities that the resident brings to the psychiatric 
training environment are the major predisposing factors 
contributing to emotional illness in trainees, but I feel that 
failure to appreciate the role of training stress may have at 
least two unfortunate results. First, it may encourage residen- 
cy programs to overlook precipitating and perpetuating 
factors in the training environment that may adversely 
influence the course of the resident's career and personal 
adjustment. Second, it may lead to the erroneous labeling of 
some residents as "disturbed" who are in fact undergoing a 
normal and often transient reaction to the stress of training 
that may ultimately crystalize into a deep and sustaining 
interest in psychiatry (2). I would contend that the recogni- 
_tion and working through of the various manifestations of 
traihing stress can enhance the capacity for empathy in 
future psychiatrists and prevent or attenuate the develop- 
ment in others of psychopathological reactions, which may 
range from mediocre professional performance to: serious 
emotional illness and disability. Although academic psychia- 
try must not collude in the denial of emotional illness in 
those residents predisposed to it, neither must it minimize or 
fail to consider the role played by relevant psychological and 
social stresses commonly experienced during residency train- 
ing in psychiatry. 
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Measuring Lithium Levels After Exercise 


Sır: “Effect of Strenuous Exercise on Serum Lithium Level 
in Man" by James W. Jefferson, M.D., and associates 
(December 1982. issue) provides additional evidence of sub- 
stantial lithium loss during excessive sweating. However, due 
to the nature of the experimental design, important clinical 
questions remain unanswered. Because the subjects had not 
taken any additional lithium during exercise, it is not surpris- 
ing that there was an accelerated decline in serum levels. To 
be clinically applicable, the experiment should have contin- 
ued for a longer period, perhaps a week, with alternate days 
of exercise and daily lithium intake. Only then would we 
have learned about the relative effects of increased lithium. 
loss via skin versus possible decreased urinary excretion in 
healthy subjects having unlimited access to salt and water. 
Even an extra day of data collection with continued lithium 
administration might have given some useful answers. Un- 
fortunately, no data are presented on urinary excretion 
during 1%-hour and 22'^-hour periods on the control day, 
nor are there data for these periods on the experimental day 
either. 

It is hazardous to draw any conclusions from such limited 
data. To illustrate the point, the greatest change in serum 
lithium level occurred during the first 45 minutes of exercise, 
but the greatest change in serum sodium level occurred 
during the second 45 minutes. Thé most likely explanation is 
random variation. One could have attempted to correlate the 
electrolyte changes with fluid loss via perspiration and 
respiration, but the data for weight loss are presented in a 
format that does not lend itself to comparison. Also, 45 or 90 
minutes is too short a period for equilibrium to be achieved. 
We already know from hemodialysis in patients suffering 
from lithium toxicity that the serum lithium level is not a trie 
indicator of body lithium content when lithium is lost acutely 
from plasma. After each dialysis the serum level falls, but 
within a few hours, due to efflux from cells, it may rise to 
such an extent as to require further dialysis (1). The apparent 
20% decline in Jefferson and associates’ subjects should not 
be assumed to indicate a 20% drop in total body lithium. 
Serum samples drawn 4, 8, and 12 hours after the excercise 
would have given a better indication of total body lithium. 
Port and associates (2) found that after 4 hours of hemodial- 
ysis a drop of .1-.6 mEq/liter in serum level was associated 
with a recovery of 2.25--7.8 mEq of lithium from the 
dialysate. Using their findings as a guideline, one can assume 
that total lithium loss in Jefferson and associates’ subjects 
was no more than 2 mEq, which is roughly equivalent to 75 
mg of lithium carbonate (300 mg of lithium carbonate 
contains 8.1 mEq of lithium). 

Finally, one has to always balance the risk-benefit ratio 
clinically. In a patient who has tolerated levels over 1 
mEdg/liter in the past and is now maintained on .6 mEq/liter, 
it may be advisable to let the level rise (rather than drop) by 
2096. On the other hand, if a patient is known to be unable 
to tolerate more than .9 mEgq/liter, and this is his or her 


. maintenance dose, it would be safer to let the level fall by 


even as much as 20%—the extent of the acute drop after a 
20-km run. 
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Unacknowledged Problems With Cults 


Sır: “Charismatic Religious Sects and Psychiatry: An 
Overview” by Marc Galanter (December 1982) raises more 
questions than it answers. The author fails to specify what he 
means by the vague phrase “deviant life styles.” Why are 
members of various cults repeatedly found to have such 
“deviant” behaviors as 1) rejection of their entire family of 
origin as well as children born before cult conversion, 2) 
systematic use of deception to further aims of the cult, and 3) 
learned inhibition of capacities for decision making? These 
behaviors are not discussed in the author's overview." 

Dr. Galanter proposes a “relief effect,” said to be experi- 
enced by new members of a group, but exactly who is it that 
is feeling relieved? Is it the new convert, who may be using 
unconscious or conscious denial in order to conform to the 
expectations of the new group he or she has joined? Is it the 
convert's friends and family, whom the convert may perceive 
as being under the sway of Satan and who, in turn, perceive 
the convert as being involved in behavior that could be 
described as deviant and antisocial? From another perspec- 
tive, is the internist relieved when a diabetic patient informs 
him or her that the patient has been “cured” at a prayer 
meeting? 

Somehow, Dr. Galanter's entire paper appears to be 
designed to provide "relief effect" for the psychiatrist who 
reads it: to inform in a scientific manner problems with 
promising solutions to be solved at leisure. Why worry about 
groups that the author analogizes to true self-help groups 
such as Alcoholics Anonymous (AA) and Recovery, Inc.? 
Describing est and Synanon as “self-help groups” as well is 
seriously misleading. Does AA or Recovery demand hun- 
dreds of dollars in fees for weekend seminars, as does est? 
Has AA or Recovery coerced members into surrendering 
their entire assets, entering into mass marriages, mass di- 
vorces, and mass vasectomies, as did Synanon (1, 2)? 

Why worry about new possibilities for the cure of drug 
addiction? The author fails to consider that dependency on 
an authoritarian social system may be a “symptom substitu- 
tion” for dependency on drugs. 

And what about the authority at the top? Dr. Galanter 
concedes that “idiosyncrasies of each group's leader may, of 
course, be translated into behavioral norms for the group.” 
Rev. Moon, the leader of the “sect” with which the author 
describes a "positive working relationship," has recently 
been convicted of criminal tax fraud. Could not such an 
"idiosyncrasy" be translated into the behavior of members 
who regard him as the Lord of the Second Advent and who 
may be driven to work 100-hour weeks in fund raising, using 
“heavenly deception" to “insure Father's victory" (3—5)? 

I am not relieved when Dr. Galanter attributes the turmoil 
of ex-cult members to little more than “loss of supportive 
group feedback." Has the author not seen former cult 


members who were guiltridden over years of alienation from ' 


their families, depressed over abandoned opportunities to 
start their own careers and families, and angered over 
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feelings of having been “taken in”? Perhaps, from the high 
altitude of an "overview," the agony of individuals cannot be 
discerned. 
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JOHN HOCHMAN, M.D. 
Encino, Calif. 


Dr. Galanter Replies 


Sır: The issue of charismatic religious sects is a highly 
controversial one and has aroused strongly held feelings and 
opinions and even ad hominem arguments, as is evident in 
the preceding letter. Medical research articles, however, 
should best draw on controlled observations rather than the 
lay press (such as the items cited by Dr. Hochman), even if 
they cannot resolve the many moral and legal issues involved 
in the sects themselves. 

This highlights why we need more systematic research in 
this important area, which affects issues of public policy. The 
sad fact of the matter is that in June 1979, a National 
Institute of Mental Health (NIMH) advisory committee on 
which I served was disrupted in its attempts to deliberate 
over future options for research. Specifically, it was not 
possible for NIMH to continue with the committee's work in 
the face of protests and demands for access to the meeting by 
outside parties under the Freedom of Information Act. 
Subsequent attempts by NIMH officials at its staff college to 
establish procedures that would allow for reconvening the 
meeting did not meet with success. Ironically, the unpub- 
lished report on the status of work in the field, which I was 
subsequently commissioned to prepare for NIMH, served as 
a basis for the overview article in the Journal. 

In response to the questions raised by Dr. Hochman: 

1. Deviant life styles are discussed in some detail on pages 
1542—1543 of the original article; I suggest that Dr. Hoch- 
man refer to that material and, for further details, to the 
references cited. 

2. There was no suggestion that the particular programs 
and goals of AA or Recovery are similar to those of certain 
charismatic religious groups. That is fairly obvious. Similar- 
ly, one would not suggest that just because two countries 
both have central governments they would have the same 
foreign policies or religious practices. It is important that Dr. 
Hochman distinguish between process and content. 

3. The “‘relief effect” refers to the relief of neurotic distress 
experienced by the charismatic sect member himself or 
herself; this is spelled out explicitly in the article and should 
be clear. 

4. The writer is troubled by behaviors in certain groups 
such as Synanon and the Unification Church (Moonies). 1 
might well agree with him on some points. These groups will 
indeed be judged on the basis of behavior; to be understood. 
however, one must look below the surface of manifest 
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behavior. Understanding, not judging, was the principal 
purpose of this article. This is nothing new to psychiatry. 

5. “Symptom substitution,” or alternative dependencies, 
might well be a part of the resolution of a drug abuse 
pattern; it is hard to test this hypothesis. 

6. Few controlled findings on persons who had left these 
groups were available when the article was written, and the 
findings presented on this issue were restricted to material in 
the scientific and scholarly literature. I have completed a 
study on this issue (1), which in fact deals with the nature of 
the emotional disruption during the initial months after 
leaving. 
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MARC GALANTER, M.D. 
Bronx, N.Y. 


Commonalities Between Alexithymia and Mental 
Retardation 


Sir: In regard to the recent interest in defining and 
characterizing alexithymia, specifically “Alexithymia in 
Medical Patients Referred to a Consultation/Liaison Service” 
by G. Richard Smith, Jr., M.D. (January 1983 issue), it has 
been postulated that the syndrome may be associated with 
low socioeconomic status and possibly a low educational 
level. It is further characterized as including a relative paucity 
of verbal skills, concreteness of thought (with little tendency 
toward fantasy or development of new thought based on 
cognitive insight), and relatively little affective insight in the 
absence of other functional illness to account for these 
observations. 

Having recently completed an elective rotation in which I 
worked with mentally retarded people, I cannot help but 
notice that these are much the same qualities of thought 
(although certainly in a more exaggerated form) that charac- 
terize the thinking of the mentally retarded person. Even in 
mental retardation uncomplicated by a definable organic 
cause (e.g., cerebral palsy or birth trauma), it is virtually 
impossible to specify just what intellectual deficits may 
account for the various speech difficulties and concreteness 
of thought observed in this population. How much more 
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subtle such gradations of quality of thought and verbal 
expression must be within that range of what we consider to 
be a "normal" and above-normal IQ. I wonder if alexithy- 
mia could be the first such gradation that we have come to 
clinically appreciate? 


REFERENCE 
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PATRICIA L. PEARCE, M.D. 
Lexington, Ky. 


A Protest on the Editor’s Metaphor 


Sir: The Editor's opinion on "The Journal’s New Gown” 
ought not to have been included in the January 1983 issue. 
The reference to the Journal as a woman of fashion who has 
"improved her attractiveness without losing her scientific 
virtue" carries many sexist implications; the approval of the 
Journal's attempt to acquire a wardrobe" as new as that of 
Psychiatric News implies approval of keeping-up-with-the- 
Joneses; and the thanks by a male editor solely to women 
who have provided the “‘change of dress" reinforces stereo- 
typical roles. Having been printed, the editorial ought now to 
be retracted; and the Editor ought to enter his apology. 


ELLSWORTH A. FERSCH, J.D., PH.D. 
Boston, Mass. 


(Honi soit qui mal y pense.—Epn.) 


Corrections 


The correct name of the second author of the article 
“Serum Levels of Anticholinergic Drugs and Impaired Re- 
cent Memory in Chronic Schizophrenic Patients" by Larry f 
Tune, M.D., and associates, which appeared on pp. 1460- 
1462 of the November 1982 issue, is Milton E. Strauss, 
Ph.D. 

The author of the letter to the Editor "Treatment of 
Flashbacks by Imipramine,” which appeared on page 509 of 
the April 1983 issue, was Allan Burstein, M.D. The staff 
regrets this error. 


* 
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Madness and Government: 
Who Cares For the Mentally Ill? 
Henry A. Foley, Ph.D. and 

Steven S. Sharfstein, M.D. 

Madness and Government is an 
incisive analysis of the shifting roles of 
local, state and federal government in the 
treatment of the mentally ill in America. 


Contents 

* Who Cares for the Mentally Ill? * Learn- 
ing the Political Arts * Winning Federal 
Support for Community Mental Health 
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of the CMHC Program * Crossroads of 
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The Affective Disorders 
Edited by John M. Davis, M.D. and 
James W. Maas, M.D. 

A comprehensive review of the state of 
knowledge, The Affective Disorders is an 
anthology of current thinking and research, 
compiled from the Fall 1981 conference 
held at Brook Lodge, Kalamazoo, Michigan, 
attended by leaders in the field. 


Partial Table of Contents 

Part I: Nineteen Chapters on Symptom- 
atology, Etiology, and Epidemiology 

Part II: Sixteen Chapters on Clinical Man- 
agement and Psychopharmacology 

May 1983, approx. 500 pages. 

#48-002-5 (Casebound) $27.50 


Terrorism: Interdisciplinary 
Perspectives 

Edited by Burr Eichelman, M.D., Ph.D., 
David A. Soskis, M.D. and William H. 
Reid, M.D., M.P.H. 

Based on the work of the American 
Psychiatric Association's Tagk Force on the 
Psychiatric Aspects of Terrorism and Its Vic- 
tims, Terrorism is a collection of reports 
from professionals in the fields of psychiatry 
and law enforcement who have experienced 
terrorist events and developed philosophies 
and methods for dealing with them. The 
book provides a thorough examination of 
the role psychiatrists and other mental 
health professionals play in terrorist and 
hostage situations. 





Terrorism is divided into four sections: 
Ethical Issues, The Victim, Training Law 
Enforcement Personnel and Research in 
Terrorism. 

January 1983, 186 pages. 
#42-109-9 (Casebound) $22.50 


Lithium Encyclopedia for 

Clinical Practice 

James W. Jefferson, M.D., John H. Greist, 

M.D. and Deborah L. Ackerman, M.S. 
Organized alphabetically, the Lithium 

Encyclopedia includes extensive cross- 

referencing and a detailed index to assist 

readers in finding the information they 

need about specific clinical problems 

related to lithium use. 

May 1983, approx. 300 pages. 

#48-011-4 (Spiral bound) $19.50 


Biomedical Aspects of Depression and 
Its Treatment 
Ross J. Baldessarini, M.D. 

Psychiatrists, psychiatry and medical 
students, residents and other mental health 
practitioners will find Biomedical Aspects 
of Depression an excellent update on new 
directions in the theory and management 
of manic and depressive iilnesses. 

January 1983. 163 pages. 
#48-004-1 (Casebound) $19.50 


Satisfaction Guaranteed 

Your satisfaction with all of our publi- 
cations is guaranteed. If, for any reason, a 
book does not meet your expectations, you 
can return it within 15 days. Your prepaid 
order will be fully and promptly refunded 
by the Press. Look for the American 
Psychiatric Press, Inc. imprint—it appears 
only on publications reflecting the highest 
professional standards. 


Order right from this page. 

Just clip and mail this coupon with 
your prepaid order to: 
. American Psychiatric 
American Press, Inc. 
SVC laifigete, Order Department 
'ress, Inc. 1400 K Street, N.W. 
Washington, D.C. 20005 


Orders over $35 can be charged by phone— 
1-800-368-5777 (in Washington, D.C., call 
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Sleep disturbances are the most common 
somatic symptoms of depression. A: 
Adapin begins its antidepressant action, i! 
provides rapid, effective relief of slee; 
disturbances. 


Clinical data indicate that Adapin, given once 
daily at bedtime, significantly decreases 
latency to sleep onset, number of awakening: 
and amount of wake time during the night, 
increasing total sleep time and improving 
overall quality of sleep.^ 


A good night's rest goes a long way to 
brighten a depressed patient's outlook. But 
Adapin goes further. 


Rapid antianxiety/antidepressan 
action 

Anxiety and depressive symptoms mz: 
demonstrate significant improvement as earl: 
as the first week of therapy,? with optimal 
response within two to three weeks. 


Convenient dosage 
Once-a-day h.s. dosage enhances patient 
compliance. 


Excellent safety profile 

Side effects are reported infrequently and are 
generally mild; incidence of cardiovascular 
effects (hypotension, tachycardia) is 

very low. 


Economical doxepin therapy 
Adapin offers a substantial cost savings over 
the other brand of doxepin HCI. 


Please see next pas 
summary of prescribing :! 


Adapin 


doxepin HC 





Brief f Summary of Prescribing Information 


Adapin* 


(doxepin ES cui es 


Indications Relief of symptoms of anxiety and 
depression. 
Contraindications Glaucoma, tendency 
toward urinary retention or hypersensitivity to 
doxepin. 
Warnings Adapin has not been evaluated for 
safety in pregnancy. No evidence of harm to the 
animal fetus has been shown in reproductive 
studies, There are no data concerning secretion 
in human milk, nor on effect in nursing infants. 

Usage in children under 12 years of age is 
not recommended, MAO inhibitors should be 
discontinued at least two weeks prior to the 
cautious initiation of therapy with this drug, as 
serious side-effects and death have been re- 
ported with the concomitant use of certain 
drugs and MAO inhibitors. 

In patients who may use alcohol excessively, 
potentiation may increase the danger inherent 
in any suicide attempt or overdosage. 


Precautions Drowsiness may occur and pa- 
tients should be cautioned against driving a 
motor vehicle or operating hazardous machin- 
ery. Since suicide is an inherent risk in de- 
pressed patients, they should be closely 
supervised while receiving treatment. Al- 
though Adapin has shown effective tranquilizing 
activity, the possibility of activating or unmask- 
ing latent psychotic symptoms should be kept 

in mind. 

This product contains FD&C Yellow No. 5 
(tartrazine) which may cause allergic-type reac- 
tions (ncluding bronchial asthma) in certain 
susceptible individuals: Although the overall 
incidence of FD&C Yellow No. 5 (tartrazine) 
sensitivity in the general population is low, it is 
freque ntly seen in patients who also have aspi- 
rin hypersensitivity, 


Adverse Reactions Dry mouth, blurred vision 
and constipation have been reported. Drowsi- 
ness has also been observed. 

Adverse effects occurring infrequently 
include extrapyramidal symptoms, gastro- 
intestinal reactions, secretory effects such as 
sweating, tachycardia and hypotension. Weak- 
ness, dizziness, fatigue, weight gain, edema, 
paresthesias, flushing, chills, tinnitus, photo- 
phobia, decreased libido, rash and pruritus may 
also occur. 


Dosage and Administration In mild to 
moderate anxiety and/or depression: 25 mg 
t.i.d. Increase or decrease the dosage accord- 
ing to individual response. Daily dosage, up to 
150 mg may be taken at bedtime without loss of 
effectiveness. Usual optimum daily dosage is 
75 mg to 150 mg per day not to exceed 300 mg 
per day. 

Antianxiety effect usually precedes the 
antidepressant effect by two or three weeks. 


How Supplied Each capsule contains doxepin 
as the hydrochloride. 10, 25, 50, 75 and 100 mg 
capsules in bottles of 100 and 1000. 
For complete prescribing information, please 

see package insert or PDR, 
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ow you can “‘replay’’ some of 
the best 1982 APA Annual 
3 Meeting sessions with con- 
f venient audio tapes. Each tape 
is a three-hour symposium selected 
by the APA Committee on Self-Study 
Materials. 

Simply check the tapes you want 
and mail this entire ad as yout 
order form. Select any 3 symposia for 
$95 (a 15% savings), or order all 11 
symposia, plus the DSM-III Debate 
tape—12 sets, 35 tapes, for $350 
(that’s just $10 a tape and a saving 
of more than $80 over the individual 
price!). 3 


$ C Severely Disturbed Children: 
Effective Treatments 
Stephen P. Hersh, M.D., and Alayne 
| Yates, M.D., Moderators. An exploration 
i of the current state of knowledge and treat- 
mfent for severely disturbed children and 
] adolescents. Three 1-hour tapes. 
[| #AT-026-2. $37.50. 


C Current Perspectives on 

i Personality Disorders 
James P. Frosch, M.D., Moderator. A 
review of the current state of knowledge on 
the DSM-III personality disorders. Three 
1-hour tapes. #AT-027-2. $37.50. 


(J Incest: New Clinical Research 
d Jean M. Goodwin, M.D., Moderator. An 
examination of the new clinical research 
in incest that is most relevant to clinical 
i problems and to theoretical debates in 
sychiatry. Three 1-hour tapes. ¥AT-028-2. 
37.50. 
] O Therapeutic Intervention in Father- 
í Daughter Incest 
Judith L. Herman, M.D., Moderator. A 
1 look at recent developments in the treat- 
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1 -hour tapes. #AT-029-2. $37.50. 
C Discontinuation of Psychoactive Drugs: 
Rebound Phenomena 
Guy Chouinard, M.D., Moderator. 
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#AT-030-2. $37.50. 











ON TAPE- 


OUTSTANDING APA ANNUAL 
MEETING SESSIONS! 


n Psychiatric | 
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Charles A. Shamoian, M.D., and Lissy 
Jarvik, M.D., Moderators. An examination 
of the clinical use of tricyclic antidepressants 
and electroconvulsive therapy in the treat- 
ment of the depressed geriatric patient. 
Three 1-hour tapes. #AT-031-2. $37.50. 


C Anxiety: Phenomenology, Biology 
and Treatment 

Thomas W. Uhde, M.D., and Robert L. 
Dupont, M.D., Moderators. A review of 
recent advances in the genetics, neuro- 
biology, psychotherapy and pharmaco- 
therapy of the anxiety disorders. Three 
1-hour tapes. #AT-032-2. $37.50. 


C Working through the Trauma of 
Combat Stress 

Bessel A. van der Kolk, M.D., Moderator. 
A discussion of the issues and treatment 
techniques in the therapy of Vietnam 
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C Mind/Body and the 

Psychotherapeutic Process 
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O Clinical Applications of Neurobiology 
in Psychiatry 

Steven D. Targum, M.D., Moderator. An 








exploration of neurobiological techniques 
and approaches in the assessment of 
psychiatric patients that may have clinical 
relevance in psychiatry today. Three 1-nour 
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DSM-III diagnostic classification criteria 
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Note: Expenses for professional educational 
materials are tax deductible. Credit earned trom 
listening to these tapes may be claimed in Cate- 
gory V of the Physician's Recognition Award of 
the American Medical Association and in Cate- 
gory II for the CME requirement of the APA. 
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Brief Summary 

LOXITANE* Loxapine Succinate Capsules 

LOXITANE* C Loxapine Hydrochloride Oral Concentrate 
LOXITANE* IM Loxapine Hydrochloride 


INDICATIONS: LOXITANE is indicated for the management of the 
manifestations of psychotic disorders. The antipsychotic efficacy of 
LOXITANE was established in clinical studies which enrolled newly 
hospitalized and chronically hospitalized acutely ill schizophrenic 
patients as subjects. 


CONTRAINDICATIONS: Comatose or severe drug-induced 
depressed states (alcohol, barbiturates, narcotics, etc.); hyper- 
sensitivity to the drug. 


WARNINGS: Safe use during pregnancy or lactation or by women 
of child-bearing potential has not been established; weigh potential 
benefits against possible hazards. Not recommended for use in 
children under 16. May impair mental and/or physical abilities 
especially during early therapy; warn ambulatory patients about 
activities requiring alertness, about concomitant use of alcohol and 
other CNS depressants. Not recommended for management of 
behavioral complications in mentally retarded patients. 


PRECAUTIONS: Use with extreme caution in patients with a history 
of convulsive disorders; seizures have been reported in epileptic 
patients receiving antipsychotic dose levels or even maintenance 
therapy. Use with caution in patients with cardiovascular disease or 
in those with glaucoma or a tendency to urinary retention particularly 
when on concomitant anticholinergic medication. Loxapine has an 
antiemetic effect in animals which might occur in man masking 
signs of overdosage of toxic drugs and obscuring intestinal obstruc- 
tion or brain tumor. Since possible ocular toxicity cannot be 
excluded, observe carefuily for pigmentary retinopathy and lenticu- 
lar pigmentation, Slightly higher incidence of extrapyramidal effects 
possible following IM administration. 


Neuroleptic drugs elevate prolactin levels; elevation persists during 
chronic administration. Tissue culture experiments indicate that 
approximately one-third of human breast cancers are prolactin 

* dependent in vitro, a factor of potential importance if prescription of 

. these drugs is contemplated in a patient with a previously detected 
breast cancer. Although disturbances such as galactorrhea, 
amenorrhea, gynecomastia, and impotence have been reported, 
the clinical significance of elevated serum prolactin levels is un- 
known for most patients. An increase in mammary neoplasms has 

"been found in rodents after chronic administration of neuroleptic 
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drugs. Neither clinical studies nor epidemiologic studies conducted 
to date have shown an association between chronic administratión 
of these drugs and mammary tumorigenesis; the available evidence 
is considered too limited to be conclusive at this time. 


ADVERSE REACTIONS: CNS effects, other than extrapyramidal, 
infrequent. Mild drowsiness may occur at beginning of therapy or 
upon dosage increase, usually subsides with continued therapy. 
Sedation, dizziness, faintness, staggering gait, muscle twitching, 
weakness and confusional states have been reported. Extrapy- 
ramidal reactions often occur early in treatment, manifested by 
Parkinson-like symptoms (tremor, rigidity, excessive salivation, 
masked facies, akathisia); controllable by dosage reduction or by 
antiparkinson drugs at usual dosages. Dystonic and dyskinetic » 
reactions have occurred less frequently, but may be more severe. 
Dystonias include spasms of muscles of the neck and face, tongue 
protrusion, and oculogyric movement. Dyskinetic reactions have 
been described in the form of choreoathetoid movements. These 
reactions sometimes require reduction or temporary withdrawal of 
LOXITANE dosage in addition to appropriate counteractive drugs. 
Persistent Tardive Dyskinesia may appear during prolonged therapy 
or following discontinuance, the risk greater in the elderly, especially 
females, on high dosage. Symptoms, persistent and in some 
patients apparently irreversible, are characterized by rhythmical 
involuntary movement of the tongue, face, mouth and jaw some- 
times accompanied by involuntary movement of extremities. Since 
there is no known effective treatment, discontinue all antipsychotic 
drugs if symptoms appear. Reinstitution of treatment, increased 
dosage or switching to another agent may mask syndrome. The 
syndrome may not develop if medication is stopped when fine ver- 
micular movements of the tongue first appear. Cardiovascular 
Effects: Tachycardia, hypotension, hypertension, lightheadedness 
and syncope. ECG changes, not known to be related to loxapine 
use, have been reported. Skin: Dermatitiseedema of face, pruritus, 
seborrhea. Possible photosensitivity and/or phototoxicity; skin 
rashes of unknown etiology seen in a few patients during hot ou 
summer months. Anticholinergic: Dry mouth, nasal congestion, 
constipation, blurred vision (more likely to occur with concomitant 
use of antiparkinson agents). Gastrointestinal: Nausea and vomiting 


. have been reported in some patients. Hepatocellular injury (i.e. 


SGOT/SGPT elevation) has been reported in association with loxa- 
pine administration. Other: Weight gain or loss, dyspnea, ptosis, 
hyperpyrexia, flushed facies, headache, paresthesia, polydipsia. 
Rarely, galactorrhea and menstrual irregularity of unknown etiology. 
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PSYCHIATRISTS 





One of the leading community Mental Health cen- 
ters in the state of Texas is seeking qualified, dedt- 
cated Psychiatrists to complement its current staff. 
We are seeking individuals who are capable of mak- 
ing significant contributions as Team Leaders. If 
you have a sincere desire to provide quality services 
to our clients, we are interested in discussing these 
opportunities with you. Applicants must possess a 
Dr. of Medicine degree, licensed to practice in the 
state of Texas and be a Board Eligible Psychiatrist. 
Other requirements include at least 1 year of post 
graduate training exposure in the area of Mental 
Heaith and the ability to develop and implement 
treatment plans. 


The salary is $50,000-62,000. Our excellent fringe 
benefit package includes; cost-free health, life, dis- 
ability insurance, and retirement plan. Paid vaca- 
tion, sick leave, holidays and paid social security. 
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Please direct resume to: 


Bexar County Mental Health/ 
Mental Retardation Center 
. Attn: Ignacio Leija, Personnel Director 
434 S. Main, Suite 400 
San Antonio, Texas 78204 


DIRECTOR OF 
CHILD PSYCHIATRY 


Lafayetie Clinic is seeking a Director of 
Child Psychiatry. Lafayette Clinic is located 
in Detroit, Michigan and is affiliated with 
Wayne State University in academic and 
research projects. The position offers many 
possibilities in both the academic and re- 
search areas. Lafayette Clinic is an agency 
of the State of Michigan and all Michigan 
Civil Service Fringe Benefits apply. Mini- 
mum qualifications: License to practice 
medicine in the State of Michigan, Board 
Certification in Child Psychiatry, comple- 
tion of a residency in Child Psychiatry and 
four years experience as a psychiatrist in a 
mental health facility. 


Please send resume or inquiry fo: 
Ted H. Stein 
Personnel Director 
E Clinic 


9o E bee ia Avenue 
Detroit, MI 48207 





THE UNIVERSITY OF BRITISH COLUMBIA — — 
DIVISION OF CHILD PSYCHIATRY 
DEPARTMENT OF PSYCHIATRY 


ASSISTANT 
PRO mw IP 
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Applicants should have at least two years of tramina in chig and 
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and practice of chrical child p and in reser 
should be eligible fer medical licensure as a specioint coycatest 
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Applicants (with curriculum vitae) and enquir- 
ies should be He to: 


Wm. le Brown, ! M LD, PhD 
Chaima, Administrative C. ommittee 
Department of Psy chiatry 

The University of British. Columb: 
2955 Wesbrook Mall 

Vancouver, BC., V6T SAI 
Telephone. (604) 298-7310 


UBC is an equal opportunity emplover 
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THE NATIONAL INSTITUTE ON ALCOHOL 
ABUSE AND ALCOHOLISM, INTRAMURAL PRO. 
GRAM at the NIH CLINICAL CENTER invites applica- 
tions from highly qualified individuals with an M.D. or 
M.D., Ph.D., who are seriously interested in pursuing 
careers in academic medicine and research. Studies will 
focus on investigations of diagnosis, consequences and 
treatments of alcohol abuse and alcoholism. Clinical and 
laboratory research training opportunities are available in 
clinical pharmacology, genetic studies, neuroscience, neu- 
ropsychiatry and medical biochernistry. 

Appointments are available for 2 to 3 years begim- 
ning July 1, 1983 with an initial salary of $30,000 up toa 
maximum of $34,000 for the third year. Applicants should 
call collect for applications. 

NATIONAL INSTITUTES OF HEALTH 
Medical Staff Fellowship Program 
Bidg. 10, Room 2N220 
Rockville Pike 
Bethesda, MD 20205 
(301) 496-2427 


AN EQUAL OPPORTUNITY EMPLOYER 





“Something 
“Fastin, - new” 


smooth 
out” “Fast in, 


fast out” 










Confused 
about conflicting benzodiazepine 
claims? 


© 1983 Warner-Lambert Company 
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Switch to 


® 
G 
5-mg, 10-mg, and 20-mg capsules 
10-mg scored tablet 


m a 





| Uncomplicated anxiety relief 


CENTRAX consistently controls anxiety symptoms—smoothly and effec 
tively —but with a distinctly low order of sedation. When given at recom 
mended doses in normal subjects, no statistically significant impairment of 
psychomotor performance was observed. What's more, there is little 
* chance of initial*peak" CNS sensations after each dose of CENTRA X. It may 
be just what your anxious patients need. . . anxiety relief—pure and simple 


*As with all CNS-acting agents, patients should be cautioned against driving, drinking, or engaging in hazardous activities requiring mental alertnes: 
REFERENCE: 1. Data on file, Medical Affairs Dept, Parke-Davis. 
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Please see following page for brief summary of prescribing information. 
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Centrax" € (prazepam) 

Beltore prescnitbi ng. please see full prescribing information 
A Bnef Summa ; loliows d 
INDICATIONS: Centraxis indicated for the i Nu ri of anxiety disor- 
Gers or far the short-term ee at xiety. Anxiety or ten- 
S ally does not requiere 
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OSE psyci orders in which anxiety is not a prominent 
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ical and Psychoic nce Withdrawai symploms similar 
char acter to those noted wilh em Du rales and alcohol have occurred 
owing abrupt d Escontinuance of benzodi aZe epine drugs These symp. 








toms include Convulsions, tremor. abdominal and muscle cr ramps, vomiting 
and sweating. Adeichon-prone individuals. such as drug addicts and aico- 





hoi should oe under careful surveillance when receiving benzodiaze- 
ones because of the predisposition ol such patients to habituation and 
dependence 
windrawal symptoms have also been reported follow: ng abrupt discon- 
unuance of Denzodazepines taken continiou is! iin al nerapeutic levels for 
several months 
PRECAUTIONS: Usage in Pregnancy and Lactation An increased risk of 
Vl d mallormmations associated with the use of minor angues 
icMordhazepoade, diazepam, and meprobamate) dunn ig the first rimester 
of pregnancy has heen suggested in several studies Prazepam, a bengo- 
aQuazepune Pene has not been studied adequale iy io determine 
whether d loo, may be associated with an ncreased insk of fetal abnormat- 
dy Because use oi these dir rugs is rarely a matter of urgency, their use dur 
n this pees should abnast al ways be avoided The possibility that a 
woman of childbearing potentia! may be pregnant af the time of institution 
ot merapy shoul d be considered 
Patents should be advised that if they become pregnant during therapy 
or intend to become pregnant, they should communicate with ther i phy&e- 
cians about the desirabiity of discontinuing the drug. In view of Their 
mosecular Si26, prazepam and ls metabolites are probably excreted in 
Ruman mik Theretore, this drug should not be given to nursing mothers 
in those patients in gm a (ee ne of depression accompanies the anx- 
ely suicidal tendenci ios may be present and protective measures may be 
required. The least amount etd drug thatis feasible should be avadable to 
the patient at any one ume 
Patents taking Centrax (pr razepam) lar prolonged penods should have 
Blood counts and liver functi on tests periodically The usual precautions wn 
treating pati ents with impaired renal or hepatic functions should also be 
observed Hepattrnegaly and cholestasis were observed in chronic toxic 
ty Slucies in fats S and dogs 
ing elderly or debitated patients, the initial dose should be small, and 
increments Should be made gradually in accordance with the response of 
the patient, to pre t. ude ataxia or excessive sedabon 
Peckatric Use Salety and elfectiveness in patients below the age of 18 
have not been asiablished 
ADVERSE REACTIONS: The side etlects most frequenti y reported dunng 
Goubie-Dhnd. placebo- conimolied als employing a typical 30-mg divided 
tota! dary dosage and the percent incidence in the prazepam group were 
fatigue (11 626). dizziness (8 7953. weakness (7 7% j, drowsiness (6.855 ), 
hnantheadedness (6.8%). and ataxia | /5 056} Less frequentiy reported were 
headache. contusion, tremor, vivid dreams, slurred Speech. palpation, 
simulation, dry mouth, diaphoresis. and various gastrointest inal com- 
pans Other side effects inciuded prunus, transient ski n rashes, swelin 
af feet, joint pains, various genitounnary VUE nts, Blurred vision, and 
syncope. Single, nightly dose, controlled trials of variable dosages showed 
a dose-reiated Prid ol these same side effects. Transient anc revers- 
he aberrations of liver function tests have been Aires as have been 
Sight decreases in blood pressure andincreases in b ody weight 
These had ings are characteristic of benzodiazepine drugs 
OVERDOSAGE: Ac in the ol patho of overdosage with any drug. it 
should be borne in mind that multipie agents may have been taken. 
Vorruing should be induced if t has not occurred spontaneously Imme- 
Hate ge asine lavage is also recommended. General supportive care, in- 
Ciuchng frequent monitonna of vital signs and ciose observation ot the 
patient, is if idicated Hypotension. th ough unlikely may be controlled with 
Levophed* (evartereno! Ditartrate), ar Aramine® (metaraminol Ditartrate). 
DOSAGE AND ADMINISTRATION: Centrax (prazepam):s administered 
orally in divided doses The usual daily dose is 30 mg. The dose should be 
adjusted gradually wittun the range ot 20 mg to 60 mg oe yin accordance 
with i the response of the patient, fn elder iy or debilitated patients itis advis- 
able to imibiate treatment at a dieided daily dose of 10 mg to Q 15 mg (see 
Pio dene 
Centrax wis T aiso be administered as a single, dady dose at bedtime 
The recom ged starting nightly dose is 20 mg. The response of the pa 
ton to Reina days treatment wil ih permit the physi cian to adiust the dose 
upwards or. occasionally, downwards to maximize antianxiety effect with à 
rninimur m of daytime drowsmess The optimum dosage will usually range 
fram 20 mg to 40 mg 
DRUG INTERACTIONS: i Cantrax (prazepam) is to be combined with 
other drugs acting on tne central nervous system, duci consideration 
shouid be given to the pharmacology ol the agents fto be empioyed. The 
actions of the benz ead ial may be potentiated by barbiturates. nar- 
COUCS, phenotmázines, monoamine oxidase inmbitors, or other antidepres. 
sänts, 
if Centrax {prazepam}is used to treat anoiety associated with somatic 
disease states, careful attention must be paid to possible drug interaction 
with Concomutant medicatson. 
HOW SUPPLIED: Cent: fax 3 mg — Each capsule contains 5 mg prazepam 
Available in bottles of 100 and 500. Centrax | 16 mg -- Each capsule contains 
10 ma prazepam. Available in bottles af 100 and 500. Centras 20mg-- 
Each capsule contains 20 mg prazepam. Available in bottles of 100 
ALSO SUPPLIED AS: Cent trax Tabi eis i prazepam tablets. USP} t0 mg 
Nght blue, scored tablets in battles of 100 and unit dose. 0552G120 
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Ilinesses from uncontrolled 


high blood pressure cost about 
26 million lost workdays and 
billions in lost earnings each 
year. ; 

About 20% of your workforce 
has it, and many don't even 
know it. Proper treatment, every 
day, can prevent heart failure, 
stroke, or kidney disease caused 
by high blood pressure. 


High blood pressure can 
be easily detected and controlled 
so a person can lead a normal, 
healthy and active life. On the 
job. and off. To learn how your 
company can start a high blood 


pressure control program, write: 


Ms. Judie LaRosa 

Worksetting Programs 
Coordinator 

National High Blood Pressure 
Education Program, 

Bethesda, MD 20205 


High blood pressure. 
Treat it and live. 


National High Blood Pressure Education Program. 


National Heart. Lung. and Blood Institute, 
US. Department of Health anc«Human Services 
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GENERAL POLICIES 


* 


Manuscripts are accepted for consideration by the Ameri- 
can Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. 

The requirements stated below are in accordance with 
"Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals." 


Copyright 

The Journal requires express transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. Authors of accepted papers will be asked to sign the 
following statement: 

In consideration of the American Journal of Psychiatry’s 
taking action in reviewing and editing my submission [in- 
clude title here] the author(s) undersigned hereby transfers, 
assigns, or otherwise conveys all copyright ownership to the 
American Psychiatric Association in the event that such work 
is published by the American Psychiatric Association. 

Work done as part of an individual's duties as a federal 
employee is in the public domain. In such cases the following 
wording should be used: 

The work described in [include title here] was done as part 
of my (our) employment with the federal government and is 
therefore in' the public domain. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Patient Anonymity 


Ethical as well as legal considerations require careful 
attention to the protection of a patient’s anonymity in case 
reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
about a patient’s characteristics and personal history. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. 


Review Process 


All papers are reviewed by at least two experts to deter- 
mine the originality, validity, and importance of content and 
conclusions. Authors will usually be advised within 3—4 
months of the decision on their paper, although delays are 
sometimes unavoidable. Reviewers! comments will be re- 
turned with rejected manuscripts if they are judged to be 
useful to the authors. All reviewers remain anonymous. 
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SUBMISSION OF MANUSCRIPTS 


The original manuscript and two copies s 1uld be subr it- 
ted to John C. Nemiah, M.D., Editor, American Journa of 
Psychiatry, 1400 K St., N.W., Washington, DC 20005. MI 
correspondence will be sent to the first-named author un ess 
otherwise specified. Papers that are not accompanied by a 
cover letter indicating that the paper is intended for publ va- 
tion will not be reviewed until such a statement is recen «d. 
On a separate sheet include the names and mailing addre ses 
of any authors who are not members of APA; they wil? be 
sent a complimentary copy of the issue in which their art cle 
appears. 

Authors wil! be notified of the receipt o” their paper ^x 
the number assigned to it. This number must be include. ir 
all further correspondence. It is imperative that the co 7e 
sponding author of submitted papers notify the Journa o 
changes of address. 


Prompt Publication Policy 


Papers submitted with the request for prompt publica: or 
must meet stringent criteria of originality and be of m: or 
immediate importance. Authors must state their reasons »o 
wanting prompt publication in a cover letter to the Ed::or 
These papers are given priority in scheduling; however 
authors should be aware that the minimum publication t. mc 
is 4 months. {This policy is automatic for all Clinical .:nc. 
Research Reports.) 


Annual Meeting Papers 


The Journal does not have first refusal rights to amua! 
meeting papers. Authors may submit their papers before the 
annual meeting, but such papers cannot be published 1 at:! 
after the meeting. All papers must be accompanied lv a 
statement that they are in final form. These papers ar 
subject to the same peer review as other papers and rust 
conform to the requirements for one of the types of art.cle; 
specified in the next section. 


TYPES OF ARTICLES 
Special Articles ; 


These are usually overview articles that bring together 
important information on a topic of general interest t» 
psychiatry. Authors who have ideas for such articles are 
advised to check with the Editor to ensure that a sirulzr 
work is not in preparation. Special Articles may not ex.cee 
7,500 words (no more than 25 double-spaced pages— 
including a précis of no more than 100 words, tables, and 
figures) and may not have more than 100 references AI 
Special Articles, including those written bv invitation arto 
given the same peer review as other articles. E 


Regular Articles and Brief Communications 


The only difference between these two types of papirs 5 
length. Regular Articles contain no more than 3,800 werd»; 


Ser ow 


including a précis of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including a précis of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 

Single case reports should be submitted as Clinical and 
Research Reports. 


Clinical and Research Reports 


A prompt publication policy is in effect for all papers 
accepted for this section. Manuscripts may contain a maxi- 
mum of 1,300 words, including a précis of no more than 40 
words, no more than 1 table, and a maximum of 10 
references; figures may not be used. These articles present 1) 
new research findings, 2) data from pilot studies, 3) worth- 
while replication studies, and 4) case reports describing new 
syndromes or therapeutic interventions. Essays, program 
descriptions, and literature reviews do not meet the criteria 
for this section. Submissions that exceed 1,300 words or 
contain figures will be returned to the author. Papers will be 
published 3—6 months after acceptance. 


Other Sections 


Letters to the Editor. Brief letters (maximum of 500 words 
and 5 references; no tables or figures) will be considered if 
they include the notation "for publication." The number of 
words should appear in the upper right corner. Letters 
critical of an article published in the Journal will automati- 
cally be sent to the authors for reply. Because of space 
limitations not all letters can be printed. The Journal will 
notify authors about the disposition of their letters but does 
not return those that are not published. All letters will be 
edited. Letters must be typed double-spaced throughout on 
812x11 inch paper; two copies are required. Letters that do 
not meet these specifications will be returned to the author 
for revision. 

Book Forum. Books for review may be sent to the Book 
Forum Editor, Nancy C. Andreasen, M.D., Ph.D., University 
of lowa College of Medicine, 500 Newton Rd., lowa City, IA 
32242. Book reviews are usually solicited by the Book 
Forum Editor. Authors interested in reviewing a particular 
book should communicate directly with Dr. Andreasen. 


TYPING AND ARRANGING THE PAPER 


All parts of the manuscript, including case reports, quota- 
tions, references, and tables, must be double-spaced th rough- 
out. Manuscripts must be typed in upper- and lowercase on 
one side only of 812x11 inch nonerasable bond paper. All 
four margins must be 1'/ inches. The manuscript should be 
arranged in the following order, with each item beginning a 
new page: 1) title page, 2) précis, 3) text, 4) references, and 
5).tables and/or figures. All pages must be numbered. 


* STYLE SPECIFICATIONS 
Title Page 


The number of words, tables, and figures in the paper and 
‘the telephone number of the corresponding author should be 
typed in the upper right corner. 
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Title. The title should be informative and as brief as 
possible. Two-part titles should be avoided. 

By-line. Authors listed in the by-line should be limited to 
principal researchers and/or writers; collaborators may be 
acknowledged in a footnote. Authors’ first names are pre- 
ferred to initials, Degrees should be included after each 
author’s name. 

Previous presentation. If the paper has been presented at a 
meeting, please give the name of the meeting, the place, and 
the inclusive dates. 

Location of work and address for reprints. Provide the 
department, institution, city, and state where the work was 
done. Include a full address for the author who is to receive 
reprint requests. 

Acknowledgments. Grant support should be acknowl- 
edged in a separate paragraph and should include the full 
name of the granting agency and grant number. Acknowl- 
edgment of individuals may be no Jonger than four typed 
lines. Companies that supplied drugs are acknowledged only 
if they provided experimental drugs or drugs that are 
unavailable in this country. 


Précis 


The précis, or short abstract, is a single paragraph no 
longer than 100 words for Special Articles, Regular Articles, 
and Brief Communications and no longer than 46 words for 
Clinical and Research Reports. Authors should use the active 
voice and the third person. 


Text í 


Authors should use the active voice and first person; 
headings and subheadings should be inserted at'reasonable 
intervals. Summaries are usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Statistical tests that are not well 
known should be referenced. All significant and important 
nonsignificant results must include the test value, degree(s) of 
freedom, and probability. For example, “The analysis of 
variance indicated that those who abstained from coffee had 
significantly higher course grades than those who did not 
abstain (F=4.32, df=3, 17, p«.05)." Reviewers will evalu- 
ate the appropriateness of the analysis used. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure) the first time they are used. 
Idiosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers’ names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 
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Tables and Figures 


The Journal! does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text. Each table and figure should be understandable 
without reference to the text; a descriptive, concise title 
should be included and units of measurement should be 
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specified. Consult recent issues of the Journal for format. A 
table or figure that fills one-half of a vertical manuscript page 
equals 100 words of text; one that fills one-half of a 
horizontal page equals 150 words. A copy of each table and 
figure must be included with each copy of the manuscript. 

Tables. Tables are reserved for presentation of numerical 
data and should not be used as lists or charts. Values 
expressed in the same unit of measurement should read 
down, not across; when percentages are given, the appropri- 
ate numbers must also be given. Tables should be double- 
spaced and should be no wider than 120 typewriter charac- 
ters, including spaces. 

Figures. Figures express trends or relationships between 
data. Figures that contain numerical data which could be 
expressed more succinctly or clearly in tabular form will be 
converted to tables. Figures should be submitted as glossy or 
other camera-ready prints, and the author’s name and the 
title of the paper should be written on a label affixed to the 
back of the figure. Figures must be able to withstand 
reduction to about 3's inches. 


References 


References are numbered and listed by their order of 
appearance in text; the text citation is followed by the 
appropriate reference number in parentheses. Do not arrange 
the list alphabetically. 

References should be restricted to closely pertinent materi- 
al. Accuracy of citation is the author's responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished | manuscripts, 
manuscripts submitted but not yet accepted, and similar 
unpublished items should not appear in the reference list. 
Such citations may be noted in text. lt is the author's 
responsibility to obtain permission to refer to another indi- 
vidual's unpublished observations. Manuscripts that are 
actually “in press" may be cited as such in the reference list; 
the name of the journal or publisher must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as "et al." Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 


1. Stone AA: Mental Health and Law: A System in Transition. 
Rockville, Md, NIMH, 1975, pp 102-103 

2. Glick ID, Hargreaves WA, Drues ], et al: Short versus long 
hospitalization, a prospective controlled study, VII: two year 


follow-up results for nonschizophrenics. Arch. Gen Psvclyatey 
34:314—320, 1977 

3. Rubinow DR, Post RM, Pickar D, et al: Relationship between 
urinary-free cortisol and CSF opiate binding activity in de- 
pressed patients and normal volunteers. Psychiatry Research (im 
press) 

4. McNamara JR (ed): Behavioral Approaches to Medicine. ^ 
York, Plenum Press, 1979 
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York, Oxford University Press, 1979 
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human growth hormone secretion: the actions of L-dopa and ; 
bromo-a-ergocryptine. Excerpta Medica International Con- 
gress Series 381:222-238, 1976 


PROCESSING OF ACCEPTED MANUSCRIPTS 


Manuscripts are accepted with the understanding that the 
Editor and the editorial staff have the right to make revisions 
aimed at greater conciseness, clarity, and conformity with 
Journal style. 

Accepted papers will be edited and sent to the first-namied 
(or corresponding) author for corrections and answers to 
editorial queries. No galley prooís are sent to authors. 
Authors who will be away from their offices for a long period 
or who change address after notification of acceptance 
should inform the Journal staff. 


PERMISSION TO REPRINT 


Written permission to reprint material published in the 
Journal must be secured from the APA Publications Services 
Division, 1400 K St., N.W., Washington, DC 20008, there is 
usually a charge for such permission, except for nonprofi 
classroom or library reserve use by instructors and educa- 
tional institutions or for authors who wish to reprint their 
own material. Requests will be facilitated i$ accompanied by 
written permission from the author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form for 
reprints will be sent to the corresponding author before 
publication of the paper. Reprints are usually mailed about 6 
weeks after publication of the article. 





Compliance comes of ace. 


Now Surmontil® (trimipramine maleate) has a big brother 


Anew high strength 100 mg capsule. 


For a lot of depressed patients, 
that means one less capsule to take. 


At bedtime, after initial titration. 


For few problems. 


And greater compliance 
Because your patients don’t need 


any more trouble. 


NEW 


HIGH STRENGTH 





SURMONTIL 


thmipramine maleate 


100m capsules 


compliance 
from convenience 


Before prescribing, please see complete product information, a 
summary of which follows: 

CONTRAINDICATIONS: Contraindicated in cases of known hyper- 
sensitivity to the drug, and during the acute recovery period after 
myocardial infarction. The possibility of cross-sensitivity to other 


dibenzazepine compounds should be kept in mind. Surmontil (trimi- 


pramine maleate) should not be given in conjunction with drugs of 
the monoamine oxidase inhibitor (MAOI) class. At least two weeks 
should elapse between cessation of therapy with an MAOI and insti- 
tution of therapy with Surmontil (trimipramine maleate). 


WARNINGS: Children: This drug is not recommended for use in chil- 


dren, since safety and effectiveness in the pediatric age group have 
not been established. Adults: Use extreme caution in giving the drug 
to patients with evidence of cardiovascular disease. Caution is 
advised in patients with: increased intraocular pressure, history of 
urifiary retention, narrow-angle glaucoma, seizure disorder, hyper- 

» thyroidism, a need for thyroid medication. In patients receiving 
guanethidine or similar agents, Surmontil may block the pharmaco- 

" logic effects of these drugs. Warn patients that the drug may impair 
the mental or physical abilities required for driving or performing 
other potentially hazardous tasks. 


PRECAUTIONS: Because of an inherently serious suicide potential, 
the nonhospitalized severly depressed patient should be given the 
smallest drug amount feasible. In schizophrenic patients, activation 
of the psychosis may occur and require reduction of dosage or the 
addition of a major tranquilizer to the medication schedule. Manic or 
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25mg 


50mg 


hypomanic episodes may occur, especially in patients with cyclic- 
type disorders; Surmontil may have to be discontinued until the epi- 
sode is relieved and reinstituted, if required, at lower dosage. Limit 
concurrent administration of Surmontil and electroconvulsive ther- 
apy to those patients for whom it is essential. When possible, dis- 
continue the drug for several days prior to elective surgery. The use 
of alcoholic drinks during therapy may provoke exaggerated 
response. Potentiation of etfects has been reported when tricyclic 
antidepressants were administered with sympathomimetic amines, 
local decongestants, local anesthetics containing epinephrine, atro- 
pine, or drugs with an anticholinergic effect Drugs having a para- 
sympathetic effect, including tricyclic antidepressants, may alter 
ejaculatory response. 

Usage in pregnancy: Pregnancy Category C. Surmontil has shown 
evidence of embryotoxicity and/or increased incidence of major 
anomalies in rats or rabbits at doses 20 times the human dose. There 
are no adequate and well-controlled studies in pregnant women. Sur- 
montil should be used during pregnancy only if the potential benefit 
justifies the potential risk to the fetus. 
Cardiovascular—Hypotension, hypertension, tachycardia, palpita- 
tion, myocardial infarction, arrhythmias, heart block, stroke 


Psychiatric—Confusional states (especially in the elderly) with hallu- 


cinations, disorientation, delusions: anxiety, restlessness, agitation; 
insomnia and nightmares; hypomania; exacerbation of psychosis. 
Neurologic—Numbness, tingling, paresthesias of extremities: 
incoordination, ataxia, tremors: peripheral neuropathy; extrapyrami- 
dal symptoms; seizures, alterations in EEG patterns: tinnitus 
Anticholinergic—Dry mouth and, rarely, associated sublingual 
adenitis; blurred vision, disturbances of accommodation, mydriasis, 
















100mg 


constipation, paralytic ileus; urinary retention, delayed micturition, 
dilation of the urinary tract. 

Allergic—Skin rash, petechiae, urticaria, itching, photosensitiza- 

tion, edema of face and tongue. 

Hematologic—Bone-marrow depression including agranulocytosis, 
eosinophilia; purpura; thrombocytopenia. Leukocyte and differential 
counts should be performed in any patient who develops fever and 

sore throat during therapy; the drug should be discontinued if there is 
evidence of pathologic neutrophil depression * 
Gastrointestinal —Nausea and vomiting, anorexia, epigastric dis- 

tress, diarrhea, peculiar taste, stomatitis, abdominal cramps, black 
tongue. e 

Endocrine —Gynecomastia in the male; breast enlargement and gal- 
actorrhea in the female; increased or decreased libido: impotence; 
testicular swelling; elevation or depression of blood-sugarlevels. — e49* 
Other—Jaundice (simulating obstructive) altered liver function: 

weight gain or loss; perspiration; flushing; urinary frequency; drow- 
siness, Cizziness, weakness, and fatique; headache; parotid swelling; 
alopecia 

Withdrawal Symptoms— Though not indicative of addiction. abrupt 
cessation of treatment after prolonged therapy may produce nausea, 
headache, and malaise. 

SUPPLIED: 25 mg in bottles of 100 opaque blue and yellow cap- 

sules, 5C mg in bottles of 100 opaque blue and orange capsules, 100 

mg in bottles of 100 opaque blue and white capsules . 
IVES LABORATORIES INC. i (fre) 
685 Third Avenue, New York NY 10017 4 
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A candidate for HALDOL 





A new patient population has thrust itself upon the attention 
of the psychiatric community: young chronic psychotic 
patients. Chemotherapy, of course, forms only a part of the 
approach to these patients; for many of them, however, 
HALDOL haloperidol may contribute to a more hopeful 
long-term prognosis. 


Successfully stabilizes schizophrenic outpatients 


HALDOL has proven effective in the initial control of decompensated chronic 
schizophrenic patients. Mean daily doses as low as 4 mg have been found 
effective in stabilizing behavior of schizophrenic outpatients with moderate to 
moderately severe symptomatology.' The exceptional dosage range of HALDOL 
makes it possible to optimize dosage throughout maintenance therapy, 

notably in times of symptom exacerbation when higher doses may be required. 


Minimal sedation may improve compliance 

The mental “fuzziness” (impaired alertness), often a problem with some 
neuroleptics, is seldom encountered with HALDOL. Patients usually remain 
alert and able to participate in other forms of therapy.* 


Rarely causes sexual problems 


Because it has the lowest anticholinergic potential of all neuroleptics, 
HALDOL is much less likely to cause impotence or ejaculatory difficulties 
than drugs with high anticholinergic effects. This can be a major factor in 
maintaining compliance among young male psychotic patients. 


Extrapyramidal symptoms, if seen, are readily controlled 


EPS, if seen, are usually dose-related and readily controlled with dosage 
adjustment, antiparkinson medication or by giving a single h.s. dose*** 


Right at the start — right for the long term 


HALDOL 


( haloperdo) 


tablets/concentrate/iniection 





*Markea sedation is rare, some instances of dr 
** Persistent extrapyramidal symptoms may requir 


Please see following page for brief summary of Prescribing Informati 
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HALDOL® concentrate 
(haloperidol) 


tasteless, odorless and colorless; 
easily added to food, juices or 
water for ease of dosage 
adjustment and better patient 


The only neuroleptic many psychotic 
patients may ever need 








e Rapid relief of core 
"psychotic symptoms 


| e Effective for both initial 
and maintenance therapy. 


e Safe and effective at the 
widest possible dosage range* 


*See Brief Summary of Prescribing 
Information below for 
contraindications, warnings, 
precautions and adverse reactions. 
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acceptability. 2 mg per ml 120 mi. "E 
haloperidol (as he lactate. HALDOC 
i br 
. HALOPERIDOL 
CONCENTRATE 





HALDOI?* (haloperidol) 
sterile injection + Pre-filled Syringe 


for rapid control (often within hours) 
in acutely ned patients. 5 mg 
haloperidol (as the lactate) with 1.8 mg 
methylparaben and 0.2 mg - 

ropylparaben per ml, iud lactic acid 
or pH adjustment to 3.0-3.6. 


Brief Summary of Prescribing Information 


Contraindications: Severe, toxic CNS depression or comatose states from any cause, 
hypersensitivity to the drug, Parkinson's disease 


Warnings: Usage in Pregnancy: Sate use in pregnancy or in women likely to become 
pregnant has not been established; use only if benefit clearly justifies potential hazards. Infants 
should not be nursed during drug treatment 


Combined Use With Lithium: Patients receiving lithium plus haloperidol should be monitored 
closely for early evidence of neurological toxicity and treatment discontinued promptly if such 
Signs appear 


General: Bronchopneumonia, sometimes fatal, has followed use of major tranquilizers, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or retiuced pulmonary ventilation occurs, especially in the elderly. Decreased serum 
cholesterol and / or cutaneous and ocular changes have been reported with chemically-related 
drugs. although not with haloperidol. Mental and/or physical abilities required for hazardous 
tasks or driving may be impaired. Alcohol should be avoided due to possible additive effects 
and hypotension 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due 
to the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor 
IS required, epinephrine should not be used since HALDOL may block its vasopressor activity 
and paradoxical further lowering of blood pressure May occur), (2) receiving anticonvulsant 
medication since HALDOL may lower the convulsive threshold: (3) with known allergies or a 
history of allergic reactions to drugs: (4) receiving anticoagulants. since an isolated instance of 
interference occurred with the effects of one anticoagulant (phenindione). Concomitant anti- 
Parkinson medication. if required, may have to be continued after HALDOL is discontinued 
because of different excretion rates. if both are discontinued simultaneously, extrapyramidal 
symptoms may occur Intraocular pressure may increase when anticholinergic drugs including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in cyclic disorders, there may be a rapid mood swing to depression. Severe neurotoxicity 
may occur in patients with thyrotoxicosis receiving antipsychotic medication, including 
HALDOL. Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the prescrip- 
tion of these drugs is contemplated in a patient with a previously detected breast cancer 
Although disturbances such as galactorrhea, amenorrhea. gynecomastia, and impotence have 
Deen reported, the clinical significance of elevated serum prolactin levels is unknown for most 
patients. An increase in mammary neoplasms has been found in rodents after chronic admin- 
istration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to 
date. however, have shown an association between chronic administration of these drugs and 
mammary tumorigenesis: the available evidence is considered too limited to be conclusive at 
thiSetime. The 1. 5. 10 mg tablets contain FD&C Yellow No. 5 (tartrazine) which may cause 
allqgic-type reactions (including bronchial asthma) in certain susceptible individuals. espe- 
Cially in those who have aspirin hypersensitivity 


“ativerse Reactions: CNS Effects: Extrapyramidal Reactions: Neuromuscular (extrapyrami- 
-dal) reactions have been reported frequently, often during the first few days of treatment 
Generally they involved Parkinson-like symptoms which were usually mild to moderately severe 
and usually reversible. Other types of neuromuscular reactions (motor restlessness. dystonia, 
akathisia. hyperreflexia. opisthotonos. oculogyric crises) have been reported far less fre- 
quently. but were often more severe. Severe extrapyramidal reactions have been reported at 
relatively low doses Generally. extrapyramidal symptoms are dose-related since they occur at 
relatively high doses and disappear or become less severe when the dose is reduced. Anti- 
barkinson drugs may be required. Persistent extrapyramidal reactions have been reported and 





. HALDOL? tablets 
"x (haloperidol) 


in 6 different strengths, for 
convenience in individualizing | 
dosage. 


% 


/; mg lmg 2 mg 5 mg 10 mg 20 mg 


therapy is generally uneventful. However, some patients on maintenance treatment experience 
transient dyskinetic signs after abrupt withdrawal. In certain cases these are indistinguishable 
from "Persistent Tardive Dyskinesia" except for duration. It is unknown whether gradual 
withdrawal will reduce the occurrence of these signs, but until furtner evidence is available 
HALDOL should be gradually withdrawn 


Persistent Tardive Dyskinesia: As with all antipsychotic agents HALDOL has been associated 
with persistent dyskinesias. The risk appears to be greater in elder'y patients on high-dose 
therapy. especially females. Symptoms are persistent and sometimes appear irreversible: there 
IS no known effective treatment and all antipsychotic agents shouid be discontinued. The 
syndrome may be masked by reinstitution of drug, increasing dosage. or switching to Mitterer 
antipsychotic agent. Fine vermicular movement of the tongue may be an early sign of tr 
syndrome and if medication is stopped a: that time the syndrome may not develop 


Other CNS Effects: Insomnia, restlessness, anxiety, euphoria, agitation, drowsiness, depres 
sion. lethargy, headache. confusion, vertigo, grand mal seizures, and exacerbation of psy 
chotic symptoms including hallucinations, and catatonic-like behavioral states which may b 
responsive to drug withdrawal and ‘or treatment with anticholinergic drugs 


Body as a Whole: As with other neuroleptic drugs, hyperpyrexia has been reported, some- 
times alone and sometimes in association with muscle rigidity or in association with rhabdo- 
myolysis and acute renal failure. Cardiovascular Effects: Tachycardia. hypotension 
hypertension and ECG changes. Hematologic Effects: Reports of mild. usually transient 
leukopenia and leukocytosis. minimal decreases in red blood cell counts, anemia, or a ten- 
dency toward lymphomonoc ytosis: agranulocytosis rarely reported and only in association with 
other medication. Liver Effects: Impaired liver function and /or jaundice reported. Dermato 
logic Reactions: Maculopapular and acneiform reactions. isolated cases of photosensit 
loss of hair. Endocrine Disorders: Lactation. breast engorgement, mastalgia, menstruay 
ularities. gynecomastia, impotence. increased libido. hyperglycemia, hypoglyce 
hyponatremia. Gastrointestinal Effects: Anorexia, constipation, diarrnea. hyper, 
dyspepsia. nausea and vomiting. Autonomic Reactions: Dry mouth, blurred visi 
retention and diaphoresis Respiratory Effects: Laryngospasm, bronchospasm an 
depth of respiration. Other: Cases of sudden and unexpected death have beer 
association with the administration of HALDOL. The nature of the evidence makes 
to determine definitively what role. if any, HALDOL played in the outcome of the rer 
The possibility that HALDOL caused death cannot. of course. be excluded. but it is 
mind that sudden and unexpected death may occur in psychotic patients wi 
untreated or when they are treated w:th other neuroleptic drugs 
IMPORTANT: Full directions for use should be read before HALDOL h 
administered or prescribed. 

The injectable form is intended only for acutely agitated psychotic patients 
severe to very severe symptoms. Controlled trials to establish the safety and 
intramuscular administration in children have not been conducted 
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Calendar 


(Continued from page A37) 


AUGUST __ 


August 2-6, Eighth International Conference on Personality 
Assessment, Copenhagen. Contact Gordon Amundson, 
Dept. of Conferences, 207 Nolte Center, University of 
Minnesota, 315 Pillsbury Dr., S.E., Minneapolis, MN 
55455; 612-373-7839. i 





* 


August 4—6, annual meeting, Canadian Mental Health Asso- 
ciation, St. John's Newfoundland. George Rohn, Executive 
Director, 2160 Yonge St, Toronto, Ontario M4S 2223, 
Canada; 416-484-7750. 


August 4—7, annual conference, Coping With Mental Illness 
in the 80s— Progress Through Research and Rehabilitation, 
National Alliance for the Mentally Ill, St. Louis. Contact St. 
Louis AMI, 4382 W. Pine, St. Louis, MO 63108; 314-533- 
4241. 


August 7-11, annual meeting, American Institute of Biologi- 

cal Sciences, Grand Forks, N.D. Arthur C. Gentile, Executive 

Director, 1401 Wilson Blvd., Arlington, VÀ 22209; 703- 
. 527-6776. 


August 14—18, annual meeting, National Rehabilitation 
Association, Boston. David L. Mills, Executive Director, 633 
S. Washington St., Alexandria, VA 22314; 703-836-0850. 


August 26—28, annual meeting, American Association for 
Partial Hospitalization, Washington, D.C. Contact Maureen 
E. Rooney, M.A., C. R.C., 235 Lincoln Place, No. B, Brook- 
lyn, NY 11217. 


æ August 26-30, annual meeting, American Psychological 
Association, Anaheim, Calif. Contact Candy Won, APA, 
1200 17th St., N.W., Washington, DC 20036. 


August 28~31, World Congress on Prison Health Care, 
Ottawa. Contact R. Chalke, Scientific Program Committee, 
Correctional Service of Canada, Ottawa, Ontario K1A OP9, 
Canada. 


August 29—31, annual convention, American Hospital Asso- 
*. ciation, Houston. H. Joseph Curl, Executive Vice-President, 

*. 840 North Lake Shore Dr., Chicago, IL 60611; 312-280- 
6000. 


wugust 31-September 4, annual meeting, American Socio- 
gical Association, Detroit. Russell R. Dynes, Executive 
irector, 1722 N St, N.W., Washington DC 20036; 202- 
33-3410. i 


PTEMBER 


otember 4—9, World Congress of Social Psychiatry, Osaka, 
san. Contact WASH-—Osaka '83, c/o Inter-Group Corpo- 
aon, Shohaku Building, 6—23, Chayamachi, Kita-Ku, Osa- 
© $30, Japan. 
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September 16—13, Seventh International Conierence on Pis 
man Functioning, Biomedical Synergistics Institute, Wichita, 
Kans. Betty Richards, Conference Coordinator, Biomedical 
Synergistics Institute, 428 N. Oliver 5t., Wichita, KS 67208; 
316-686-1031. 


September 19—23, annual meeting, Royal College ot Physi- 
cians and Surgeons of Canada, Ottawa, Dr. LHL Darragh, 
Executive Director, 74 Stanlev Ave., Ottawa, Ontario KIM 
1P4, Canada; 613-746-8177. 


September 19—October 1, annual meeting, American Asso- 
ciation of Foundations for Medical Care, Nashville, 
Tenn. Boyd Thompson, Executive Vice-President, 3410 
Grosvenor Ln.. Suite 210, Bethesda, MD 208314; 301-953- 
0404. 


ings Management, 1400 K St, N.W., Washington, DC 
20005; 202-682-6900. 


September 23—25, eastern seaboard conference of the Ameri 
can Society for Adolescent Psychiatry, Miami, Contact 
ESCASAP '83, Box 560441, Miami, FL 331356; 305-665- 
1696. 


September 24—25, annual meeting, Association of Mental 
Health Librarians, Houston. Margaret Demchuk, President, 
Portsmouth Psychiatric Center, 301 Fort Lane, Portsmouth, 
VA 23704; 804-393-0061, ext. 303. 


September 24—23, Board of Trustees meeting, American 
Psychiatric Association, Washington, DC. 


September 25, annual meeting, American Association of 
Psychiatric Administrators, Houston. Stuart L. Kell, MLD., 
President, Department of Psychiatry, 5.U.N,Y., 462 Greer 
St., Buffalo, NY 14215; 716-834-9200, ext. 3616, 


September 25-27, American Board of Psychiatry and Neu- 
rology child psychiatry examination, Durham, NC. Contact 
Lester H. Rudy, M.D., Suite 808, 1 American Plaza, Evans- 
ton, IL 60201; 312-864-0830. 

September 26—29, annual meeting, National Association of 
Activity Therapy and Rehabilitation Program Directors, 
Houston. Donald Hall, Executive Director, P.O. Box 659€ 





Evansville, IN 47704; 812-473-2272. . 

5 
September 26—29, Institute on Hospital & Community 
Psychiatry, American Psychiatric Association, Houston. - 
Contact APA Meetings Management, 1400 K St, NOW, 





Washington, DC 20005; 202-682-6000. 








Hypnotic therapy that 
works from the start... 


and maintains its efficacy | 
throughout therapy 


Psychiatric patients fell asleep sooner, 
slept longer and had fewer awakenings 
during the night 
Five double-blind studies, ranging from 7 to 14 consecu- 
tive nights and involving 167 psychiatric patients with insomnia, 4 
demonstrated that Dalmane (flurazepam HCl/Roche) was effec- 
tive in both inpatients and outpatients. ^ Subjective patient eval- 
uations and objective observations supported this clinical efficacy. 
While Dalmane is not a substitute for specific psychotherapy, its “ 
- efficacy and safety as a hypnotic for certain psychiatric patients 
i with insomnia are well recognized. If Dalmane is to be com- 
bined with other drugs having known hypnotic properties or 
CNS-depressant effects, due consideration should be given to 
additive effects. As with any hypnotic, patients should be cau- 
tioned about driving, operating hazardous machinery or drinking ~- 


7 alcohol during therapy. 
* ® z 


A e. Copyright © 1985 by Roche Products Inc. All rights reserved. , fe 
b ab oW ko" "d 
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‘Clinical data on Dalmane (flurazepam HCl/Roche) extend. insomnia 
73% insomniac patients with concomitant neurologic or psy- 
* wk disorders who had difficulties in initiating and maintain- 
' aleep.ć Thus, when specific hypnotic therapy is indicated 

„< a careful medical and psychiatric work-up, Dalmane is a 
- «documented choice. More than 200 studies involving 

rly 10,000 patients attest to the efficacy and relative safety 
FJalmane in insomnia.* No other hypnotic has this kind of 
" orough documentation. And none has been shown to be more 
‘jective. Dalmane is contraindicated in pregnancy and in pa- 
‘ents with known hypersensitivity to the drug. 





Of all available hypnotics, only Dalmane has objective 
sleep laboratory evidence proving that insomniacs fall asieep 
significantly sooner (p<0.05), stay asleep significantly | longer 
(p<0.01) and awaken less often (p«:0.05) on the firs! 
three nights of therapy and after two consecutive weeks of treat- 
ment.” Dalmane maintained its ability to reduce sleep latency 
and decrease total wake time for 28 consecutive nights.” Since 
insomnia is usually transient, prolonged use of TRUE usu- 
ally not indicated. 

À retrospective analysis of Dalmane use in 2542 2 hospital 
CIUS showed that the incidence of morning hangover was io. 
(3.1%) and clearly dose- and age-related.” And there were no 
reports of rebound insomnia with Dalmane on the b. her 
therapy was discontinued." 
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[e ———Á——————— € — Q—H— P — —— M] à CHANGE OF TOTAL WAKE TIME FROM Gace 
ent improvement in steep latency from pretherapy baselines ; " Deum. 
; Z A es s 
a 1 m 





CISALMANE Terpazepam Triazoiam &ecnbarbital — Methaqualone Chioral Hydrate Ethchilorvynol 


Mme i ente eei vri — M! REPE —————Ó ——S €! 


E ra HOY Roche} Pexpersentat fypmatie : RD veg 


ed 12-14 M3 RM L3 dd H3 M M3 14214 L3 Dd H3 12H 
p ghis — nights nights nights nights nights rights rights 


XALMÁANE * 
fm RUS 


p "mg i 














TRIAZOLAM 


NIGHTS 12-14 





SECOBARBITA i 
D-22981 

CHLORAL 

I HYDRATE EMEND SE 
i 


TEMAZEPAM 
H * 295) t 


VUTETHIMIDE 
ic He 


! 
| 
| 
i 
| 
| 
| 
| 
| 
3 
i 
| 
| 
p 
| 


i D EEA O S UR ee BEN E lu. ae ENSE "€ ea ee 
Basera 

Adapted inm Eales ef af? 

@ ipco Qi 





flurazepam HCI/Roche 


15-mg/ 30-mg capsules 





Please see next page for ketenes ind = summary of product information. 
* "bw Be 


"A68 


References: 1. Jacobson A el al: Psychophysiology 
7:345, Sep 1970. 2. Lynch T, Greene VT: J ir Coll 
Phys Surg 4:87-90, Jan 1975. 3. James NM, Montague 
AF: NZ Med J 81:246-248, Mar 12, 1975. 4. Taws 
ER, Brunning J, Arenillas L: J Int Med Res 3:417-422, 
Jun 1975. 5. Broadhurst AD, Arenillas L: Curr Med Res 
Opin 3:413-416, Jul 1975. 6. Data on file, Hoffmann- 
La Roche Inc., Nutley, NJ. 7. Kales A et al: J Clin Phar- 
macol 17:207-213, Apr 1977. 8. Greenblatt DJ, Allen 
MD, Shader RI: Clin Pharmacol Ther 21:355-361, Mar 
1977. 9. Monti JM: Methods Find Exp Clin Pharmacol 
3:303-326, May 1981. 


Dalmane* flurazepam HCl/Roche) WV 


Before prescribing, please consult complete product 
information, a summary of which follows: 
Indications: Effective in all types of insomnia character- 
ized by difficulty in falling asleep, frequent nocturnal 
awakenings and/or early morning awakening; in patients 
with recurring insomnia or poor sleeping habits; in acute 
or chronic medical situations requiring restful sleep. Objec- 
tive sleep laboratory data have shown effectiveness for at 
least 28 consecutive nights of administration. Since 
insomnia is often transient and intermittent, prolonged 
administration is generally not necessary or recommended. 
Repeated therapy should only be undertaken with appro- 
priate patient evaluation. 

Contraindications: Known hypersensitivity to [lurazepam 
HCI; pregnancy. Benzodiazepines may cause fetal damage 
when administered during pregnancy. Several studies sug- 
gest an increased risk of congenital malformations associ- 
ated with benzodiazepine use during the first trimester. 
Warn patients of the potential risks to the fetus should 

the possibility of becoming pregnant exist while receiving 
flurazepam. Instruct patient to discontinue drug prior to 
becoming pregnant. Consider the possibility of pregnancy 
prior to instituting therapy. 

Warnings: Caution patients about possible combined 
effects with alcohol and other CNS depressants. An addi- 
tive effect may occur if alcohol is consumed the day fol- 
lowing use for nighttime sedation. This potential may exist 
for several days following discontinuation. Caution against 
hazardous occupations requiring complete mental alertness 
(e.g., operating machinery. driving). Potential impairment 
of performance of such activities may occur the day fol- 
lowing ingestion. Not recommended for use in persons 
under 15 years of age. Though physical and psychological 
dependence have not been reported on recommended 
doses, abrupt discontinuation should be avoided with 
gradual tapering of dosage for those patients on medication 
lor a prolonged period of time. Use caution in administer- 
ing to addiction-prone individuals or those who might 
increase dosage. 

Precawtions: In elderly and debilitated patients, it is rec- 
ommended that the dosage be limited to 15 mg to reduce 
risk of oversedation, dizziness, confusion and/or ataxia. 
Consider potential additive effects with other hypnotics or 
CNS depressants. Employ usual precautions in severely 
depressed patients, or in those with latent depression or 
suicidal tendencies, or in those with impaired renal or 
hepatic function. 

Adverse Reactions: Dizziness, drowsiness, lightheaded- 


. Dess, staggering, ataxia and falling have occurred, particu- 


larly in elderly or debilitated patients. Severe sedation. 
lethargy, disorientation and coma, probably indicative of 
drug intolerance or overdosage, have been reported. Also 
reported: headache, heartbum, upset stomach, nausea, 
vomiting, diarrhea, constipation, GI pain, nervousness, 
talkativeness, apprehension, irritability, weakness, palpita- 
tions, chest pains, body and joint pains and G .. com- 
plaints. There have also been rare occurrences of leuko- 
penia, granulocytopenia, sweating, flushes. difficulty in 
focusing, blurred vision, burning eyes, faintness, hypoten- 
sion, shortness of breath, pruritus, skin rash, dry mouth, 
bitter taste, excessive salivation, anorexia, euphoria, 
depression, slurred speech, confusion, restlessness, halluci- 
nations, and elevated SGOT, SGPT, total and direct biliru- 
bins, and alkaline phosphatase; and paradoxical reactions, 
e.g., excitement, stimulation and hyperactivity. 

Dosage: Individualize for maximum beneficial effect. 
Adults: 30 mg usual dosage; 15 mg may suffice in some 
patients. Elderly or debilitated patients: 15 mg recom- 
mended initially until response is determined. 

Supplied: Capsules containing 15 mg or 30 mg 
flurazepam HCI, 


. Roche Products Inc. 
^ Manati, Puerto Rico 00701 
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Brief Summary of 1 
Prescribing Informatic 


INDICATIONS—For management of anxiety c 
relief of symptoms of anxiety: for symptomai 
alcohol withdrawal: for adjunctive therapy in 

Anxiety or tension associated with stress of 
does not require treatment with an anxiolytir 
long-term management of anxiety (over 4 m. 
systematic clinical studies. The physician st 
reassess usefulness for each patient. 


CONTRAINDICATIONS -Known hypersens 
narrow angle glaucoma. 


WARNINGS—Not recommended for usei 
psychotic reactions. Caution patient again 
requiring mental alertness, such as operatir 
machinery including motor vehicles. Advise 
use of othe” CNS depressants, and caution patie 
alcohol mav be increased. Not recommended for p 
Nervousness, insomnia, irritability, diarrhea, musel 
memory impairment have followed abrupt withdrawal 
long-term high dosage. Withdrawal symptoms were reporte 
abrupt discontinuance of benzodiazepines taken continuously 
therapeutic ‘evels for several months. Use caution in patients 
having psychological potential for drug dependence (dependence 
has been observed in dogs and rabbits). 


Pregnancy and Lactation: Minor tranquilizers should almost 
always be avoided first trimester. Consider possibility of 
pregnancy before initiating therapy. Patient should consult 
physician about discontinuation if she becomes pregnant or 
plans pregnancy. Do not give to nursing mothers. / 


PRECAUTIONS—Observe usual precautions in depression 
accompanying anxiety, or in patients with suicidal tendency, or 
those with impaired renal or hepatic function. Do periodic blood 
counts and liver function tests during prolonged therapy. Use small 
doses and gradual increments in the elderly or debilitated. 


ADVERSE REACTIONS -—Drowsiness. dizziness, various g.i. 
complaints, nervousness, blurred vision, dry mouth, headache, 
mental confusion, insomnia, transient skin rashes, fatigue, ataxia, 
genitourinary complaints, irritability, diplopia, depression, slurred 
speech, abnormal liver and kidney function tests, decreased 
hematocrit, decreased systolic blood pressure. 


INTERACTIONS—Potentiation may occur with ethyl alcohol, 
hypnotics, barbiturates, narcotics, pifenothiazines, MAO 
inhibitors, othe- antidepressants. In bioavailability studies with 
normal subjects, concurrent administration of antacids at 
therapeutic leve s did not significantly influence bioavailability of 
TRANXENE. 


OVERDOSAGE—Take general measures as for any CNS depressant. 


SUPPLIED—TRANXENE 3.75, 7.5, and 15 mg capsules and scored 
tablets, TRANXENE-SD Half Strength 11.25 and TRANXENE-SD 
22.5 mg single dose tablets. " 
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clorazepate dipotassium © 


c) Abbott Pharmaceuticals, Inc. i 
North Chicago, IL. 60064 
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During anxiety therapy 


Ir anxene clorazepate dipotassium © 
helps keep you. 
in control 


During more than a decade of widespread use, clinical experience 
with Tranxene has been highly favorable. Though no Iranxene 
research has specifically investigated euphoria, amnesia, and 

F rebound phenomerta, ‘there have been no published reports of 
these problems with Tranxene. 

`, 








Acts promptly when therapy starts 


‘Tranxene goes to work quickly. A “fast” onset of effect is reported’* Yet there 
have been no reports of initial euphoria in the medical literature. 


Acts predictably during therapy 


In direct comparison studies, Tranxene has been shown equal to cr lower 
than diazepam?" in incidence of problem sedation: And in 10 years of Tranxene 
*xperience there have been no published reports of anterograde amnesia. 


Acts smoothly when therapy ends 


sly when medication is discontinued." 


Tranxene levels do not fall precipitou 
h abrupt decline in serum levels are unlikely 


Rebound phenomena associated wit 
and have not been reported in the literature. 


Problem sedation IS defined as moderate to severe degrees of sedation, sleepiness, drowsiness 


and lassitude. 


3.75, 7.5, 15 mg capsules, scored tablets; 11.25, 22.5 mg single-dose tablets. 
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